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AMonographic Study of 'Bean 'Diseases 
and, Methods for Their Control 1 

• 
By W. J. ZAUMEYER, 1Jrincipal 1Jathologist, and H. REX THOMAS, assistant 
chief, Ho'l"ticultm'ul C7'OPS ReseeJ.1"ch B7'anch, Ag1'icultural Research Service 

INTRODUCTION 
Dry (field) and snap (garden) bea,ns (Phaseolus vulga?'is L.) 

and lima beans (P. lunatus (Benth.) Van Eselt.) are practically 
universal in their distribution and constitute one of the most im­
portant food crops pf the world. They are grown commercially to 
some extent in almost every State in the United States (figs. 
1 to 3). Even in regions where they are not grown commercially, 
they are cultivated in nearly every home garden. 

DRY EDIBLE BEANS. ACREAGE, 1953 

'.:It#Ol",1' ....... 

JO()On.,. 

: -......~,. " 
'. '- \ 

UNITED STATES TOTAL \ \ 
1.398,000 ......J, .~,,-,-,-,'-~'.....-~ 

FIGURE 1.-Varietal distribution and acreage of dry beans grown in the 
United Stntp,,! in 1953. Acreage in 1953, 1,398,000 acres. Adapted from a 
map prejl'.i'tJd by U. S. DepaL'bnent of Agriculture, Office of Foreign 
Agricult1l'ral Relations. 

. 1 Original edition was prepared by L. L Harter, formerly senior patholo­
gist, and W. J. Zaumeyer, pathologist. 
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UNITED STIITES TOTAL 

296.140 .' 

FIGURI, 2.-Distl'ibution and acreage of snap beans grown in the Ull.ited States 
in 1953. An'cage in 1953, 296,140 acres, Adapted from a map prepared by : 
U. S. Departmcnt of Commerce, Bureau of the Census. 
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UNITED STATES TOTAL 

127.690 

FIGURE a.-Distribution and acreage of green lima beans grown in the 
United States in 1953. Acreage in 1953, 127,690 ar.:res. Adapted from a 
map prepared by the U. S. Department of Commerce, Bureau of the Census. 
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3 BEAN DISEASES 

The origin of the snap and dry bean and of the lima bean has 
been a moot question among plant historians. De Candolle (185) 3 

was of the opinion that the hean originated in the Old World, 
while StUl:tevant (982) and others believed that it originated 
somewhere in America, and from there was distributed to other 
parts of the world. The American origin of the commQn bean now 
appears to be fixed by descriptions and references showing that 
it was found in many scattered pointe; over the Americas about 
1500. Guatemala is now believed to be the country of origin of 

• 	 the lima bean. Its distribution from here has been traced by the 
various early varieties left along Indian trade routes. One route 
extended into Penl where the larger seeded types were developed 
in the warm coastal areas. The name "lima bean" probably came 
from Lima, Peru, 'where the species was found by early American 
explorers. The evidence indicates that beans were important arti ­
cles of food in both the Old and the New World as early as the 
fifteenth century. 

The bean grower):; in the United States may be roughly divided 
into four classes: (1.) Growers of dry shelled beans; (2) market 
gardeners who gTo\\r beans for consumption as a green vegetable; 
(3) processors; and (4) S03d growers. 

The farm value of dry beans (1042), including snap and lima 
beans grown for seed in the United States in 1.953, was approxi­
mately $138,750,000; that of snap beans for market, $46,912,000; 
and that of snap beans for processing, $36,664,000. The farm value 
of lima beans for market amounted to $'1,045,000, and for process­
ing, $16,206,000. The total va1ue to the farmer was roughly
$242,577,000. 

In 1953, 1,398,000 acres of dry beans produced about 16,761,000 
lOO-pound bags. There were 15S,620 acres of snap beans for mar­
ket and 137,520 acres for processing, which produced 17,486,000 
bushels and 298,580 tons of beans, respectively. Lima beans were 
planted on 18,500 acres for mal'ket and on 109,190 acres for 
processing, which produced 1,'133,000 bushels of pod beans and 
105,~)00 tons of shelled beans. 

Dry beans rank high as a cheap SOUl"ce of nourishing food. 
While not so high in calories as potatoes and sweetpotatoes, they 
outrank most vegetables in the amount they contain. They are 
high in protein, calcium, and iron, and contain a large amount of 
vitamin Bl (976). 

Snap beans are prized as a green vegetable and are valuable 
as a source of calcium, riboflavin, and iron. Although not so high 
in nutritive value as the dry bean, they ,possess about the same 
nutritive qualities as some of the green leafy vegetables, such as 

'IJ. 	 ka1e, beet tops, swiss chard, and spinach. 
The production of beans, like that of mally other crops, is 

greatly reduced every year by fungus, bacterial, and virus diseases 
(U97). Just how prevalent such diseases are and what the losses 
amount to depend on environmental factors, such as temperature 
and humidity, as ,yell as 011 the quality of the seed. During seasons 

:1 Italic numbers in parentheses refer to Literature Cited, p. 192. 
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of abundant rainfall accompanied by high humidity and high 
temperatures, certain diseases are worse than others. It is not to 
be expected that an entire season would pass without there being 
present some of the environmental conditjons favora,ble for iu­
fection by and spread of certain parasites. All the diseases do not 
occur every year in a single locality. Some years a certain disease 
may be prevalent and destructive and the next year en,tirely absent 
or present to such a limited extent as to be of no consequence. 

Tfhe average losses (320) from the principal diseases to the 
bean crop in 1938 (the last complete report) throughout the 
United States was estimated at approximately 12 percent. In a 
rainy, cool season they may cause losses amounting to $15,000,000 
to $20,000,000. Good cUltivation and the use of the propel' kind 
and amount of fertilizer may hold the diseases in check and there­
by enable the grower to produce a fail' crop in spite of the diseases. 
It must not be assumed, however, that such practices are a sub­
stitute for the application of control measures 01' make it no longer 
necessary to develop and use resistc'1nt varieties. In some caSflS 
investigations have shown that plants supplied with certain plant 
nutrients that cause a vigorous succulent growth are more easily 
parasitized than those in a weakened condition. 

The investigations on bean diseases are extensive; not only are 
many of the results confEcting and confusing, but they also are 
often published in little-known 01' obscUl'e journals and in many 
foreign languages. The purpose of this bulletin is to assemble as 
much of the pertinent information as possible from these numer­
ous publications, together with the results of extensive investiga­
tions conducted by the writers over a period of many yeal,'s. 'Where 
not otherwise specified, facts reported in this bulletin are sup­
ported by the results of the writers' own researches and observa­
tions. 

The chemicals mentioned in this bulletin are injurious and some 
of them extremely poisonous to man and other animals when taken 
internaliy. Care should be taken in handling them to prevent their 
contact with the mouth, eyes, or nostrils. When using these chemicals 
in dust form, be careful not to inhale them. When large quantities of 
seed ore being treated with dust, a respirator or dust mask should 
be worn. (This warning applies to the use of dusts on plants in the 
field.) When small quantities of seed are treated in the open air or in a 
well-ventilated room the use of a respirator or mask is not necessary. 
When a large quantity of solution is used, oiled leather gloves and a 
rubber or oilcloth apron should be worn. Care should be taken to dis­
pose of the unused solutions so that they cannot be drunk by chickens, 
cattle, or other livestock. After completing the treatment all vessels 
should be thoroughly cleaned and the hands and clothing washed. .'1 

.. 



FIELD DISEASES OF SNAP AND DRY BEAN.S 

Fungus Diseases of Maior Importance 

Anthracnose 

Geographical Distribution and Economic Importance 

When and where bean anthracnose, caused by Colletotrichu'nt 
linclentuthianu'n~ (Sacc. & Magn.) Scl.'ib., ol.'iginated will probably 
never be known. The earliest satisfactory evidence of its col­ '. 
lection dates back to 1843 (277', p. 344). In 18'75 it was collected 
at Padua and Bonn (852, 856), and Lindemuth reported it to 1· 

Frank (351) in the same year. In 1880 the same disease was found 
on kidney beans at Bedford, England (94). 

In 1884 (857) anthracnose was common in Italy, France, Ger­
many, and North America. Since then it has been reported from 
practically all countries of Europe, Japan, Formosa (Taiwan), 
India, many islands of the East and West Indies, Belgian Cong'o, 
Transvaal, Uganda, Brazil, Guatemala, Venezuela, Canada, Cuba, 
Australia, New Zealand, and the Union of Soviet Socialist Re .. 
llublics. 

In 1891 the bean crops in parts of Italy· were completely de­
stroyed (1055). Sel.'ious epidemics in 1915 and 1916 in Germany 
were reported by Fischer (344). 

Since the earlier observations of Ellis and Everhart (325) 
and Scribner (888, 889), the disease has been found in many 
States of the United States, Alaska, and Hawaii. It probably has 
occurred in all except those where it is excluded because of pro­
hibitive climatic conditions. 

From about 1912 to 1920 anthracnose was considered the most 
serious bean disease in the United States east of the Mississippi 
River. Many infected seed rotted in the ground without germi­
nating or, if they did germinate, the seedlings were destroyed be­
fore they emerged. Plants were frequently destroyed in the seed­
ling stage or soon thereafter. Those that survived the seedling 
stage were so devitalized that they produced a small crop or none 
at all. Sometimes, good vegetative growth was produced, but the 
pous were badly flecked by anthracnose, making it necessal'y to 
discard many of them at the time of picking as diseased pods 
materially reduced the market value. Since losses occur from the 
time the seed is sown to the time of marketing, no accurate esti­
mate of total loss is possible. Losses are much less at the present 
time than they .were in 1926 and eariier. The reason for the de­
cided reduction in .losses since 1927 is the fact that more disease­
free seed is being planted. 

The anthracnose organism requires humid weather with com­
paratively low temperatures for infection to take place. If dry 

6 
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weather predominates, no anthracnose results even though in­
fected seed is planted. Mu.cn of the seed that was distributed pre­
vious to 1927 was grown in Michigan and New York in regions 
especially favorable by temperature and humidity conditions to 
infection and growth of the anthracnose organism, which is seec1­
borne. However, since about 1930, more of the snap bean seed has ". 
been produced in the arid States, where the causal organism does 
not thrive because of the unfavorable weather condit.ions. Barrus 
(76) stated that the disease occurred in cycles in New York from 
1906 to 1919. In 1915 the losses varied from 30 to 100 percent of 
the crop. Heavy losses were reported in 1892 to have occurred in 
New York (82) the previous year and in New Jersey (420) in 
1896. 

The losses in Michigan (704) in 1914 were estimated at ap­
proximately $1,500,000, and double that amount in 1915. States 
reporting for 1918 listed losses l'angin~ from 0 to 18 percent, the 
greatest losses being recorded for the Northern States (614). 

In 1927 anthracnose was observed in a number of states (631). 
The infection varied from a trace in some States to 1.5 percent 
in Maryland and 10 percent in Massachusetts and Tennessee. The 
losses indicated were in sharp contrast to those of 1936 (319), 
when the greatest loss rep01:tec1 was 4 percent and the average 
for all the reporting States that grew beans for canning was only 
0.2 percent. Most of the States reported no loss or only a trace. 
Tab]e 12 of the same report, which included States that grew 
snap beans for the market,showed an average of only 0.1 percent. 
Before the planting of disease-free seed became the usual practice, 
many crops were ruined in Florida by anthracnose and thousands 
of baskets were discarded as worthless after they had been 
shipped. Most of the dry bean acreage grown in ~1ichigan is 
planted with locally grown seed. In 1950 conditions for spread 
and development of anthracnose were favorable, and the loss from 
the disease was estimated at $1.,'100,000. 

Symptoms 

The symptoms of anthracnose on the seed are not always easy 
to distinguish from those caused by certain other organisms. The 
anthracnose organism produces yellowish to brown sunken can­
kers (fig. 4, C), which may be rather small or extend over a large 
part of the seed coat. The common bacterial blight organism and 
the halo blight organism cause cankers similar to those produced 
by the anthracnose fungus on the seed. These diseases can usual1y 
be distinguished by the types of lesion produced. In many cases 
the lesion caused by the common blight organism may be dis- ~ 
tinguished by the yellow deposit of bacteria under the seed coat. 

The infection of the hypocotyl of seedlings usually result' from 
the spores washing down from an infected cotyledon and causing 
few or many lesions. The lesions, which often attain considerable 
size, begin as minute flesh- to rust-colored specks, that gradually 
enlarge lengthwise of the stem and to a lesser extent around it. 
The lesions (fig. 4, A.) finally become suuIren. Myriad of spores 
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FIGURE 4.--Anthracnose, caused by Golletot?'iclm1n lincle1nuthianu1n: A, Young 
infection on the stem of a seedling, showing slightly sunken lesions; 

,B, pods showing sunken lesions in which numerous conidia are massed; 
G, dark-colored and somewhat shrunken, infected seed, illustrating the 
seed-home nature of anthmcnose; D, infection of the underside of a leaf, 
showing invasion of the veins anG veinlets by the' .causal fungus. 
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massed in them give them a rust color. If the lesions are numer­

ous and favorable conditions prevail for the development of the 

fungus, the stem may be so weakened that it is unable to support

the top of the plant. 
 l 

Infection maJr occur on both the petiole and the veins of the 
leaf. If the petiole is badly infected, the leaf droops and recovery .. 
to its normal position is not possible. Infections occur on the 
underside along the veins (fig. 4, D), causing a dark, brick-red to 
purplish colm' that later turns dark brown or almost black. Small 
lesions, in which spores are generally present, may be produced 
on the petioles and larger veins. Fewer spores are to be found in 
the infected portions of the small veins. Somewhat similar symp­
toms on the veins and vein lets are Rometimes caused by certain 
physiological c!isturbances with which antlu:acllose might be con­
fused. 

Anthracnose is the most easily recognizee! and the symptoms 
are most clearly defined on the pods. The first evidence is noted 
as small f1esh- to rust-colored spot..'). The very young lesions may 
be longer in one direction than in the other,but a fully developed 
lesion (fig. 4, B) is usually nearly circular. The lesions vary in 
size from] to lO mm. in diameter, averaging about 5 to 7.5 mm. 
Barrus (76) described the disease in part as follows: 

A canker may extend through thc cndoc<tl'p and evcn to thc seed, particu­
lariy if infection takes place early, in which casc thc pod sometimcs fails to 
develop and becomes shriveled and dried. CankCl'srcsulting from infectiOlHi 
that Occur dUring the latcl' growth of the pod seldom extend below the endo­
car]). As the pod matlll'es, the lesion is llull'keel at the edge of a canker by 
a sl'ghtly raised, black rillg with a cinnamon-rufus to chestnut-colored 
borCier. The cente!." of the spot is then somewhat light buff in color. Flesh­
colored spore masses all the surface of a young cankcr dry down to gray,
brown, aI' even black granulations 01" to small pimples. 

Causal Organism 

Nomenclature 

Since the anthracnose fungus produces setae on some speci­
mens and not on others, there has been some uncertainty as to its 
valid name. Saccardo and Magnus (852) described the fuugus in 
1878 as Gloeos7JO)'iwn lindc1nuthinnmn from specimens collected 
by Lindemuth at Bonn, Germany. Some years later, Scribner 
(888), noting the presence of setae on his mat€l·ial. stated that it 
seemed "probable" that the name must be changed from GfocOS1JO­
?'i'nm to Colletot1'ichu1n. Tn October 1889 Scribner (88.9) published 
anoth€l.· article on bean anthracnose and definitely cited the fungus 
as C. l'indmnuthi(mU1n. In the same year B1'iosi and Cavara" used 
the same binomial credited to themselves. In view of the fact that ,., 
Scribner first suggested the transfer in 1888 and actually made 
it in 1899, quite probably before Briosi and Cavara'spublicatioll 
appeared, it appears desirable to give Scribner credit for the 
name. 

.IBHlOSI G. and CAVM{A, J~. I. I~VNGHI l',uIASSITE: D1~r,LE 1'fANTg COLTIAATE 
OD UTILI. Fasc. II, No. 50. 1889. 
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In 1880 Berkeley (94) ascribed the cause of anthracnose to 
Ascochyta. In 1893 Halsted (419) conducted cross inoculations 
with the bean aild watermelon anthracnose organisms and con­
cluded .. that the two were identical, and referred both organisms 
to Colletot1'ichurn lagenat·i'urn (Pass.) Ell. & HaIst. Halsted's data 
were not regarded as conclusive and were not generally accepted. 

Noone yet has definite proof of a perfect stage of the organism; 
only once have perithecia with mature asci been reported, and 
those were in culture. In 1913 Shear and Wood (905) found asci 
and perithecia in cultures made from anthracnose spots on beans. 
These did not occur with great .frequency except in one line of 
cultures that produced perithecia but not conidia. There is no 
evidence that Shear .and Wood demonstrated the parasitism of 
this particular strain. They were apparently convinced that it 
was a perfect stage of. Colletot1'ichu1n Undemuth'iamtm and accord­
ingly called it Glomet'ella lindemuthiu,nurn Shear. 

Kriiger (578) accepted the conclusions of Shear and Wood, but 
Edgerton (316) suggested that ihey may have been working with 
one of the saprophytic species of Colletot1'ichum, frequently found 
on beans. The ascigerous stage has not been reported since. 

Desmazieres (277) described a fungus that he collected on 
Phu,seol'lts as Sept01'ia legU1ninum. Desm., which Saccardo was 
unable to distinguish from Gloeospo?·i1.L1n lindemuthianU1n. Barrus 
(76) found two distinct fungi on the specimens distributed by 
Desmazieres as S. leguminum" one of which contained spores typ­
ical of Colletot1'ichum lindemuthianum. Richon (842) described 
an organism found on the stem of beans as G. 1Jhaseoli Richon, 
but Allescher (29) intimated that it was probably id€!ntical with 
G. linclen~uthianun~ Ol' that it may have been a Colletot1'ich1.tn~. 
These descriptions and specimens distributed by Desmaziel.'es and 
others have led to considerable confusion as to the exact identity 
of some of these organisms. Some of these descdptions and distri­
butions probably led to the error of ascribing to S. leg'l.tminum the 
organism on the pods of P. vulga1'is distributed by Von Thiimen r. 
as S. legun~in'Um~ and by Roumeguere (I as S. legU1ninun~ val'. phase­
olO?'Um Roum. Other fungi collected from beans have been de­
scribed, but the descriptions are in some cases too incomplete for 
anyone to determine whether they are identical with the bean 
anthracnose organism. In some cases the specimens themselves 
are too meager or too poor to be of much value. 

Takimoto (989) reported a new species of anthracnose from 
azuki bean in Japan which was infectious to bean and cowpea 
and described the organism as Colletot1ichumphaseolorum. 

Morphology and Physiology 

The conidia of Colletot1'ichum lindernuthianwn are hyaline and 
one-celled and vary considerably in size and shape. They are borne 
in acervuli, and in mass are salmon, ochraceous, or pinkish. Setae 

5 THUMEN F. VON. MYCOTHECA UNIVERSALIS [Exsiccati]. No. 2096. 1882. 
6 ROUGMEGUERE, C. l"UNGI GALLIC! [Exsiccati]. No. 2791. 1884. 

http:Colletot1'ich1.tn
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are sometimes present on the host and frequently in culture, es­
pecially if the organism is grown on agar. They are less frequent 
on bean pods than the other parts of the host. The setae are often 
pointed, stiff, simple, septate, brown hairs, varying in length from 
30,.1. to 100/t. They arise from among the conidiophores or at the 
margin of the acervulus. The spores, 01' conidia, are borne on 
hyaline, unbranched, erect, continuous conidiophores, 40ft to 60ll 
in length, and packed close together in the acervulus. They are 
generally oblong with rounded ends, although there are many 
modifications of form. Some spores are rounded at one end and 
somewhat pointed at the other. A few are kidney-shaped and some 
are S-shaped, while others are slightly curved at one end. 

Spore germination, which begins in 6 to 9 hours under favor­
able conditions, can be observed to the best advantage in a nutrient 
solution. The percentage of germination is very low in distilled 
water, and the germ tubes are usually abnormal. Leach (592) 
showed that the highest percentage of spores germinate on green­
bean and potato-dextrose agars. He also found that in Czapek's 
solution without sugar, germination Vias practically prohibited 
when the pH was lower than 2.6 and higher than 9.6. Mathur and 
coworkers (657) reported that the gamma strain which does not 
sporulate abundantly on synthetic media gave excellent sporula­
tion on a medium containing glucose, mineral salts, and neopep­
tone. There was no conicUal formation below pH 3.0, but the forma­
tion was greatest between pH 5.2 and 6.5. The anthracnose fungus 
is one of those organisms that require relatively cool temperatures 
for growth, infection, and development. The writers have found 
that a temperature of about 14° to 18° C. is the most favorable 
for spore production on snap bean pods. At temperatures of 30° 
01' above no spores, or only a few abnormal ones, are produced. 
Leach (592) found that maximum growth in culture occurred at 
22.5°; maximum normal spore germination occurred at 2rl.5°. 

Appressoria are generally formed if the spores are germinated 
in a solution low in nutritive value, provided the germ tube comes 
in contact with a hard surface. It is with the aid of ~hesc organs 
that the germ tube penetrates the host tissue. On the surface of 
the leaf, a germinating spore soon forms an appressorium, which 
is fastened to the leaf by means of a sticky or mucilaginous sub­
stance. A small thread is developed from the appressorium, and 
penetration of the host cell is apparently accomplished by me­
chanical means. Once inside the cell the hyphal thread enlarges 
and continues its growth, penetrating other subcuticular layers 
through small openings probably made by enzymic action. This 
process continues for several clays without killing the cells. 
Strands of mycelium increase beneath the epidermis and produce 
cavities that become acervuli containing the spore masses. A single 
acervulus may contain 3 to 50 or even more conidiophores, de­
pending on the size of the lesion. Each acervulus is composed of 
a stromatic layer from the surface of which the conidiophores 
arise. For a more detailed study of the structure of the appressoria 
and the process of penetration, the reader is referred to the work 
uf Dey (278). 
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BEAN DISEASES 

Pathogenicity 

In 1892 Halsted (415, 416) carried out inoculation experi­
ments to prove the parasitism of Golletotrichum lindemuthianum 
and obtained positive results in 36 hours. Similar results were 
obtained by Scribner (889) . 

Some years later Barrus (73) observed that some varieties of 
beans were susceptible to anthracnose while others were not. 
Following up this lead, he inoculated a number of bean varieties 
with several different isolates. His results clearly demonstrated 
that he was working with at least 2 physiologic races. Barrus' 
results were corroborated by Edgerton and Moreland (318). In 
1918 Barrus (75) published results of inoculating with 10 differ­
ent isolates a large number of varieties of dry and snap beans, 
a number of lima bean varieties, and several other legumes more 
or less closely related to beans. He designated one of the races as 
alpha and the other as beta. In New York Burkholder (162) iso­
lated from the White Imperial variety a third race that he desig­
nated as gamma. 

Leach (592), as a result of inoculHting 14 varieties of beans 
with isolates from various sources, concluded there were 8 distinct 
races. There was 110 evidence that he had in his possession the 
alpha and beta races of Barrus (75) and the gamma race of Burk­
holder (162). From these results it is conceivable that 11 distinct 
races were recognized at this time. Leach (593) in grafting ex­
periments between susceptible and resistant beans, found no 
indication that resistance or susceptibility was influenced by either 
stock 01' scion. 

Muller (702) reported five physiologic forms from Holiand 
that differed from those of Barrus, Burkholder, and. Leach. He 
(701) also isolated a strain of a species of Gloeosporium from 
Phaseol~l8 multiflor~l8 that he found to be infectious to bean and 
apple, and identified it as G. f'tuctigenu111, f. hollandica. When this 
strain was passed through P. V~tlga1'is, its pathogenicity to apples 
was decreased but its virulence toward bean was increased (701). 
Yerkes and Ortez (1163) reported at least four new groups of 
races in Mexico that differed from the alpha, beta, and gamma 
races. 

In Germany Shaffnit (877), Shaffnit and Boning (878), Boning 
(106), Budde (148), Peuser (770), Schreiber (882, 883), and 
Reichelt (822) carried on investigations dealing principally with 2 
different phases of the problem: (1) Varietal susceptibility or re­
sistance and (2) races of the causal organism. The most extensive 
investigations ,vere conducted on 57 varieties of beans, mostly of 
European ol'igin by SchreibeJ:, who concluded that there were 34 
distinct races that could be divided into 3 major groups cor­
responding to alpha, beta, and gamma. In Mexico De la Garza 
(381) found that of the 180 Mexican bean varieties tested, about 
60 percent were l'esistant to the alpha race while 90 percent pos­
sessed a high degree of J.:esistance to beta and gamma races. 
Andl'us and Wade (48), in their studies on anthracnose resistance, 
reported a new race, delta, isolated from bean material from 



':\ , 

12 TECllNICAL BULLETIN 808, U. So DEPT. AGRICULTURE 

North Carolina. They were unable to identify this race with any 
of the 34 races described by Schreiber. Frandsen (350) in Ger­
many reported 7 additional races that differed from any previously 
recorded in Holland and Germany. Reynolds (836) reported that 
liquid cultm'es made from undiluted dried extracts fl'om young 
plants of certain bean varieties were found to prevent growth of 
CoUetotriqkurn lindernutkianum. Prelimina.ry studies indicated 
that varietal differences were noted in quantity of toxic action. 
An extensive study of the susceptibility and resistance to an­
thracnose was made by Rands and Brotherton (802) in the United 
States with 663 varieties and strains, of which .170 were of Ameri­
can origin and 493 foreign, and by Isarlishvili (514) in the Union 
of Soviet Socialist Republics. Rands and Brotherton showed that 
27 varieties were resistant, of which 6 were practically immune 
to all the then-known forms. 

Johnson (538) reported that water congestion in leaf tissues 
may be a predisposing factor to leaf penetration of the an­
thracnose pathogen. Basic factors involved in heavy infection ap­
peared to depend upon the presence of water congestion, together : 

with a conditioning of the epidermis or cuticle favoring pene­
tration. 

Dissemination 

The causal organism is seed-borne and will survive from one 
season to the next as dormant mycelium within the seed coat or 
even in the cells of the cotyledons or as spores between the cotyle­
dons or elsewheJ;e in the seed. These facts make it clear that the 
seed is the principal means of dissemination over long distances 
from one State to another or from one section of the United States 
to another. 

There aTe seveTal ways the disease may be disseminated over 
short distances. The spores aTe embedded in a sticky gelatinous 
substance fTom which they are not easily freed. This mucilaginous 
substance is soluble in water and may be dissolved dUTing rains 
and the spOTes scattered about by the splashing raindTops to near­
by plants and to other parts of the same plant. LaboreTs picking , 

beans may act as distributing agents, especially if the picking is 
done when the vines are wet with dew or rain. 

T.he many insects that frequent bean plants maY crawl over 
spore masses, and the mucilaginous substance containing spores 
may adhere to their bodies; in their visits to other plants they 
deposit the spores on the leaves or pods where a new infection 
may be started. 

Hosts 

Anthracnose is largely restricted to Pkaseolus vulgaris. The 
Scarlet Runner (P. coccineusL., formerly called P. multiflorus 
Willd.) is slightly susceptible, and lima bean (P. lunatus) has been 
infected. The tepary bean (P. acutifolius val'. latifolius Free­
man) is very susceptible, and the mung bean (P. aureus Roxb.) 
slightly so. 

http:Prelimina.ry
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Control 

Seed treatment to be effective against anthracnose must destroy 
the mycelium and spores in the seed without greatly impairing 
its germination. From the time anthracnose was recogmzed as a 

·! serious disease of beans, control experiments have been carried 
out. These experiments include seed treatment with a variety of 
chemicals and by hot water and dry heat. Halsted and Kelsey 
(422) and Whetzel (1113) concluded that different strengths of 
bordeaux mixture had little effect on the mycelium within the 
seed. Bedford (86) and Sevey (898) soaked bean seed in different 
concentrations of formalin and claimed a reduction in the amount 
of the disease 'without any appreciable effect on germination. On 
the other hand, a number of other investigators (82, 250, 317, 
344, 702) worked with a vadety of different chemicals, and, 
although in some cases they noted some promise of beneficial re­
sults, the general conclusion was that any chemical that would 
destroy the organism would reduce the percentage of germination
below the point of practicability. 

The wet method of seed treatment has been opposed by some 
investigators on the ground that the seed is badly injured by 
soaking in water. On the other hand, Tilford, Abel, and Hibbard 
(1020) concluded that soaking bean seed pel' se was not injurious. 
They found that the embryo was damaged by bacteria or bacterial 
products that accumulate during the period of soaking. 'Vhen 
clean seed was soaked in sterile distilled water and aerated, a 
germination of 97 percent was obtained after it had been 3 days 
under water. It was noted that, if the seed was supplied with 
sufficient oxygen and the carbon dioxide and the decomposing by­
products were removed, beans would germinate under water as 
readily as in the soil. 

Beneficial results have been reported (967) from treating the 
seed for half an hour in a 0.125-percent solution of Ceresan. It 
not only increased the percentage of germination but it also stimu­
lated the seed to earlier germination. Seed treated with Ceresan 
developed great vigor in the field and remained healthy, while 
much of the untreated seed was destroyed by anthracnose. In view 
of the reduction in the amount of disease and the stimulative 
effect on growth, treatment of the seed with Ceresan was recom­
mended. 

Several investigators have attempted contl'ol by heating the 
seed, either wet or dry, to a specified temperature, with the hope 
of killing the fungus \\'ithout injuring the seed. Kirk (564) ob­
tained good results by soaking the seed 5 minutes in water at a 
temperature of 60° C. or 15 minutes at 5,1.5°, and Edgerton (315) 
was inclined to believe beneficial results were possible by soaking 
the seed for 10 to 15 minutes at 50°. Kidd and West (55.9) ob­
tained poor germination from soaking the seed at different tem­
peratures for periods ranging from 6 to 72 hours. Muncie (703) 
tded heating the seed, both wet and dry, with the result that in 
those cases where the pathogen was killed the germination was 
considerably reduced. 

. 
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Although Steinberg (967) obtained beneficial results from 
seed. treatment, the evidence indicated that anthracnose could not 
be adequately controlled by any of the seed treatments so far 
devised. According to Andersen (34) , treating infected seed with 
Vancide 51 at concentrations of 7.5 or 15 percent in a 2 to 3 per­
cent methocel slurry for 10 to 40 minutes was very effective in 
controlling the disease. Seed treated for 20 minutes in methocel 
containing 5 to 10 percent of the fungicide gave nearly complete 
control. In Switzerland (406) Ceretan (Ceresan) dust, 0.5 gr. 
per 100 gm. of seed, eliminated the organism if applied when 
only the seed coat was involved, but it was of questionable value 
after the hypha had penetrated the cotyledon. 

Disease control in the field was demonstrated with mycotox-4 
(substituted phenJ:I ester) and onyx DL-1 (didodecyl dimethyl 
anml0nium bromide,) in Shell Horticultural base oil No.7 used 
with a mist blower at 3 gallons per acre (850). One aerosol treat­
ment using an organic copper formula produced 96 to 100 per­
cent protection for 15 to 30 days against anthracnose. In New 
Zealand, Reid and Brien (829) reported that spray applications 
of bordeaux mixture (6-8-100) and cupron (copper oxychloride 
(5-100» appreciably reduced anthracnose infection and increased 
yields. McNew (634) found that beans sprayed with ferbam at 
the rate of 2 pounds per 100 gallons of water effectively reduced 
infection. Wilson (1123) reported ziram as giving good control 
in Ohio. More recently McNew, McCallan, and Miller (635) re­
ported the following fungicides effective in reducing anthracnose 
infection: dichlone, zineb (Dithane Z-78) , nabam (Dithane D-14) , 
ziram (Zerlate), feroam (Fermate), lime sulfur, wettable sulfur, 
bordeaux mixture, copper lime dust, and fixed or insoluble copper. 

Natti and Szkolllik (714) reported that beans treated with 
2,4-D were less sev:.:'l'cly infected by anthracnose than similar 
beans treated with other plant hormones. Control was probably 
the result of suppression of development of susceptible tissues 
rather than modification of' metabolism of plants induced by 
growth regulators. 

Cl"OP rotation should be practiced. It should comprise at least 
3 years' duration, since it has been shown that the anthracnose 
fungus will live at least 2 years in the soil. Tochinai and Sawada 
(1027) in Japan l·eported that the spores of the fungus were 
unable to live tlu..ough the winter but wel·e found to live in the 
dry tissue for 2 years. They also showed that the organism can 
survive for 2 years in the seed. 

As anthracnose does not occur in the Rocky Mountain States 
and in States farther west, any bean seed grown in such regions 
is practically free of the disease and can be safely used. The 
writers have found that anthracnose-free seed will give an almost 
clean crop the first year. Since the writers have demonstrated the 
value of clean seed, anthracnose has ceased to be of any conse­
quence in those localities where from 1912 to 1928 it was a limit­
ing factor in the growth of the crop. 

While the use of western-grown seed is controlling anthracnose 
at the present time, breeding studies are in 'progress in Michigan 

.'. 
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to produce a pea bean resistant to the 3 races of the organism com­
mon in the United States. Pea beans are not genel:ally grown in
the West, and practically all of the seed is grown in Michigan
and New York. In these studies, Emerson No. 847, a strain pro­
duced at Cornell University but never released to the trade and
resistant to alpha, beta, and gamma strains, was used as the
resistant parent. Some reference has been made already to this
phase of the problem (p. 11). A selection from Red Kidnev that
showed considerable resistance to anthracnose was brought to the
attention of Barrus (74) in 1913. He tested this strain under
controlled conditions and found it to be highly resistant to the
alpha and beta I'aces of the organism. The variety was named
Wells Red Kidney. Burkholder (158) produced a resistant White
Marrow, and McRostie (636, 637) a resistant white pea bean.
These results have been supplemented by the breeding and select­
ing of val'ieties resistant to physiological races of anthracnose in
Germany,

Reid (826, 827) in New Zealand tested many varieties for re­
sistance to anthracnose and found several that were free from thedisease; namely, Small White, Burbank, and Ideal Market. Healso noted quite a number of varieties that were highl~T resistant.In Australia (2. 4) resistant Tweed 'Vonder variety is recom­mended where the disease is common. In Mexico (381) inocula­tion experiments with alpha, beta, and gamma races to local varie­ties showed most varieties susceptible to the alpha race but ahigh degree of resistance to beta and gamma races. Hubbeling(501) reported Dubbele Witte Stringless and Groniger Weekschilvirtually immune from anthracnose in Holland.
The results indicate that three methods - the use of cleanseed, spraying with fungicides, and the development of resistantvarieties- may be employed to control anthracnose. Clean seedcan be produced in the United States, but in some foreign coun­tries weather conditions may be such that production of cleanseed is not possible; in that event, breeding or selection of resist ­ant varieties would be necessary. 

Ashy Stem Blight '. 

Geographical Distribution and Econ.omic Importance 
Ashy stem blight, caused by Mac1'olJhominaZJhaseoli (Maubl.)Ashby, and sometimes called blight, stem blight, ront rot, char­coal rot, and macrophoma rot, was first described on beans byMaublanc (662) in 1905.
The disease has been reported from many parts of the world:Africa (921,1074), Canada (682), Ceylon (4)(.2), Cyprus (715),Egypt (140), Formosa (823), Greece (873), India t327, 1043),Italy (389, 390), Palestine (8:23), Philippine Islands (8.';5), andVenezuela (1143).
A~cording to Kendrick (552) ash~T stem blight was first re­ported on beans in the United States in 1919 from California.If, however, the causal organism is the same as the one causing 
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charcoal 'rot of sweetpotatoes, then it has been .known in the 
United States for many years. In 1925 Ludwig described it as a 
new stem rot of beans in South Carolina (610). The following 
years Wedgworth (1095) reported it from Mississippi. In the 
next few years ashy stem blight was reported or collected on lima, 
snap, and dry beans from Colorado, Florida, Georgia, Kansas, 
Maryland, Nebraska, North Carolina, and Virginia. More recently 
it was reported as serious in Texas. 

Ashy stem blight occurs on the spring crop of beam: in the 
Southern States throughout the entire growing season. Ludwig 
(611) reported its occurrence in considerable abundance in South 
Carolina, and losses of 60 to 65 percent have occurred in some 
fields in Mississippi. The wl.'iters observed the disease in 5 to 50 
percent of the plants in different fields in the southern part of 
Georgia in 1927, when it caused the death of many plants. From 
what is known of the disease at the present time, it is likely that 
the losses were more than they appeared to be. It is seed-borne 
and may destroy many germinating seeds before they emerge 
from the soil (44, 552, 613). Kendrick (552) proved that high 
temperatures favored the disease, and observed that serious field 
outbreaks followed periods of warm weather. 

Symptoms 

The ashy stem blight fungus frequently causes conspicuous 
black, sunken cankers on the seedlings before or soon after they 
emerge from the soil. A small, somewhat irregular, dark, sunken 
lesion on the stem 8,t the base of the cotyledon (fig. 5, D) is usually 
the first evidence of the disease. From these cankers the infection 
may extend in either direction (fig. 5, B) and frequently into the 
petioles of the primary leaves. The prograss of the lesion may be 
so rapid that within a short time the entire stem is involved and 
the growing tip is killed. The cankers at the base of the cotyledon­
ary node are sunken (fig. 5, D) and dark-colored and have a 
rather sharp margin. Sometimes concentric rings within the 
canker are characteristic of the cotyledonary node infections. This 
type of infection frequently weakens the stem, and the plant 
breaks off later as the result of injury resulting from cultivation 
or strong winds. Black sclerotia! bodies form in the diseased tissue 
a few days after infection. Numerous sclerotial bodies that macro­
scopically resemble pycnidia may develop in the stems of dis­
eased plants. 

Sometimes, however, the fungus may produce a multitude of 
tiny fruiting bodies (pycnidia) on the surface of the infected 
stem (fig. 5, C). These appear as minute black pustules about 
the size of pin points on the gray background, which has a char­
acteristic ashen appearance quite different from the symptoms 
of any other bean disease. Kendrick (552) never observed pycni­
dia in California, but numerous sclerotia I bodies occurred on the 
stems of dead or dying plants. 

If infection is delayed until after the primary leaves are fully 
developed, the progress of the fungus is materially slower than 
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FrGuIn; 5.-A, Fusariull1 !"Oot rot, calls(>(l by F'1I.~((I'i/(In l;:ohmi f. phaseoli, OJ! 

underground Dart of sh~1)1 and on roots. B-J), Ashy stem blight, caused by 
jial'l"Qphomill(t p/ws('Qli: n, PrillHn'Y infection at the cotyledonar~' nodu 
and a secondary inf(,ction of a pL"imary leaf; C, pycnidia on stems of large
plants; D, primary infection at the cotyledonary node. 
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if infection occurs before or soon after the plant emerges from 
the soil. The development of the disease is frequently more pro­
nounced on one side of the plant, resulting in the drooping and 
death of the prhuary leaf on that side and the yellowing of the 
trifoliate leaves if present. 

In Georgia (613, 1100) ashy stem bUght and macraphomina 
leaf spot infection, which occurs mostly on mature plants, are pri­
marily caused by infection from air-borne conidia. Charcoal rot 
is a disease of young seedlings and results from mycelial infection 
in the soil. 

Causal Organism 

Nomenclature 

The fungus callsing ashy stem blight ,,'as originally called 
Mac1'ophoma plwseoli IVlaubl. (662). In the United States this· 
organism has been variollsly designated. Kendrick (552), Mackie 
(624), and Tompkins and Gardner (1028) called it Rhizoctonia 
bataticola (Taub.) Butl.; Taubenhaus (992), Scle1"otium bataticola 
Taub.; Wec1gworth (10.9.')), M.1Jlwseoli; and Andrus (44), Mac1'o­
ph0111,ina pha.seoli. Ashby (54) partly cleared up the confusion 
regarding the synonymy of the different organisms. 

Morphology and Physiology 

Macl'ophomi'na phaseoli, one of the Fungi Imperfecti, does not 
fruit readily in culture, and frequently its pycnidia are not found 
on diseased plants in the field. In the Western States pycnidia 
occur very rarely, but in some of the Southern States they have 
been noted several times. In Ceylon pycnidia have developed on 
beans, jute, and other hosts (413). They have been obtained a 
few times in cultl1l'e (44, 4l.J). Luttrell (612) isolated a strain 
that produced pycnic1ia on agar medium. Sclerotial bodies are 
readily produced, both on the plants in the field and in artificial 
cultures. 

Haigh (413) worked with 27 different strains of the fungus, 
which he separated into 3 groups largely on the basis of the size 
of the sclerotial bodies. pycnidia were found only in the small­
sized sclerotia1 group. One form that arose by saltation produced 
pycnidia in culture either with or without sclerotia. When inocu­
lated into sweetpotatoes it produced a rot similar to the charcoal 
rot (992) ; either pycnidia or sclerotia developed in the tissue of 
the host. 

The pycnidia are at first buried beneath the lead-gray epidermis."(· 
in which many sclerotial bodies are generally mixed. The coni­
cliophores are more or less stJ,'aight, sometimes crooked with a 
truncate tip,and l'ange from 12,u. to 20p. wide by 6,u. to 25,u. long. 
The conidia are one-celled, more or less fusiform, straight, or 
slightly curved. One end of the conidium is often pointed and the 
other is blunt. The conidia range from 15,u. to 30,u. long and from 
5,u. to 8p. wide. 
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Pathogenicity 

Kendrick (552) demonstrated the parasitism of jvlac1'ophornina 
2Jhaseoli on several varieties of beans and produced the typical 
charcoal rot of sweetpotatoes by inoculation with the bean ashy 
stem blight fungus. Tompkins and Gardner (1028), using isolates 
from various hosts, found considerable variation in cultural char­
acters and also that most of the infections of beans anel cowpeas 
took place througll the cotyledons. With the exception of a culture 
from begonia, the isolates pathogenic to beans were likewise path­
ogenic to cowpeas. The parasitism of the organism isolated from 
beans has been demonstrated also by inoculation (823) of the soil. 
Additional proof of the parasitism of M. phaseolion va1'iou1' 
hosts has been contributecl by several investigators (140,901, 922, 
923, 924) in Egypt, India, and Ugam1a. In Georgia cross-inocu­
lation experiments with cultures from bean, cowpea, lupine, par­
tridge peas, lespedeza, and clover were infectious to bean but not 
to cotton, whereas an isolate from cotton ,vas not infectious to 
these plants (383). 

Luttrell (018) was able to infect beans through the soil only 
during the seedling stage. In contrast, when shoots were inocu­
lated with conidia of the same fungus, 100-percent infection re­
sulted at all stages of growth, the infections becoming increasing­
ly severe with increasing age of the plants. 

Hosts 

lI1aCl'oph01nina 1Jlw,seol[ ivas found by :Mackie (024) to attack 
many varieties of snap and dry beans grown commercially in 
Californja. Pha.seolus luna.tu8 f. 1JWG1'ocCLr1Jlls was not affected, 
but all varieties of P. lllnatus except Hopi were susceptible. There 
are more than 100 hosts, including corn and sweetpotatoes (878). 
Johnson (530) reported the same organism as a cause of a disease 
of St1'op/zostyles hell'oln (L.) Britt. in Georgia, and Henson an(l 
Valleau (479) reported it as a common pathogen of red clover 
in Kentucky. Additional hosts are catalpa, cedar, alfalfa, Sudan 
grass, mung bean, and broomcorn (493). In Peru the organism
has been reportecl on sam' orange (81). 

Control 

Since the causal organism of ashy stem blight is seed-borne, 
it is recommended that no seed grown in the Southern States be 
planted. :Most of the seed planted hl the South is of v,estern origin, 
and no cases are known in which an epidemic of ashy stem blight
has been traced to seecl from this source. 

Since the causal organism is pm:asitic on many different hosts, 
crop rotation would be of little value, although it has been recom­
mended. Neal and Wedgworth (719) stated that the bean seed­
lings may be protected against Rhizoctonia sp. and ilfac1'o1)homina 
lJha.seoli by dusting the seed thoroughly· with some of the organic 
mercurJr compounds, provided the seed is not planted too deeply. 
In Georgia (384) dusting the seed with 2 percent Ceresan effec­
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tively controlled infection. Reichert and Hellinger (823) recom­
mended burying deeply in the soil or burning all infected plant 
residue and no't planting seed on infested soil for 5 years. Apply­
ing manure with plant ashes, potash, or lime is also recommended 
as a result of experiments made in Formosa (Taiwan) and India. 

Fusarium Root Rot 

Geographical Distribution and Economic Importance -l 
Fusarium root rot, caused by Fu,sa1'ittm solani (Mart.) Appel 

& Wr. f. phaseoli (Burk.) Snyd. & Hans. was first recognized .in 
1916 by Burkholder (1.56) in western New York, where it was 
particularly prevalent. As many as 90 percent of the plants in 
several counties in western New York were infected (159) and 
the losses (157) in some cases were very large. 

Fusarium Toot rot, sometimes called dry Toot rot, has been 
reported from several foreign countries. Benlloch and Del Cafiizo 
(89) reported its occurrence on several varieties in Spain, where 
it apparently caused considerable loss. It is known to occm: in • 

England (737), Bulgaria (572), Canada (281), and Peru (12). 
In 1929 the disease was prevalent in England and all the garden 
varieties commonly grown in the Evesham district were reported 
susceptible (734). In 1939 fusarium root rot caused losses of 95 
percent in some varieties in New South Wales (3). In 1949 seveTe 
damage was reported from Idaho (663). 

Symptoms 

The first symptoms of the fusarium root rot are characterized 
by slightly reddish discoloration of the taproot, which is evident 
about 1 week after the plant appears aboveground. The general 
structure of the root at this time is normal. The reddish discolor­
ation gradually increases in intensity and extent, more or less 
covering the taproot (fig. 5, A), with no definite margin, or it 
may occur in streaks that may extend nearly to the surface of 
the soil but rarely above it. The red color on the taproot is later 
replaced by a brown discoloration, which is frequently accom­
panied by longitudinal fissures. The infections are sometimes local 
rather than involving all the stem below the soil line and the tap­
root. Sometimes the main root and the lower part of the stem be­
come pithy. The small lateral roots (fig. 5, A) that normally de­
velop from the taproot are usually killed, whereupon a cluster of 
fibrous roots develops above the lesions just below the soil line. 

Secondarily developed roots keep the plant alive, and if sub­
sequent weather conditions are favorable, an almost normal crop 
may be produced. Occasionally one of these roots enlarges to take 
the pJace of the taproot, but more often the plant is supplied with 
nutriments by a large number of rootlets an inch or two beneath 
the surface of the soiL 

Although the lesions do not extend above the surface of the 
soil, the loss of lateral feeding roots may be very apparent. This 
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is true in the latter part of the sel>:son, especially if the soil mois­
ture is rather low. During the early part of the season the de­
velopment of diseased plants is somewhat retarded and remains 
so throughout the summer. If dry weather occurs later, the leaves 
turn yellow and may even drop off, and the pods are few and im­
perfectly filled with the undersized seed. There is generally no 
wilting of the plant. 

Causal Organism 

Morphology and Physiology 

The spore sizes and number of septations of F'Usa'rium solani 
f. phaseoli vary considerably with the culture media on which the 
fungus is grown. The predominating number of septations is 
three, though in some cases four-septate spores are more numer­
ous. Burkholder's (159) description of the organism is in part 
as follows: 

l\facroconidia mostly 3-septate (44.5 by 5.1 iL), 4-septate (50.09 by 5.3 p.), 
rarely 5-septate, of nearly even diameter throughout, more or less curved 
near apex, with. somewhat rounded but slightly pointed apex, usually apedi­
cell ate. Microconidia rare. Aerial mycelium in culture scanty and usually 
white. Spores borne mostly in pseudopionnotes ... Spores in mass frequently 
yellowish. Chlamydospores terminal or intercalary, single or in short chains 
(11.6 p. in diameter). 

Too much de}.lnndence should not be placed on spore sizes, as they 
may be greatly influenced by the culture medium used and the 
environmental conditions (445, 446) to which the culture is ex­
posed. 

The life history of F'Usm'hnn solani f. phaseoli does not differ 
from that of many other species of Fusa'rium. The only spore 
forms commonly found are the conidia and chlamydospores. The 
causal organism lives from one season to the next in one of these 
stages or possibly by means of the mycelium in decayed vegetable 
matter. This species, like many others of the Fusa1'iu?n group has 
the ability to live almost indefinitely as a saprophyte, and as such 
might continue to exist on almost any kind of substance occur­
ring in nature as a substrate. The dead roots of bean plants would 
be presumably utilized as long as they were available. The myce­
lium may penetrate the healthy epidermis and remain intercellu­
lar for a short time after entrance. The main hyphal strands ex­
tend longitudinally with the taproot. A physiological difference, 
however, does exist. F. nW1'Ui collected from various sources has 
been shown by Burkholder (159) not to be parasitic on beans, 
while F. solan'i f. phaseoli readily infects beans. This significant 
physiological difference was not sufficient to justify a new species, 
but according to Burkholder (159) justified varietal rank. Rein­
king (835) found that certain strains isolated from beans could 
cause flecking and slight streaking of peas and vice versa. How­
ever, in no case was a bean isolate very virulent on pea or a pea 
isolate very virulent on bean . 

.Burke (153) studied the pathogenicity of the fungus 'in differ­
entsoils. Pure-culture or infested-soil inocula of the fungus in 

, 
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concentrations sufficient to cause severe bean rot in a virgin soil 
in ..the greenhouse produced much less damage in a soil from a 
root-rot-free beanfield. This pathogen-suppressing property of the 
soil from the beanfield could be removed by heat or chemical 
sterilization, indicating it was microbiological in nature. 

Weimer and Harter (1099) described F~tsa'ri'U111, acl'Uncispontm " 
as a new species, principally because of morphological differences 
between its conidia and those of F. solani f. phaseoli. This species 
and F. ma?·tii are now considered synonomous (947). 

Dissemination 

The causal organism is not bome within the seed, although it 
is possible that the spores might adhere to the,surface of the seed­
coat and be transported in that manner. The spores may be present 
in all cultivated soils and probably in virgin soils. The ability of 
this fungus to live as a saprophyte enables i,t to survive almost 
indefinitel~r under any situation where moisture and decayed or­
ganic material are available. Common methods of distributing an 
organism of this type are to feed the infected straw and refuse 
to livestock and to use it for bedding. The fungus then finds its 
way into the compost heap and is carried from there to the field. 
Heavy infestation of soils has been traced to such practices. 
Drainage water or the :nmoff during heavy rains is one of the 
most important agencies for the dissemination of parasitic o"gan­
isms, and in several cases this agency has been found to explain 
the occurrence of a disease in fields where the host crop has never 
been grown before. If the crop is planted in high ground, the 
spores from the refuse of diseased plants may, and probably do, 
wash to the low-lying fields during heavy rains. Menzies (665) re­
ported that the disease in the Columbia Basin section of Wash­
ington behaves as though the pathogen were native in the area. 
The pattern of development is the same whether on old land or on 
new land that may even be isolated and irrigated from deep wells. 

Pathogenicity 

The parasitism of F~tSa1'ium solani f. 1Jhaseoli has been amply 
demonstrated. A high percentage of infection was obtained in all 
cases by inoculation of the seed and of the soil before planting 
or by inoculating the plants. Plants in all stages of development 
appear to be susceptible, but the disease is worse when infection 
occurs early in the life of the plants. No difficulty was experienced 
in carrying the fungus in a viable condition through the winter 
(157,159) in a compost of beanl'oots and sheep manure. Reddick 
(816) found that the yields of air-dry seed from diseased plants 
grown at soil temperatures of 22° and 340 C. were reduced 26 ,R.., 

and 34 percent, respectively, when compared with seed from 
healthy plants. Burkholder (160) concluded that high and low 
soil temperatures have no, or but little, effect on the severity of 
fusarium root rot. Burkholder (163) found that infected plants 
show a greater reduction in yield in dry soils than in medium 
wet or wet ~oils. The hydrogen-ion concentration of the soil did 
not affect susceptibility (167). 
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Hosts 

Other plants besides beans known to be susceptible to Fusarium 
solani f. phaseoli are Phaseolus acutifolius val'. latifolius, P. coc­
cineus, P. angula'ris (Willd.) W. F. Wight, P. aconitifolius Jacq., 
l'igna sinensis, Puemria thunbergw,na (Sieb. & Zucc.) Benth., 
Phaseolus lunatus, and P'isum sativum L. 

Control 

There are no adequate control measures for fusarium root rot. 
Orop rotation is helpful if continued long enough. Experiments 
have shown that beans growing repeatedly on the same land in­
creases the incidence of the disease, and if infested soil is not 
planted to beans for a number of years the loss to the crop is 
reduced. A 2- or 3-year rotation would be of little value, but one 
of 6 to 8 years might be beneficial. 

Land that has not been used for beans for several years should 
be sE!lected when possible. Manure containing infected bean straw 
should not be applied to fields that are more or less free of the 
pathogen. The disease is seldom serious where long rotations 
have been followed. 

If the fusarium root rot is serious, shallow cultivation should 
be practiced. The 1'00tsystem of diseased plants is near the sur­
face and should not be disturbed any more than necessary. 

Chemical treatment of the soil is not entirely effective. Accord­
ing to Burkholder and Crosby (172, 173), any treatment sufficient 
to sterilize the soil injures the plants. Leach and Snyder (599) 
found that adding 25 percent nabam at the rate of 1 gallon per 
acre or .2 pounds of the dry powder in the row at time of seeding 
markedly reduced root rot infection. Watson (1088), using a 
similar method, obtained a reduction in root rot severity by using 
formaldehyde at 1% gallons per acre and chlorobromopropene 
at rates from 0.2 to 2 gallons per acre. In Colorado (1039) some 
control of fusarium root rot on pinto bean was obtained by using 
zineb, crude penicillin, and Ceresan M as seed treatments. 

Walters (1078) did not control the root-rotting organism when 
he used various fungicides applied as dusts to the seed or in con­
junction with methocel as a sticker. He (1079) showed that root 
rot infection was less and yields of dry beans were higher with 
light frequent irrigations every 5 to 7 days throughout the season 
than with heavy, infrequent irrigation. 

Since no very effective control measures are known, breeding 
and selection for disease resistance offer the best solution. Burk­
holder and Crosby (172, 173) found one variety known as the 
Flat Marrow to be very resistant. 

Ogilvie and Mulligan (736) tested a number of bean varieties 
for susceptibility to fusarium root rot; most of these were very 
susceptible. The following were reported as being somewhat tol­
erant: Flageolet Victoria, Saxony, Incomparable, Flageolet, St. 
Andrews, and Dwarf Sharpes Goliath. 
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• 


FIGllHl~ G.-Powdery mildew caused lJY E?·ysipi1e polYlloni: A, Infection of 
leaf showing- conidia and mycelium; B, l'llSsethlg of ful1-grown pods; 
G, young pods killed by severe infection; D. advanced infection on leaves. 
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. Benlloch and Del Cafiizo (89) found Riojana, the best variety 
grown in Spain, to be very susceptible, while Pineses and Astu­
riana, two varieties of poor quality, were less susceptible. The 
visible symptoms did not appear until late in the season. They 
recommended the following as control measures: (1) Early plant­
ing; (2) crop rotation; (3) application of lime; (4) application 
of barnyard manure to which basic slag, superphosphate,or kain­
ite was added; (5) growing of resistant varieties; and (6) 'burn­
ingof diseased plants. 

In New South Wales (4) it was reported that Tweed Wonder, 
Canadian Wonder, Hawkesbury Wonder, and Bro'wn Beauty were 
moderately resistant. 

WOl'kers at Cornell Univel,'sity found several varieties of the 
runner bean (P. coccineus) and a few foreign varieties of P. vul­
ga1'is having considerable resistance to root rot. These varieties 
.are being used as parental materiai in a breeding program for 
root rot resistance. 

Powdery MildeW' 

Geographical Distribution and Economic Importance 

E1'ysiphe polygoni DC. ex Merat., the cause of powdery mildew 
of beans, was described as a new species by De Candolle (587, 
p. 273) in 1805, but the description is not adequate to distinguish 
it from other species of E1'ysiphe. Merat gave the first valid de­
scription of the species. Races of E. PO'~1Jgoni, which are not mor­
phologically distinguishable on the various hosts, are now prob­
ably wOl'ldwide in distribution. 

In 1889 (874),1922 (1114), and 1925 (783) powdery mildew 
was reported to cause considerable damage in Bermuda. Cook and 
Horne (234) reported its occurrence in Cuba in 1908. 

In the United States the losses vary from year to year, but 
in certain localities they may exceed half the crop (227). Powdery 
mildew occurs in the Southern States on the fall crop, but very 
little is present on the spring Cl'Op. In 1917 Sherbakoff (907) 
included it among the important diseases of truck crops in Florida. 
Along the Pacific coast it occurs every year on snap and lima 
beans. It reduces yields by arresting the development of the plants. 
Although this disease is common on some other legumes in Color­
ado, Utah, Wyoming. Idaho, and Montana, it does not occur ex­
tensively there. on beans. 

Symptoms 

The powdery mildew fungus attacks all parts of the plant ex­
t-. 	 cept the roots. It occurs first on the leaves (fig. 6, A, D) and 

spreads from them to the stem and pods (fig. 6 B, C). The earliest 
symptoms are characterized by very faint, slightly dark areas on 
the leaf that may be mistaken for mottling. These obscure areas 
later develop into small, white, powdery spots (fig. 6, A) that en­
large and combine with others to form eventually an almost com­
plete coating of a whitish powder (fig. 6, D) over the :leaf. The 
powdery mass is composed of the mycelium and an innumerable 
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number of one-celled hyaline conidia. 1f infection is extensive, 
the leaves are somewhat malformed and pale yellow. In severe 
cases of the disease defoliation occurs, sometimes leaving only 
the naked branches. 

The pods may be stunted and malformed, the retardation in 
growth the result of the reduced vitality of the plant and the 
direct damage to the pods. When the powdery coating is rubbed 
off the pod a brownish to purplish color, sometimes known on the 
market as russeting, is revealed.. 

Causal Organism 

Morphology and Physiology 

E1'ysiphe polygoni is representative of a large group of para­
sitic fungi. It draws its nourishment from its host by means of 
haustoria attached to the leaf, stem, or pods. It produces two 
types of reproductive bodies: (1) Conidia, or summer spores, 
and (2) ascospores·borne in perithecia. The latter are rarely found 
on beans. 

The conidial stage was originally described as Oidium bal­
sa1;~ii Mont. in 1854. The conidia are cylindrical, ovaloI' nearly 
orbicular, simple, hyaline, one-celled spores with rounded ends 
and successively cut off from the ends of short, simple, erect, 
stout, septate, colorless hyphae. They range in length from 25p. 
to 30p. and from 1+-p. to 18p. in width. Childs (205) reported a 
diurnal cycle of conidiophore development and observed that the 
period of abstriction of conidia occurred between 10 a. m. and 
2 p.m. . 

The perithetical stage serves ·to carry the fUlJ,gus through the 
winter. The perithecia are nearly spherical, sometimes flattened, 
dark-colored bodies with hyphl:l,l appendages and no ostiole. The 
asci are released only after the thick perithecial wall disintegrates 
or is ruptured. The asci vary in number from two to eight. They 
are oblong or ovate and range from 45p. to 70p. in length and from 
30p. to 45p. in width. Each ascus bears three to eight spores, 
20p. to 25p. long and 9p. to 14p. wide. 

Erysiphe spp. are exceedingly variable and are composed of a 
number of physiologic races (723,821,868) . Salmon (867), Reed 
(821), and others have shown that spores borne on a certain host 
are capable of infecting only :that host or in most cases only 
species of the same genus or related genera. Races that can pass 
from one genus to another are not common, and forms morpho­
logically distinct are thought to be separate species. 

Cook (228) found that conditions unfavorable to the growth 
of the bean, such as low temperature and lack of .soil moisture, 
are favorable to the development and spread of powdery mildew. 
The writers, on the other hand, Qbtained the best results from 
inoculation of vigorously growing plants. The experimental re­
sults of Yarwood (1148) indicate that infection may be correlated 
with relatively low humidities and low "temperatures. His results 
show that, while the spores will germinate at a very high relative 
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humidity, they will germinate also when the humidity is low. 
The physiologic races studied by him seem to be especially well 
adapted to very dry atmospheric conditions. His results apparent­
lyagree with the general field observations that Erysiphe polygoni 
and certain other powdery mildews are adversely affected by rain 

" 	 and can develop luxutiantly and possibly better under rather dry 
conditions. Yarwood (1155) also reported that mildew infection 
was more severe on plants grown in soils of low rather than high 
moisture. On beans grown in water culture, mildew development 
increased with increasing nutrient concentration. Miller (681) 
reported the treating of greenhouse-grown plants at the primary 
leaf stage with a spray application of maleic hydrazide or penta­
chlorobenz0ic acid. This inhibited 'he growth of the trifoliate 
leaves, ann the primary leaves were, retained for a longer period 
than normal ones with an increas l,! in vigor. Primary leaves in­
fected with the powdery mildew organism could thus be sprayed 
once with a fungicide and kept in the greenhouse until the fungus 
built up sufficiently for a satisfactory disease reading. 

Dissem i nation 

While Erysiphe polygoni might be carried on the seed, the 
seed is probably not important as a. means of distribution. The 
organism is probably present everywhere, so dissemination by 
means of the seed would not be a factor of any importance. The, 
conidia are not believed to have long rest periods or to survive ! 

extremely adverse conditions. They are easily detached from the 
conidiophoresand transported by wind, rain, and insects. They 
may be washed from the leaves onto the stems and pods in any 
light rain and disseminated over greater distances by rainstorms 
and strong winds. 

Hosts 

Erysiphe polygoni, a common fungus species, is destructive not 
only to beans and peas (P'isum sativum L.) but also to other 
genera (968) of economic importance. Among them are Brassica, 
Calendula, Catalpa, Dahlia, Delphinium, Lupinus, Lycopersicon, 
Medieago, Seabiosa, T1'ijolium, Valm'iana, and Vieia. Salmon 
(868) found that conidia grown on T.pmtense L. would not in­
fect other species of the same genus. 

It was found that the disease could be controlled in Cuba (234) 
by spraying with bordeaux mixture or other fungicides. Dusting 
with sulfur has been a commercial control practice in various 
parts of the United States. In 1917 Sherbakoff (907), and later 
Moore (689) and Cook (229), recommended its use. Cook recom­
mended four applications at weekly or 10-day intervals. The \ 
writers have found that a single dusting, if applied when the 
disease first appears, may l'epresent the difference between a mar­
ketablecrop and no crop at all. The best control was obtained 
when the first application was made when the disease first ap­
peared (229). Moore concluded that sulfur-lime dust (75 to 25) 
was the most e.conomical and efficient. Applications should begin 
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at the first sign of the disease and should be repeated every 10 
days or 2 weeks thereafter if necessary. Two to three treatments 
are usually sufficient. Yarwood (1149) found that infected bean 
leaves sprayed with water reduced the amount of infection. The 
spores are readily dislodged and are unable to regenerate them­
selves from haustoria. 

Yarwood (11/)2) also reported a 95-percent eradication of 
powdery mildew with a spray containing about 0.OL1 percent blue­
stone plus a spreader, while a similar control without a spreader 
required about 2.4 times as much copper in the form of bluestone. 
He found that bordeaux mixture was not so effective as bluestone. 
In greenhouse tests Felber and Hamner (841) showed that an 
aqueous solution of actidione sprayed on bean leaves infected with 
powdery mildew controlled the disease in 48 hours on the leaf 
surfaces that received the treatments. Reil and others (551) found 
that Karathane (dinitrocaprylphenyl crotonate) gave excellent 
control in 1.5, 3.0, and 5.0 percent dusts and was also effective as 
an eradicant. 

Variations in the resistance of different bean varieties have 
been observed. Thirty-four varieties subjected to natural field 
infection were arranged by Moore (689) into three classes as 
follows: (1) Light infection, (2) moderate infection, and (3) 
severe infection. The lightly infected group included Asgrow Val­
entine, Dwarf and French Horticultural, Great Northern, Grenell 
Ru~tproof, Hodson Wax, Keeney Rustless Wax, Round Pod Kid­
ney Wax (Brittle Wax), Stringless Green Refugee, Stringless 
Kidney Wax, and Sure Crop \Vax. Investigations by Dundas (304) 
showed that Pinto, Hungarian, and selections from Lady \Vash­
ington. Pink, and Yellow were resistant. In addition, Alabama 
No.1, Contender, Florida Belle, Logan, Pinto, Tenderlong 15, 
Ranger, Idaho Refugee, Sensation Refugee Nos. 1066 and 1071, 
U. S. 5 Refugee, Rival, Topcrop, and Wade have been reported to 
be resistant to one or more races of the fungus. The fact that 
many of these varieties may not be resistant in all areas may be 
attributed to the presence of different races in the various locali­
ties. 

Pythium R"t Rots 
Pythium root rot, sometimes called damping-off, hollow stem, 

root rot, stem rot, or wilt, may be caused by several species of 
Pythiul11,. Those most commonly found on beans in the United 
States are: Pythiul11, Ulti1nUl11, Trow (299, 671), P. deba1'yanum 
Hesse (40, 537, 672, 690), P.aphanidm·1natul11, (Edson) Fitz. 
(P. lmtleri Gubr.) (449, 627, 672, 1172). Othel' species causing 
root rot of beans in the United States are P. 1nyriotylul11, Drechs. 
(299), P. heHcoides Drechs. (2.98), P. oli.qand'rlwL Drechs. (40), 
P. 1'ostmt~t1n But!. (671), P. pulchntm Mind. (671), P. vexans 
DBy. (40), P. anand'rum}, Drechs. (672), and P. acanthicum 
Drechs. (672). 

In Ha.waii Pythiul1L hydnapm'ium (Mont.) Schroet. has been 
reported on beans (756)., Meurs reported beans in the Philippines 
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to be attacked by P. i1Tegula1'e Buis. (669). P. pm·oecand.1'lt1n 
Drechs. was isolated from rotting bean pods in India (66). Other 
reports of Pythiwn on beans include P. ultimu.rn from South 
Africa (1064, lQ76) ; P. cleba:/'y(LnU1n from South Africa (1064), 
Sweden (423) Puerto Rico (282), Philippine Islands (805), and 
P. a1Jhanidm·mat'U.n~ from Japan (56, 991) and China (1168). 
There have been other references to unidentified species of Phy­
th-imn occurring on beans (671). 

Symptoms 

Pythium root rot is sometimes confused with rhizoctonia root 
rot and possibly with root rots caused by other fungi. If the plants 
are attacked when very young, Pythium. causes a wet rot and 
soon kills the plants (fig. 7, D). The disease is then known as 
damping-off. In such cases the pith of the stem is destroyed, giving 
rise to the descriptive term "hollow stem." The stem of the plant 
at or below the surface of the soil may be infected; and from the 
point of infection the fungus spreads up and down and produces 
a semisoft, colorless to dark-brown rot (fig. 7, C). If conditions 
are dry, such as may occur in the greenhouse, the stems may be 
neither softened nor discolored at the base, but instead are some­
what flattened or collapsed from the soil line upward for a dis­
tance of 5 to 10 cm. (299). When half-grown plants become in­
fected, they may survive for a time but they later wilt and finally 
die. On large, well-developed plants an unimportant injury in the 
form of brown scars of various sizes is produced near the surface 
of the soil. 

When the weather is hot and moist, a rot of the stem and 
lateral branches as far as the leaves may occur. This symptom 
has been referred to as pythium wilt (449). The cortex of the 
stem becomes soft and slimy and separates readily from the vas­
cular tissue. If the weather is very moist a cottony growth is 
visible. Large plants 8 to 12 or more inches high are as susceptible 
as small ones. Soon after the cortex has been softened the leaves 
curl and become flaccid during the warmest part of the day, but 
they regain their normal turgidity at night. After a few days 
the leaves remain permanently wilted, followed by the death of 
the plant. The mycelium invades the cortex and pith of the stem 
and in later stages some of the lower branches. 

Causal Organism 

Physiology 

The pythia develop best under moist conditions. The different 
species vary in their temperature requirements. PytJdmn ttltimum 
and P. debm·yanum prefer cool temperatures. At high temper­
atures P. a.phanidm·11w,t'um is commonly isloated (299). When un­
usually warm weather occurs P. 1nY1'iotylwn may occur in the 
field (299). It is found more often in the greenhouse during the 
hot summer months (299). 
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FIGURE 7.-A, E, Stem canker caused by Rhizoctonia solani; infection may 

occur at an~r point on the stem. 0, pythium root rot, caused by P1Jthiwn 

deba.1·ycmmn; note the discolored primary root and the dead fibrous roots. 

jD, Death of bean seedling caused by Pythiu1n buUeI'i. 


In Colorado pythium wilt caused by Pythht1n butleri occurred 
only in irrigated fields (44.9) and at high temperatures. It ap- ~ 
peared in Virginia after a long period without rain. Records 
taken there during the summer showed that, although the soil 
was dry and no rain had fallen for several weeks, the humidity 
in the vicinity of the p1ants was near saturation for several hours 
during the night. Observations and records seem to indicate that 
this disease is favored by high temperature and high humidity. 
In this connection it occurred in the San Joaquin Valley of Cali­
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fornia, one of the driest sections of the State, on both snap and 
lima beans; it has occurred on dry beans along the coast where 
the temperature is much lower. In both of these regions the beans 
were being grown under irrigation. 

Pythium aphanide1-matum is the species usually, associated 
with the wilt symptom (449, 450), but P. ultim'U:n~ and P. myrio­

.f' tylwn have also been isolated (299). 

Control,. 
Pythium I'oot rot is rarely prevalent or destructive enough to 

call for the application of control measures. Sherbakoff (907) 
recommended that the soil where diseased plants had grown be 
drenched with a l~percent solution of copper sulfate. Seed treat­
ments have been erratic in controlling damping-off. Porter (782) , 
found that beans treated with Ceresan germinated better in soil 
infested with Pythiu1n deba1'yanum and P. gmminicolurn Subr. 
thall untreated seeds. (See seed treatment, n. 190). 

Thin seeding provides better aeration and there is less danger 
of the organism reaching other plants in the row if the plants are 
not too close. 

Rhizoctonia Root Rot 

Geographical Distribution and Economic Importance 

Rhizoctonia root rot, caused by Rhizoctonia solani Kiihn, is a 
cosmopolitan fungus causing diseases of many plants widely sep­
arated taxonomically. It is sometimes referred to as stem canker, 
hollow stem, damping-off, and stem rot. It has been reported on 
beans from many States in the United States and from many 
foreign countries (9, 140, 150, 184, 336, 372, 425, 494, 946, 1049, 
1071) . Its occurrence on lima beans has also been reported (12.4-). 

Losses from rhizoctonia root rot vary greatly in different lo­
calities and from year to year. Five to ten percent loss is not 
uncommon, and more has been noted in situations especially favor­
able to the fungus. Nadon (710) reported Rhizoctonia solani 
causing as much as 40 percent loss to lima beans in the Philip­
pines. 

Symptoms 

Rhizoctonia root rot is worst on young bean plants; on seed­
lings the disease is of the type known as damping-off. Rhizoctoma 
.c;ol.ani may attack the roots and the stem above and below the sur­
face of the soil. Later the infection may spread to nearby plants. 
The cankers, often reddish brown (fig. 7, A, B), extend longitudi­
nally and cause somewhat sunken lesions on the stem. If the plant 
is young and succulent, it usually dies soon after infection. If, on 
the other hand, the stem is somewhat woody, the plant shows little 
indication of being diseased, although the yield is generally con­
siderably reduced. The fungus may enter the pith where it causes 
a brick~red coloration. It has been isolated from the pith in the 
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r~gion of the lower branches. Sclerotia are often found within the 
stem of moribund plants. 

Rhizoctonia is a common soil-inhabiting fungus, and branches 
and pods resting on the soil frequently become infected. It causes 
slimy, water-soaked spots on the pods, which serve as sources of 
infection to beans during transportation. 

Causal Organism 

Nomenclature 

The sporiferous stage of Rhizoctonia solani wasfil'st observed 
in this country by Rolfs (846) in 1903 on potato sterns; it was 
described by E. A. Burt as C07>ticium~ vagum val'. solani. In Europe 
this same fungus is generally known as Hypochnus sol~Lni Prill. 
& Del. or C. solani.. Rogers proposed the name Pellicula1'i(L fila­
mentosa (Pat.) Rogers to include the organisms previously classed 
as C01·ticiwtn vagum val'. solani. 

Morphology and Physiology 

The basidial stage of Rhizoctonio solani has been seen a few 
times on bean plants. The shape of the basidiospores, the character 
of the hyphal septations, and other morphological characteristics 
of the fungus are no different from those of this fungus on other 
hosts. Notwithstanding the fact that the different isolations seem 
to be very similar morphologically, Matsumoto (6.58) has obtained 
evidence to show that isolations from different hosts may differ 
parasitically. His investigations were carried on with isolations 
made from potatoes, beans, lettuce (Lactuca sativa L.) eggplants 
(Solanurn melongena L.), and Habenana sp. His results showed 
that the different isolates differed among other things in their 
nitrogen metabolism and in their tolerance to acids and alkalies. 
Inoculation experiments on beans, lettuce, potatoes, and eggplants 
demonstrated that certain strains would attack all those hosts, 
others only certain ones, and two strains none of them. Infection 
took place most readily through the roots. Penetration was mech­
anical, the fungus entering directly through the epidermis. 

Person (761) found that a sector variant pl:oducec1 in culture 
was less pathogenic than the original culture on beans, soybeans, 
cowpeas, and English peas. Using beans as a test host, Person 
(762) distinguished four rather clear-cut groups of isolates on 
the basis of pathogenicity: (1) isolates from sugarcane and from 
sclerotia found on white potato tubers, which were not pathogenic 
on beans; (2) iSOlates from peas, which caused only a very slight 
amount of damping-off and only a moderate stem infection; (3) 
the isolate from rice, which almost completely prevented emer­
gence but caused less severe stem lesions than the pea isolates; 
(4) isolates from bean, tomato, eggplant, and sugar beet, which 
were capable of reducing stands somewhat and caused very severe 
lesions on stems. 

Kotila (.568) described a strain that causes a blight of sugar 
beet foliage. It also caused a blighting of bean foliage in addition 
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to stem cankers. The perfect stage was frequently found on leaf 
blades and petioles of sugar beet. Field observations indicated 
that basidiospores play an importHnt role in dissemination of the 
fungus. The single-basidiospore isolates were found to have cultur­
al characters distinctly diffcl'ent from those of the m.vcelial iso­
late from which they were obtained. They also differed among 
thcmselves in growth habit. They varied greatly in pathogenicity 
to sugar beet seedlings, infection ranging from 100 percent to 
almost none; on sugar beet foliage infection ranged from mild to 
severe. 

Sanford in Canada (870) found that RhizoctonicL solemi dis­
appeared from the soil in 120 days or less when associated with 
wheat, oat, barley, or corn plants replanted every 21 days, but 
was still fairly abundant in soils bearing potato, bean, or pea 
plants. He believed that the fungus depends essentially on para­
sitic nutrition for its persistence in the soil. 

Rhizoctonia root l'ot is favored by warm weather. Richards 
(83.9) found that the severity of the disease depended on the 
temperature of the soil. The lesions on beans were produced at 
temperatures ranging from 9" to 29.5° C. (optimum 15° to 18°). 
Kendrick (:);)4) found that lima bean plantings made so that mean 
soil temperature was 65 to 70 F. at 6-inch depth for the initial 
12 weeks had less rhizoctonia root rot infection than those planted 
later when soil temperature for a similar period was above 700. 

Control 

Rhizocionia solani is chiefly a soil-inhabiting fungus, and as 
such is difficult to control. Since it is parasitic on a large number 
of hosts, crop rotation is of little value. Anderson (37) found that 
beans grown in sand culture with a continuous flow of solutions 
of high-nutrient salt concentration were markedly more severely 
attacked than were those grown in solutions of low-nutrient con­
centration. Solutions favorable to host growth and severe attack 
were also favorable, upon addition of dextrose, to the growth of 
the fungus in liquid culture. While impractical on ~: large scale, 
destroying diseased plants as soon as they are observed has been 
recommended. \Vhere R . .solani is very prevalent, beans should 
not be planted too close together. The causal organism has been 
isolated from the seed, and some measure of control may be ex­
pected if only disease-free seed is used. Observations in Florida 
(1021, 102.1) indicated that tutning under vegetation a short tim2 
before planting lima beans and snap beans increases the damage 
caused by Rhizocion'ia. Preparing soil 5 days or more in advance 
of planting reduced the disease incidence (1024). Luttrell and 
Garren (613) found in Georgia that rhizoctonia root rot usually 
does not appear in plantings made in early spring, but in later 
plantings it may seriously reduce stands. 

Moore and Conover (6.9.1) showed that PCNB (pentachloroni­
trobenzene) as a soil treatment significantly l.·educed rhizoctonia 
root rot of snap beans. Cardona (188) found in Colombia that the 
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variety Uribe Redondo was the most l'esistant variety to rhiz­
octonia root rot. Machacek and Brown (628) reported that Navy 
and Great Northern beans were more resistant to rhizoctonia root 
rot than other varieties tested. 

Rust 

Geographical Distribution and Economic Importance 

Bean rust, caused by U,/,01nyces 1Jlwseoli val'. typica Arth., was 
first reported from Germany in 1795 (766). Since then it has been 
reported from almost every part of the world: Africa (118, 288, 
292, 888, 494, 562, 1072), Australia (28, 217, 615), Bulgaria 
(645), Canada (224), Chile (5), China (997), Cyprus (71(;), 
Formosa (Taiwan) (876), France (779), Germany (522), Guate­
mala (540), India (844,1043), Italy (769), Japan (578), Mexico 
(580,1164,1206), New Zealand (254), Philippine Islands (831), 
Puerto Rico (204), Run!ania (24, 874), Serbia 809), South 
America (60,100, 382, 456, 476, 744), Turkey (129), Union of 
Soviet Socialist Republics (41, 111), and the West Indies (210). 
Chardon and Toro (200) reported this rust on both kidney and 
lima beans in South America. In 1916 Lakon (586) found rust 
prevalent on various species of Phaseol'Us in Germany. 

Rust infection is possible in all localities where a high relative 
humidity is maintained for 8 or 10 hours, but it is rare at humidi­
ties below 95 percent. In the dry parts of California, for example, 
rust rarely if ever occurs, but in humid parts it occurs annually 
and frequently as an epidemic. 

In only a few early accounts was bean rust said to be serious. 
Beach (82) reported that it assumed economic importance locally 
in New York in 1892. Halsted (421) stated that it was serious in 
New Jersey in 1901, that it was not restricted to cultivated crops, 
and that varieties differed in susceptibility (fig. 8, A to D). Several 
years later Whetzel (1112) reported the occasional occurrence of 
the disease on snap and lima beans in New Jersey. Fromme and 
Wingard (860) reported that rust sometimes caused complete loss 
of the snap bean crop in Virginia but that lima beans were almost 
immune. 

In recent years bean rust (fig. 9) has assumed economic im­
portance in a number of States. In Colorado hundreds of acres 
were completely destroyed in 1927. Large losses occurred at about 
the same time along the coast in southern California and to a less 
extent in Virginia, Massachusetts, New Jersey, Louisiana, Wash­
ington, and other States. Townsend (1080) l'eported that in 
1938 losses in certain counties in Florida ranged from 40 to 80 
percent and that hundreds of acres were never harvested. The 
following year the losses would have been very high also had it 
not been for the application of control measures. The writers 
estimated the losses in one county in Coloradoto be approximately 
$1,000,000 in 1942. In 1945 (1181) rust was widespread and 
caused heavy crop losses in some of the major dry-bean producing 
s.ections of Wyoming and Montana. In one Montana district rust 
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Fwum} S.-Leaves infected by [r]"omyces 1)lwseoli var. typica, showing gl"ades 
of resistance from most )"('::;istant (il) to most susceptible (D). 

appeared in practically all fields in 1944, and in 19·15 only those 
fields where control measures were applied were free of disease. 

The severity of these losses could be explained on the assump­
tion that the volume of spores has been built up tremendously. 
Simultaneously, there may have been an increase in the 11Umber 
of physiologic races, thus bringing more bean varieties into the 
susceptible class. 
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FIGl'm~ D.--Typical rust infection on Pinto, a very slIsceptible bean variety. 

Symptoms 

Bean rust attacks the leaves, pods, and very rarely the tender 
parts of the stem and branches. It is most abundant and con­
spicuous on the leaves (figs. 8 and 9). Whether the initial infec­
tion occurs 011 the upper or lower surface of the leaf, the symptoms 
usually appear first on the lower surface. Infection is first evident 
as minute, almost white, slightly raised spots known as sori. 
Under favorable conditions they are evident about 5 days after 
the spores have been applied to the susceptible host. 

The germ tubes enter the stomata and grow in the stomatal 
cavities and intercellular spaces, gradually enlarging the sorus, 
which in 8 to 10 days ruptures the epidermis and exposes the ure­
diospores. The sorus continues to enlarge for several days longer. 
On highly susceptible varieties the sorus may reach a diameter 
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of 1 to 2 mm. (fig. 8, D). In it the rust-colored urediospores appear 
first. On very susceptible varieties a ring of secondary sori often 
develops outside the primary sorus, and outside the secondary 
ring often a third one develops. The individual sori composing the 
ring may eventually merge and form a single sorus. The occur­
rence of secondary and tertiary rings of sori depends to some ex­
tent on the susceptibility and vigor of the host. Toward the end 
of the growing season as the plants become older and the leaves 
somewhat moribund, teliospores replace the urediospores except 
in tropical regions where they are rarely noted. The sorus gradu­
ally becomes black as the dark-brown teliospores :eeplace the ure­
diospores. 

Causal Organism 

Nomenclature 

The bean rust fungus was for many years commonly known 
as Uromyces (L}J1Jencl'iculntus (Pers.) Fr. (357), but this name 
cannot be used since it is antedated by U. nplJencliculatus Dng. of 
1836, which applies to a rust on a very different host. 

Pel"soon, as the starting point author, gave the name Ul'ecio 
(£ppenclicuhLt(L plwseoli (767). Rebentish (815), working in Ger­
many, first gave the fungus specific rank as PucC'inia phnseoli Reb. 
Transfer to U1'o1nyces was made by Winter in 1880. Arthur (52) 
established the variety typic(L, which under the International Code 
of Botanical Nomenclature becomes 1Jhaseoli, the complete name 
of the fungus then being U1'mnyces 1Jha.c;eoU 1Jhaseoli. Other names 
have been assigned to the fungus at later dates but they have 
been relegated to synonomy. 

Morphology and Physiology 

The causal fungus, now called Urmnyces 1Jlwseolivar. tllpiCCL, 
is one of a large number of obligate parasites of cultivated plants. 
It is autoecious, i. e., it has its life cycle confined to a single :host. 

The complete life cycle of the bean rust was produced by Andrus 
(43) in a greenhouse. The aecia are rare in nature, but have been 
observed by the writers in beanfields in Oregon, by Eastham 
(312) in British Columbia, and by McWhorter 7 in Washington. 

The urecliospores, frequently called the summer spores, are 
produced in great numbers in sori on the upper and lower surfaces 
of the leaf. They spread the disease over great distances and cause 
severe epidemics. The urediospores will germinate as soon as they 
are mature, and under favorable conditions they produce another 
generation of the same kind of spores in about 10 to 15 days. The 
rapidity with which they increase enables them to produce several 
generations in a single season. Naito (711) studied the influence 
of temperature on germination of the urediospores and found 
that in water moderate germination occurred from 10° to 25° C. 
Between 10° and 20° germination started 1 hour after sowing of 
the spores and was completed after 4 hours. Maximum growth of 
the germ tubes occurred at 20°. 

7 From personal correspondence, 
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\The catenulate urediospores are dilute brown, spiny, one-celled, \ 

and thin-walled. They are globoid to ellipsoid and about Sp. to 24/-1 \ 
(average 22.5p.) by 20p. to 37 p. (average 2Sp.). Generally they have 1 
two equatorial or superequatorial pores, which sometimes are ! 
almost indistinguishable. i 

Sometimes urediospores and teliospOl'es may be observed in the 
~:same sorus. The teliosPQres are more abundant and appear earlier 

in northern latitudes than in milder climates. In the Southern 
States and Hawaii, teliospor.es are said not to be produced; this 
might indicate that temperature, light intensity, or both influence ... 
their production. The age of the leaves and the physiological con­
dition of the host appear to exercise some influence on teliospore [ 

j

production. There is some evidence that some physiologic races 
'<are more inclined than others to produce teliospores under iden­ I 

tical conditions. Some races that Pl'oduce only urediospores in a 
semitropical climate develop teliospores when transported to a 
northern region, but all races do not behave alike. One race from 
southern Califonlia cultured for several years in the greenhouse 
at Washington, D. C., did not produce teliosp01:es, although col­
lections from many other regions normally produced teIiospores 

: 
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there. The writers have repeatedly observed that in the more i
northerly regions teliospores are not so readily produced in the 
late spl'ing and early summer, when the days are the longest and 
the light more intense, as in the late summer and early fall. 
Whether this is caused by the length of day, light intensity, or a 
combination of such factors has not been detennined. Waters 
(1086) found that factors such as light, temperature, and mois­
ture may so influence the host that the fungus reacts by changing 
from the uredinial to the teIial generation, 01' under proper ma­
nipulation in the reverse direction. 

The teliospores are dark brown, one-celled, and thick-walled. 
They are frequently called winter spores, largely because they de­
velop late in the season and serve to carry the organism through 
the winter months. TheY will not germinate without a resting 
period. This period can be shortened by storing them at a freezing 
temperature. The teliospores are amphigenous and globoid to 
broadly ellipsod and range in width from 20p. to 28p. (average 
24/-1) and in length from 25/-t to 35p. (average 30p.). The wall is 
uniformly 3/L to 4p. thick with a hyaline papilla over the pore. The 
spores are mostly smooth. The pedicel is hyaline and short. 

Sempio (89.2) found that temperatures of 34° to 36° C. for 2lj2 
. days completely killed bean rust mycelium in the leaf when the 
treatment was applied 4 days after inoculation. He (899) also 
studied the effect of carbon dioxide, light, radiation, and humidity 
on infection, Later, he showed that darkness during the first 3 
days after inoculation stimulated infection and that during the 
period of mycelial growth darkness had a retarding effect. Expo­
sure to darkness during the fruiting pel'iod showed less infection 
than the control. Sempio (894), investigating metabolic resistance 
in plants, noted that bean leaves inoculated with urediospores and 
kept in the dark in distilled water for 10 days were yellow but 
s.,:!owed no infection ..Leaves kept in a l~percent !levulose solution 
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under the same conditions remained green and many became in­
fected. Yarwood (1.158) showed that infection on leaves was clj­
rectly correlated with the amount of guttation. He also found 
that when pinto bean priman' leaves infected in localized areas 
with the uredinial stage of the fungus were reinoculated, infection 
from the second inoculation did not occur close to the first infection 
(1159). Wei (1097) found that an excess of nitrogen increased 
the amount of infection of the leaf, while potassium had the 
opposite effect. The effect of phosphorus was not definite. He also 
indicated that light was essential during the infection period for 
successful entrance of the fungus and that reduction in the light 
intensity prolonged the incubation period. 

Yarwood (1157) showed that rust-infected leaves were more 
susceptible TO virus infection of alfalfa mosaic, tobacco necrosis, 
and tobacco ring spot. 

Cohen (218) reported that water-infiltrated bean leaves were 
more resistant to rust than normal leaves. The infiltrated concli­
tion of the leaf did not interfere with appresoria formation, sto­
matal penetration, or the formation of substomatal vesicles, but 
subsequent infection hyphae were rare. 

Dissemination 

Bean rust, which is not seed-borne, may be disseminated locally 
by farm implements, insects, and animals, but the wind is the 
principal agent in the dissemination of the spores over long dis­
tances. 

As urediospores remain viable for only a short time, it is prob­
able that too few overwinter to give rise to an epidemic. Town­
send (1030) believed that in Florida rust epidemics depended on 
the dissemination of urediospores from the States farther north, 
because teliospores do not develop there to carryover the fungus 
from year to year. 

Teliospores, which require a rest period and retain their via­
bility for many months, are largely instrumental in carrying over 
the organism from year to year. 

Hosts 
Arthur (52) listed several different species of Phaseol~ts as 

being susceptible to infection by bean rust, as, for example P. 
1nultiflorus (P. coccine~tS), P. 1Jolystachyus (L.) B.S.P. (P. poly­
stachios) , and P. simtat~tS Nutt. (P. sinuatus Torr. & Gray). 
The writers have obtained good infection on P. acutifoli1tS val'. 
latifolius and on some varieties of P. l1tnatus J and mild infection 
on a number of other hosts. In general lima beans are more re­
sistant than the dry and snap beans, but they show a similar 
type of reaction to the several physiologic races of bean I·ust. 
Fromme and Wingard (361) inoculated a number of varieties of 
lima bean and cowpea, one variety of asparagus-bean, and one 
variety of horsebean without obtaining infection, but they did 
obtain infection on one variety of lima bean. 

Fromme (359) concluded from his investigations of the cowpea 
rust that the rusts on Phctseolus aclena.nthus G. Mey., P. aniso­
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trichus Schlecht., P. att'opurpureus Moc. & Sess., P. coccineus, 
P. dysophyllu8 Benth., P. lunatus, P. obvallatus Schlecht., P. poly­
stachyus, P. 1'etusus Benth. (P. metacalfei Woot. & StandL), and 
P. vulgaris were correctly named Ut'omyces appendiculatus (U. 
phaseoli val'. typica). He expressed some doubt as to the status 
of rusts on certain other legumes. Sydow and Sydow (986) re­
ported U. appendiculatu8 on P. mungo L., Vigna sinensis (Torner) 
Haask, and P. vulgaris. 

A rust on St1'ophos~yles helvola, occurring commonly in Virginia 
and other States along the Atlantic coast, was thought at one time 
to be closely related to bean rust, if not identical with it. By cross 
inoculation, Harter, Andrus, and Zaumeyer (.M7) demonstrated 
conclusively that the two were very different Pathologically, 
although they were somewhat alike morphologically. 

Control 
In the United States, dusting with sulfur at frequent intervals, 

if begun when the plants are very small, has given good control. 
Townsend (1030) found that sulftu' dust or spl'ays gave good 
control, but that bordeaux mixture was of no value. Zaumeyer and 
Goldsworthy (1188) found that liquid lime-sulfur, chlorinated 
naphthoquinone, and nabam were effective in eradicating 24-hour 
infections of bean rust. Zaumeyer (1182, 1183) r€ported that 
sulfur applied at the rate of 20 to 25 pounds per acre was a very 
effective method of control. If finely gl'Ound sulftu' (325-mesh or 
finer) is dusted on beans before any rust is noticeable, the treat­
ment protects the crop from infection. The sulfur destroys the 
rust pustules present at the time, preventing the spread of spores 
and the formation of their infection .:;enters. If dusting is done 
after infection has become widespread, it must be repeated and 
the control is not so effective. 

In the State of Washington (180) 1 to 6 applications of 1 in 
100 lime-sulfur spray plus 1 in 100 stop fire (Saonichton KS­
resin spray) gave good control of rust in fields with overhead 
irrigation. Milbrath (675) found that dusting with Kolo dust 
greatly reduced rust infection when applied at 7-day intervals, if 
the dusting program was started before aeciospore formation. He 
also reported that large numbers of teliospores adhere to old 
stakes from fields of pole beans infested with rust and dipping the 
stakes in lime-sulfur (1 to 10) or in copper sulfate (8 to 100) pre­
vented infection from these stakes when used in newly pl3nted 
beanfields. Yarwood (1150) reported killing of 5-day-old Ul'edial 
pustules of bean rust without host inj tu'y by exposing the plants to 
the vapors from lime-sulfur solutions or from dilute hYdrogen sul­
fide gas. He (1151) also showed that by increasing the amount of 
lime to bluestone solutions, the protective value of these solutions 
for bean rust was increased but the eradicant value was decreased. 
Later, he (1154) reported that penetrating applications of dilute 
lime-sulfur were effective in eradicating bean rust 8 days after 
inoculation with little host injury. The effectiveness was increased 
with increasing lime-sulfur concentrations and with the addition 
()f a spreader or zinc sulfate to the lime-sulfur.spray (1153). The 
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vapors from lime-sulfur solutions ranging from 0.001- to 100-per­
cent lime-sulfur eradicated bean rust from 4- and 7-day-old in­
fections with a maximum therapy from O.I-percent lime-sulfur. 
Yarwood (1156) also found that when bean leaves which had been 
inoculated for 3 to 5 days were placed in sealed jars with the 
vapors from sodium sulfide solutions that rust mycelium was 
killed without leaf injury, provided the pH and the concentration 
of the sodium sulfide and the time and temperature of exposure 
to sodium sulfide were properly adjusted. Yarwood (1161) deter­
mined by radioautographs of bean leaves inoculated with rust 4 
to 21 days before treatment that infected areas showed greater 
uptake of tracer sulfur than noninfected areas. 

Wager (1062) found that in southern Africa bean rust was 
controlled by spraying the plants at weekly intervals, especially 
just after rains, with a 4-4-50 bordeaux mixture. Straib (979) 
reported that in Germany old bean poles are disinfected in a 0.1 
percent formalin solution before being used. Repeated sprayings 
with bordeaux mixture are practiced, and sulfur is used only 
when the summer rainfall is low. In Australia (11) dusting with 
sulfur at the rate of 15 to 25 pounds per acre at intervals of 1 to 
2 ·weeks until a few days before flowering is recommended for 
rust control. Spraying withh wettable sulfur is also recommended. 

Brien and Jacks (137) reported that lime-sulfur ( 1 to 150) 
plus colloidal sulfur 2 pounds to 100 gallons of water was effec­
tive in controlling bean rust in New Zealand. In Holland, Van del' 
Vliet (1054) showed satisfactory control of bean rust with zineb 
used in a mist blower at a concentration of 5 percent or as a spray 
at 0.35 percent. 

The breeding of rust-resistant beans is complicated because of 
the relatively large number of physiologic races involved. Harter, 
Andrus, and Zaumeyer (447) demonstrated the existence of 2 
physiologic races on the basis of their reaction to certain Ken­
tucky Wonder bean types. Dundas and Scott UJ09) reported 2 
additional races. Later, Harter and Zaumeyer (452) identified 20 
physiologic races from collections of bean rust obtained from 
various parts of the United States and Hawaii by the use of 'i 
differential hosts. In Hawaii (457, 755, 757) several new strains 
of rust ·were reported which attacked varieties that were pre­
viously resistant. It is not known whether these strains differ from 
those reported in the United States. Dundas (308) reported muta­
tion in urediospores when stored at 0° C. for a year. Isolations 
from such stored material inoculated to differential varieties dif­
fered in every case from the race as stored, and in most instances 
from previously described races. Fisher (346) reported 10 new 
races, and Marcus (652) isolated a race in Maryland that was the 
same as one of those reported by Fisher. Sappenfield (871) 
described another new race from New Mexico. Menezes (664) 
reported Ll races from Brazil, all of which had been reported 
previously from the United States. Waterhouse (1085) found a 
new race in Australia ·which infected bean varieties that were 
resistant to the previously described races in that country. 

The breeding of rust-resistant beans naturally becomes more 
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complicated as the number of physiologic races increases. A hybrid 
resistan.t to several I'aces may prove to be susceptible to those 
not known. at the time the crosses were made. A few bean va­
rieties, however, show a high degree of resistance or at least 
tolerance to many of the races so far identified. Wingard (1133) 
listed a number of varieties that could be used in localities where 
rust was prevalent. Many of the varieties were later found to 
be susceptible. A more complete list of the degree of resistance 
01' susceptibility of a large number of commercial varieties to 
14 physiological races was published by Harter and Zaumeyer 
(452). Their lists contain a few varieties that were I'esistant or 
tolerant to each of the physiologic races. 

The size of the mature rust pustUle is the criterion for fixing 
the degree of susceptibility and resistance. Wingard (1134) 
grouped varieties in 3 classes on the basis of their reaction to 
rust: (1) Immune, (2) those showing severe flecking as a result 
of infection but without the production of many spores, and (3) 
those on which numerous sori are produced. He showed histo­
logically that resistant varieties are hypersensitive (1135). Wei 
(1097) distinguished 5 major types of infection (0 to 4), He 
considered 0, 1, and 2 as resistant, and 3 and 4 as susceptible. 
Harter, Andrus, and Zaumeyer (447) used a scale of 0 to 10, 
o denoting immunity and 10 the highest degree of susceptibility. 
with intermediate grades between these extremes. Readings lower 
than 5 denoted grades of resistance; those from 5 to 10, grades 
of susceptibility. 

Harter (443) released 2 white-seeded, rust-resistant Kentucky 
Wonder beans, and Zaumeyer and Harter (1193) developed 2 
rust-resistant pinto varieties, No.5 and No. 1<1. Wingard (1137) 
developed 10 rust-resistant pole varieties that were named Vir­
ginia Victory No.1 to No. 10. Frazier and Hendrix (353, 354) 
introduced the rust-resistant Hawaiian 'Vonder pole variety that 
is adapted to high elevation~ in Hawaii where rust is serious. 
Wellhausen and coworkers (1106) reported the bean varieties 
Rocamex 1, 2, and 3 were resistant to the rust prevalent in the 
central Plateau of Mexico. Cass Smith (196) and others reported 
a new rust-resistant high-yielding pole bean in Australia known as 
Westralia that is a natural cross between Golden Harvest and a 
rust-resistant strain of Kentucky Wonder. 

Beans should not be planted on land that produced a heavily 
rust-infected crop the preceding year Qr clo~e to stacks of old 
bean straw infested with rust, as the new crop may become in­
fected earlier in the season and more severely than it would have 
under other conditions. Infested bean straw should not be used 
for feeding or bedding livestock. 

Sclerotinia Wilt 

Geographical Distribution and Economic Importance 

Sclerotinia wilt, caused by Sclm'otinia sclm'otio1'Um (Lib.) 
DBy., and also known as white mold (907) and wilt, caus~s heavy 

.,i 
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losses in the field and during transportation (p. 176). It attacks 
practically all vegetable crops. 

Sclerotinia wilt has been reported from Argentina (455), Aus­
tralia (13,102), Bermuda (1114), Canada (68), Denmark (147), 
England (98), France (728), Germany (523), Italy (67, 112), 
Mexico (1162), New Zealand (136), and Tanganyika Territory 
(16,1077). In 1903 Marchal (649) reported in Belgium a disease 
of beans caused by Solemtinia t'rifolio1'Ul1t Eriks. Weston (1111) 
in England and C0l"l11ack (244) in Canada also reported this 
species causing injury to beans. 

Sclerotinia scle?'oNormn is widely distributed and may be 
found in beanfields in practically every part of the United 
States where weather conditions are favorable (691). In 1939 
the disease became a serious problem in parts of southern 
Florida. In some veal'S it is a serious disea8e of beans in 
the irrigated region~s of \Vyoming, Idaho, Montana, and Oregon. 
It was quite widespread in Michigan in 1953 and was found in 
more fields in Colorado in that year than ever before; in some 
cases it caused losses up to 50 percent. 

The disease frequently occurs after a period of warm, humid 
weather. A fe,,' days of such weather may result in large crop 
losses. In the Middle Atlantic States outbreaks of sclerotinia wilt 
are more prevalent on the fall than on the spring crop, especially 
if warm rainy weather occurs in September. Biffen (98) found 
that the sclerotia were sometimes formed on the roots of plants 
grown on heavy clay. There is, however, no general correlation 
of soil type or texture with the amount of crop loss. In general, 
the disease is more prevalent in the Southeastern States, some of 
the irrigated sections of the Mountain States, and in the moister 
areas of the Pacific Northwest than in other areas of the United 
States. Crops grown on 10,Y ground surrounded by woods, which 
reduce ail' circulation, suffer the greatest loss. The incidence of 
the disease is also increased by thick planting and the prevalence 
of a luxuriant growth of weeds. 

The losses vary greatly from year to year. In the 1\orthern 
States sclerotina wilt occurs usually in JUly and August and has 
been so severe that entire fields have been plowed under. McClin­
tock (616, 617) reported serious losses in 'Virginia in 1915 and 
a loss of more than 30 percent in parts of the State in 1916. 

Symptoms 

The first symptoms of sclerotinia wilt uncleI' field conditions 
appear as inegular-shaped, water-soaked spots on the stems, 
followed later by similar lesions on the branches and e\Ten the 
leaves. The .causal organism grows rapidl~r, anel the lesions gradu­
ally enlarge, causing a somewhat soft watery rot of the affected 
parts. Often a sticky, brown liquid exudes from the pods and 
stands out on them in small drops. After the watery stage, the 
affected tissues dry out and become light <1n(l punkx. If several 
days of warm, wet weather follow the initial infection, a cottony 
growth of the fungus spreads over the branches and leaves. A 
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F[~rHE lO.-Sclel'otinia wilt, ('HusC'd hy 81'i(,1'0Iill1(1 Hcll'l'o/i()/'lII1L showing' pod 
and stPIl1 infectioll, Sphel'ical to elong'ated white bodiC's on pods arp the 
fOl'matiOJ1 of sclerotia; hlack bo<ii(>s on pods in lower center ar(' matul'C' 
sclerotict. 

few da~'s then'a ftcl' the sclerotia begin forming and frequentlr 
occu]' in large numbers (fig. 10). 

The leaves of the plant tUJ'l1 first pale, then bright yello\\', and 
later brown. If the lesions are numerous on the stem, cleath may 
follow within a fe\\' days. 

Although the fungus may spread from the branches and leaves 
to the nearby PO(11:; (fig. 10), those ill contact with the soil are 
the ones most frequently attacked (fig. 10). The water-soaked 
lesions may occur on any part of the pod. They gradually enlarge 
until they extend [rom the dorsal to the ventral suture and may 
finally attain an inch or more in length. The middle lamella of 
the parasitized tissue is dissolved, giving it a slimy water-soaked 
consistency. 

Causal Organism 

Nomenclature 

The American workers had almost exclusively J.'cfen·ed to the 
c~1llsal fungus as Scl(']'olinia lil)('I'li((nn Fckl. until the appearance 
in IH~·t of a brief article on the nomenclature involved by Wake· 
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field (1066), who pointed out that Europeans had generally used 
the specific name scle1'otioru?n and not ~ibe1,tiana so that the 
va.lid name is S. scle1'otiomnl, (Lib.) DBy. A careful scrutiny of 
the facts relating to its synonymy would seem to justify her con­
clusions. The fungus was described and distributed in 1837 by 
Libert 8 under the name of Peziz((, sclel'ot'iOl'Ul1l, Lib. Fuckel later 
transferred the species to his genus Sclerotinia and changed the 
specific name to libertiana, instead of using the specific name 
scle1'otim'u1n already given to it. Other names applied to the 
fungus were Peziz(l scle1'otti Fckl., Phialea scle1'otio1'U?n (Lib.) 
Gill., and HYl1wnoscypha sclel'otio1'1.t1n (Lib.) Phill. 

Morphology and Physiology 

Sclm'otinia is one of the numerous genera in the order Pezizales, 
It produces an abundant mycelial or vegetative growth and even­
tually forms resting bodies called sclerotia. The mature sclerotia 
are irregular-shaped, black, hard bodies varying in size from 1 
mm. to several in diameter. They possess a considerable degree of 
resistance to drought, cold, and other destructive agencies. Aftel' 
a period of cold weather and in the presence of a sufficient amount 
of mOIsture, the sclerotium gives rise to the apothecium.This 
organ is supported by a long stalk on which is borne a saucerlike 
structure, the ascocarp, that bears the asci. If the spores, upon 
escaping from the asci, lodge on a susceptible host, a new infec­
tion may originate. The apothecia are generally scattered, smooth, 
pale, and funnel-shaped, and vary in diameter from 4 to 8 mm, 
The stalk is slender and often curved, According to Saccardo (861) 
the asci are cylindrical, 125ft to 130ft long by 8/.1. to lOfl wide, 
and dilute blue, The spores are arranged in a single row in the 
ascus, They are ellipsoidal, guttulate, and 9,.,. to 13fL long by 4p. 
to 6,6fL wide, The paraphyses are somewhat club-shaped. Jones 
(542) gave somewhat different spore measurements from those 
of Saccardo for the same organism on H elianthus annuus L. She 
recorded also a greater variation in the length and width of the 
asci. Such differences in size of these structures may be expected 
when material is taken from hosts widely separated in relation­
ship. 

Tanrilmt and Vaughan (990) have shown that the nutrient 
requirements of the fungus al'e not specific. Although the fungus 
shows preferences for certain elements, it also has the ability to 
grow on almost any subtrate, regardless of the presence or absence 
of any specific mineral 01' organic nutrient. 

Pathogenicity 

McClintock (618) isolated Scle1'otinia scle1'otio1'u1n from beans, 
tomatoes, parsley, cauliflower, and eggplant in Virginia. Cross 
inoculations made with the S. sclel'otio1'wlIl, from beans and lettuce 
proved the two isolates to be identical. The writers have on 
several occasions isolated S. sclel'otio1"l('1n from beans and success­
fully inoculated other plants, thereby verifying the results of 

8 LIBERT, M. A. I'LANTAjoJ CltYI'TOGAlIlICAE ARDUENNAE. [Exsiccati). 

No. 326. 1837. 
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McClintock and others. Ramsey (806) showed by cultural studies 
and cross inoculations to lettuce and certain other crops that 

iS. minm' Jagger was identical with S. libm·Uana. 

Dissemination 

Just how Sclerotinia scle'rotiorurn is disseminated from one .. 
field to another is not definitely known, although there are several 
possibilities. The sclerotia are often embedded in the host, and 
any method whereby the affected plants are carried from one 
field to another would accomplish the introduction of the parasite 
in a new environment. The storage of vegetables or the feeding 
of them to livestock, with the subsequent spreading of the manure 
and the l:efuse to the field, would result in the introduction of the 
fungus into new locations. Cultivators and other farm implements, 
as well as the roaming of livestock from one place to another, 
would tend to scatter the sclerotia. The spores on being liberated 
from the asci, like those of many other similar fungi, are dis­
seminated by the wind and rain and probably by insects. 

Blodgett (103) isolated the fungus from infected seeds. Hun­
gerford and Pitts (504) found that less than I-percent seed-borne 
infection resulted when beans from seriously infected fields were 
planted the year following production. It is likely that a small 
percentage of infected seeds and sclerotia may pass when the 
beans are milled or even handpicked, and thus provide a means 
of introducing the fungus into new areas. 

Control 
No adequate control measures are known for sclerotinia wilt. 

The numerous sclerotia produced in the soil and on diseased 
plants are difficult to remove or destroy. Sanitary measures should 
be employed when practical. Burning the old bean vines in the 
field after the crop has been removed has been recommenr1ed and 
doubtless will reduce the amount of infection. 

The l'otation of 2 or 3 years or longer with such crops as corn, 
small grains, and hay should be practiced when possible. How 
long a rotation would be necessary to kill out the fungus is not 
known. However, Pollock (780) showed that the SClc1'otinia caus­
ing the brown rot of stone fruits will remain viable in the soil 
for at least 10 years. Hungerford and Pitts (504) found that 
sclerotia held in storage for 7 years germinated readily and pro­
duced ascospores which caused infection. Crops such as lettuce, 
cucumbers, eggplant, peas, tomatoes, turnips, and celery, which 
are susceptible to S. scle·rotim·u1n, should be avoided (965). 

There are no varieties of beans immune to the disease. McClin­
tock (616) stated that Bountiful, Stringless Green Pod, Celestial, 
Golden Wax, and Extra Early Black Valentine are more tolerant 
than Extra Early Red Valentine and Extra Early Refuge. More 
recent studies have not corroborated these results. 

According to Moore (692), a high percentage of the sclerotia 
can be destroyed by flooding infected fields for periods of 3 weeks 
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or more. Because high temperatures hasten decay, the best sea­son for flooding is summer. Stoner and Moore (978) showed thatmoving water rotted sclerotia in 20 days when covered to adepth of 3 inches, whereas 35 days were required to rot themwith static water.
Broadcast applications of calcium cyanamid at the rate of1,000 pounds per acre have given very good results on marlsoils but not on sandy soils (694). Cyanamid injures germinat­ing seed; therefore, it must be broken down through naturalchemical action in the soil before the treated area becomes safefor planting. Bridgmon and Starr (133) in Wyoming found thattte application of 900 pounds per acre for controlling sclerotiawas not encouraging.
Since high humidity favors infection, any method of beanculture that wiII reduce the amount of moisture in the surfacesoil and around the plants wiII aid in controlling the disease. Thefield where the disease is found should not be irrigated moreoften than necessary. "Wider spacing of rows and reduced ratesof seeding, which prevent the vines from meeting early in theseason and allow better air circulation, are two other methods forreducing the moisture around the plants and thus checking devel­opment of the rot fungus.
Blodgett (103) recommends that beall stra\\' and cull beanscontaminated with sclerotia should not be fed to animals if themanure is to be used on land where beans may soon be planted.Bridgmon and Starr (133), however, report that in Wyomingthe sclerotia were destroyed by passage through the alimentarytract of cows and by trampling of livestock. Screenings from beal}cleaning mills that may contain large quantities of sclerotiashould be burned.
Workers in Oregon (270, 1046) reported significant reductionof aerial infection by using bismuth subsalicylate, bioquin, ziram,and Flotox as a dust and ziram plus Sulfuron, ferbam plus Su]­furon, and Cop-O-Zinc as sprays in the Northwest. Later they(1047) reported that ziram and Cop-O-Zinc, either as dust orspray, gave good control. Sprays were more effective than dusts. 

Southern Blight 

Geographical Distribution and Economic Importance 
Southern blight, southern wilt, or crown rot, cau8ed by Sclero­tium 1'olfsti (Cm:zi) West "was first recognized as a distinct cUseaseby Rolfs (847) for whom Saccarclo (861) named the species in1911. It causes diseases of a large variety of crops besides bean~in the United States (759. 993) and in the tropical and semib:Qpi­cal regions (190,920, 1110) of the world. nfany of the susceptiblecrops are grown in rotation with beans, and most of the soilsin the southern part of the Unitecl States and along the Pacificcoast are infested. No estimate is possible of the losses to beanscaused by S. 1·olf.sii alone. It also causes deca~r of beans in transit.(p.175). 
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Symptoms 

The symptoms produced by Sclerotium 'I'olfsii are sufficiently 
clear-cut to distinguish southern blight from root and stem 
diseases caused by other fungi. The earliest symptoms are a slight 
yellowing of the lower leaves and the water soaking and slight 
darkening of the cortex of the stem just below the soil line. As 
the disease progresses, leaves in the upper branches of the plant 
become yellowed and eventually drop off. The infection of the 
underground part of the stem and taproot extends downward 
and destroys the cortex, which may readily be separated from the 
stele. Occasionally the causal organism may invade the vascular 
bundles of the stem as far as the lower branches, causing a dark 
discoloration of this tissue. At the base of the stem and on the 
ground about the plant a moldy growth of white mycelium inter­
mixed with a large number of sclerotial bodies is produced in all 
stages of maturity. The mycelium extends into the soil about the 
stem, and if the plant is pulled up a collar of soil and mycelium 
adheres to it. If there has been an abundance of rain, the soften­
ing of the cortex will extend 2 inches or more above the soil line. 
Coarse, fan-shaped mycelial strands radiate over decayed pods 
or other decayed vegetable matter in contact with the soil. 

Causal Organism 

Nomenclature 

Scleroti-nm, 1'olfsii was supposedly a sterile fungus. No fruiting 
stage in its life history was known before 1926. Reproduction was 
thought to be accomplished wholly by means of the hyphae and 
sclerotia. Nakata (712) collected cultures from various parts of 
the world and obtained spore development in one culture from 
Japan and another from America. From cultural and morphologi­
cal studies he believed the fungus was identical with HY]Jochnus 
cent1-ij1.tgus (Lev.) Tul. Bresadola (131) had transferred this 
species earlier to Cortici1m'L, and this disposition of the species 
was followed by Von Hohnel (491) and other workers. Burt, in 
his monograph (177, 1)11. 206-208), reported its occurrence on 
decaying wood, leaves, and fallen branches without any sugges­
tion of a sclerotium stage. Curzi (261) also reported that he had 
found a perfect stage, which he named C. 1·olfsii. In 1947 West 
transferred it to Pellicula1'ia 1·olfsii. Barrett (69) observed the 
basidial stage of the fungus in the United States. West (1107) 
found a ~erfect stage on climbing fig in Florida, which he placed 
in the genus Pellicula1·ia. 

Morphology .and Physiology 

The hyphae are somewhat coarse, the cells ranging from 150/~ 
to 250~ long by 2f~ to 9/.~ wide. According to Higgins (486) they 
are characterized by the presence of clamp connections and a 
peculiar method of branching, which are valuable aids in fixing 
its taxonomic position. The sclerotia (% to 1% mm. in diameter), 
at first white but becoming brown with age, aTe more or less 
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smooth and glossy and somewhat resemble mustard seed. Higgins 
(486) pointed out that the affinity of Sclerotiton 1'olfsii to the 
Basidiomycetes is indicated by the septate binucleate mycelium 
and by the clamp connections at the septa. 

Sclerotium 1'olfsii is one of those organisms whose develop­
ment is closely associated with weather coneUtions. It prefers a 
warm climate and considerable soil and air moisture. \Vhen a 
combination of these conditions occurs, the disease is active and 
a large percentage of the plants in a field may be kj}]ec1. The 
summer of 1937, with reasonably high temperatures accompanied 
by an abundance of rain, provided ideal conditions for southern 
blight to flourish in most of the regions along the Atlantic sea­
board. 

The causal organism is saiel to be susceptible to injury by low 
temperatures, and for that reason it cloes not usually damage 
crops to any extent in the North. However, it is found as far 
north as 111inois, Maryland, and New Jersey, where it may cause 
considerable damage. Fajardo and Mendoza (835) studied 8 iso­
lations of Sclerotium /'olfsii from various hosts in different parts 
of the Philippine Islands and found the isolates fell into 3 groups 
based on variation in growth rate, type of colony, time required 
for sclerotial formation, and number, size, and color of the 
sclerotia. They found that sclerotia buried at 5 to 6 inches were 
killed after 45 to 60 days. 1\iilthorpe (683) studied 8 isolates 
and showed that the abundance and type of vegetative growth 
are determined largely by the nature of the medium and tempera­
ture. Abundance and size of the sclerotia, but not shape or color, 
are also affected by these factors. The optimum temperature for 
growth is 30" C. This growth decreases markedly as the tempera­
ture drops to 15~ or as it increases to 37°. 

Dissem ination 

The dissemination of Sclerotiwn 1'oljsii differs from that of 
many other fungi. Since spore production is not known to occur 
in the United States, its dissemination is assumed to be by means 
of the sclerotia and the mycelia. 

The fungus may spread several feet through the soil, and the 
mycelium can often be traced from one plant to another. Cultiva­
tors and other implements used on the farm naturally drag 
diseased plants to ne\\' locations in the field and conceivably to 
additional .alds. By means of such plants as sweetpotatoes, to­
matoes, r,:,d other crops that are grown in seedbeds for com­
mercial purposes and shipped perhaps long distances, the fungus 
is distributed more widely. To discard all diseased plants is im­
possible as the early stages of infection cannot be detected. Sclero­
tia can pass though the digestive tract of cattle and sheep without 
complete loss of vitality (598). 

Pathological Histology 

Milthorpe (68J) studied the mechanism of parasitism in bean 
hypocotyls. The fungus penetrates plant tissue mechanically and 

• 



50 TEOHNioAL BuLLETiN 868, ti. S. DEPT. AGinctltTi:JRE 

gives rise to coenocytic intra- and intercellular hyphae. Death of 
the cytoplasm precedes the invading hyphae by one cell layer. 
Dissolution of the middle lamellae occurs shortly after entry. 
Protopectinase and pectinase, but not pectase, are produced and 
are responsible for its toxic action. Higgins (487) believed that 
the death of cells is caused by the toxic action of oxalic acid and 
that oxalic acid is secreted by the fungus hyphae. 

Hosts 

There are innumerable hosts for Sclel'otiu,m rolfsii. Infection 
experiments carried out by Harter (437) and others (366, 994, 
1142) clearly demonstrated that S. 1'olfsii is parasitic on a number 
of hosts ·widely separated in taxonomic relationship. Pl"actically 
all vegetables and many weeds are susceptible. The fungus fre­
quently develops on trees and shrubs. Although its complete host 
range has never been determined, little or no infection has been 
observed on such hosts as grasses, small grains, cotton, and corn. 

~n~1 
No very effective measures can be recommended for the con­

trol of southern blight. The destruction of diseased plants and tht, 
suppression of susceptible weeds may help to reduce the loss. 
Rotation with cereals and other crops resistant to the disease is a 
precaution that may assist to some extent. Luttrell (613) found 
seed treatment ineffective. BOl'zinia and Picco (115) reported 
variation in susceptibility and resistance in five varieties they 
tested. 

Fungus Diseases of Minor Importance 

Alternaria Leaf Spot 

Alternaria leaf spot, caused by Alternaria sp., was reported 
from central Florida in 1951, causing considerable damage to 
about 100 acres of beans. The symptoms first appear on the leaf­
lets as small, irregular, reddish-brown flecks with a dark-brown 
border. As the spots increase in size, they become circular with 
concentric zones within the affected area. The older portion of 
the lesion may fall out, leaving a shot-hole appearance. Lesions 
often coalesce, forming large areas of dead tissue. Other symptoms 
on leaves may appear as individual leaflets dying back from the 
tip or from the margin, and the lesioilsmay kill the entire leaf. 
Sometimes the cen.tral growing point of the plant is killed. 

Although Alternaria fasciculata (eKe. & Ell.) L.R.. Jones & 
Grout has been reported on beans in the United States (984), it is 
not known whether it has caused any damage to the crop as did 
the species from Florida. Neergaard (720) reported A. lWa8sicae 
f. ph(Lseoli Brun. occurring in Denmark in 1894. The spore meas­
urements of this species vary considerably from those of the 
Florida isolate and appear to be distinct. 
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No control measures are known at the present time. It can be 
assumed, however, that control measures for other Altm'na1'ia 
species would also control this species. 

Angular Leaf Spot 

Geographical Distribution and Economic ImpfJrtance 

Angular, or gray, leaf spot, caused by Isa1"iopsis griaeola Sacc., 
is widely distributed in the United States and abmad. Saccardo 
(854) made the first report of it in 1878 from Italy. It has also 
been reported from Argentina (950), Austria (146), Australia 
(4), Brazil (696, 915), Bulgaria (573), French West Africa 
(646), Germany (411, 563), Hawaii (191), Japan (511), Kenya 
(622), the Netherlands (881), Palestine (813), Peru (375), 
Portugal (263), Rumania (875), U.S.S.R. (Russia) (524, 727, 
912, 913, 1056), Spain (88, 1037), Southern Africa (287), Tan­
ganyika (1071), Trinidad (1019), Turkey (130), and Yugoslavia 
(919). Brock (141) regarded it as the most important disease 
affecting seed crops on the south coast of New South Wales in 
1948 and 1949. It has been reported to the writers that it is one 
of the most common diseases of bean in Columbia. 

Angular leaf spot (239) has been reported at various times 
from most States and Puerto Rico. Although it reduces the vitality 
of the plants and lowers yields, it usually is not considered of much 
economic importance. Occasionally it has caused considerable 
damage to beans in West Virginia and Connecticut. Locally in 
Florida many plants affected by angular leaf spot have been de­
foliated, and the crop has been practically ruined in some years. 
In 1918 pod spotting and defoliation caused by Isariopsis resulted 
in widespread damage in Puerto Rico. Some native varieties 
showed some resistance. 

Symptoms 

One of the outstanding symptoms of angular leaf spot is de­
scribed by this common name. Spots, which originate on the 
underside of the leaf, are delimited by the veins and veinlets. The 
lesions, which are gray at first and brown later, do not have 
colored borders. This absence of color in the leaf and the striking 
angularity of the spots (fig. 11) distinguish this disease from the 
blotch caused by Cercospo1'a C1"uenta and from other leaf diseases. 
In a few instances angular leaf spot has caused almost complete 
defoliation of pole beans, beginning with the lowest leaves. Leaves 
are infected more frequently than pods. 

On the pods the spots are superficial at first and have nearly 
black borders and reddish-brown centers. The centers and borders 
are sharply defined. The spots vary in size, and ultimately they 
may become so crowded that they coalesce and occupy the width 
of the pod. The centers of the spots are studded with columnarlike 
growths, or coremia (fig. 11, C, D). 

• 

i. 
i 
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FIGU!tE l1.-Leaf spots caused by PhiJllo.~licUL JI/wseolilll( (tl) and /s(LJ'iopsis 
[JI"lSe(}/I~ (B-/)). 'l'he centers of the irregular-shaped 1('sir)]1s caused by these 
fungi eventually fall out, leaving ragged holes. Lesions caused by I. 
!/7·iseo/a arc morc angular than those caused by P. 1Jiwseoli/w. C, Large 
spn'ading .lesions, showing dark-colored coremia. fl, Enlargement of sever'al 
lesions. 

Causal Organism 

Nomenclature 

/sCLl"iopsis {Jl"iI;eola was described by Saccardo (854) in 1878 on 
Phaseollls l'ltllJ(~I·is in Italy. 111 1909 Ferraris (843) concluded 
that the genus [sal'iop,<;is was identical with the genus P1ULeoisa1"i­
opsis and proposeci the combination P. {jriseoln (Sacc.) FelT. This 
generic change has not been generally followed. In 1881 Ellis 
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(324) described the causal organism asGTaphiu111, laxum Ell., and 
in 1886Saccardo (859) described what appeared to be the same 
fungus as L laxa (Ell.) Sacco Material apparently of :.the type 
collection of G. laxum II was distributed by Ellis. On the label·of 
Fungi Columbiani 2434,10 G. laxum is given as a synonym of 1. 
g'riseola. Ellis and Everhart (326) described Cm'cospo1'a column­
a1'e fmmdead leaves of beans collected in New Jersey. The fOllow­
ingyear they collected material from living leaves, which was 
issued under the same name as North American Fungi 3394,11 
although they had previously used the name I. g1'iseola on the 
label of North American Fungi 2487,12 collected from the same 
locality and presenting essentially the same characteristics. A 
comparison of authentic Italian material of I. g1'iseola with the 
other exsiccati just listed and with other material of American 
origin in the National Fungus Collections of the United States 
Department of Agriculture shows them to be identical. In all 
specimens examined the synnema is the same. There is a definite 
similarity of the spores and a very general agreement in their 
size. 

Morphology and Physiology 

Isa1'iopsis g1'iseola is a member of a relatively small genus of 
the Stilbaceae. The coremium is composed of a smaller number of 
hyphae that grow erect and more or less parallel into a sheaflike 
structure. It is dark-colored at the base and gradually becomes 
lighter in color toward the tip. The coremia (fig. 11, C, D) range 
in thickness from 20p• to 40,.t. The conidia are borne on the tips of 
the columnar hyphae. They are one- to three-septate, rarely four­
septate, light gray, cylindrical to spindle-shaped, sometimes 
slightly curved, and not constricted. They range in length from 
50 fL to 60fL and in width from 7fL to 8fL. 

Control 

Control measures have not been perfected for angular leaf 
spot, possibly because they usually have not been needed. Spraying 
the vines with a 4-4-50 bordeaux mixture has been recommended 
and practiced to some extent, but the results have been uncertain. 

Brock (141) tested 164 lines of beans .for resistance to ISa'riop­
sis leaf spot. No defoI.iation or typical sporebearing lesions on the 
trifoliate and very few typical lesions on the first leaves occurred 
on Alabama No.1, Cafe, California Small White, Case Knife 
(variety of Phaseolus COCCi11 <YI;;S ), Epicure, Mexican Black, Mc­

·Caslan, Navy, Negro Costa Rica, Scotia, and Rojo Chico. These 
are classed as highly resistant. All 8 varieties of lima bean that 
Brock tested were susceptible 01' very susceptible. 

II ELLIS, J. B. NORTH AMERICAN FUNGI. [ExsiccatiJ No. 546. 1881. 
]0 BARTHOLOMEW, E. FUNGI COLUlIIBIANI. [Exsiccati]. No. 2434. 1907. 
11 ELLIS, J. B., and EVERHART, B. M. NORTH AlImRICAN FUNGI [Exsiccatij. 

No. 3394. 1896. 
12 ELLIS, J.B., and EVEIUIART, B. M. NORTH AMERICAN FUNGI [Exsiccati). 

No. 2487. 1890, 

11 
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Ascochyta Leaf Spot 

Ascochyta leaf spot, caused by AscochytCL boltsha'LLSe1'i Sacc., 
was originally described in 1891 (110) on snap beans in Europe. 
It was later reported on lima beans also in Europe (486). Kirk 
(565) reported it on beans in New Zealand in 1906, and Sprague 
(953) reported it for the first time in the United States in 1935 
on beans in Oregon and in 19'18 from Washington (954). Jorstad 
(546) discovered it on beans from Norway and Neergaard from 
Denmark (721). Bazan de Segura (81) reported it on beans from 
Peru. Sneep (944), in comparative studies of A. phaseolo1'um and 
A. boltshCL1lsm'i, found that the diseases caused by these two species 
are indistinguishable macroscopically. He reported that all varie­
ties in Holland are susceptible to both. 

Crossan (252), in cross-inoculation studies, slwwed that A. 
abelmoscM from okra, 1'1. 2Jhaseolo?''Lt?1t from snap bean and lima 
bean, and A. gOSSY1Jii from cotton are all pathogenic to snap bean, 
lima bean, cotton, and okra. Comparative studies showed that the 
pathogens from the several hosts are morphologically very similar 
and are indistinguishable on the basis of spore size and shape. 
The studies suggested that the three species of Ascochyta are 
identical. Inoculation experiments by Sprague proved the sus­
ceptibility of snap beans, mung bean, adzuki bean, and Scadet 
Runner. Although he obtained some slight infection on pea, the 
amount was too small to justify the conclusion that it is a sus­
ceptible host. A. boltsha1lse1'i has been reported also on lima beans 
(972) . 

Sprague (953) gave no description of the symptoms caused by 
AscochytCL boltshcLnseri further than to state that it produced 
dark to drab zonate lesions. The following account was given of 
the morphology of the fungus: 
... pycnidia numerous, obscure, light brown to dark brown (on pods) 
120 to 150/L in diameter j pycnidia on inoculated leaves golden brown, 60 to 
130/L in diameter. Spores, on pods, predominately one-septate (many im­
mature), 15 percent to .20 percent of the spores were 2- to 5-septatej mostly 
2-septatej one septate spores 10-27 x 2.5-6.G/L mean .spore size 18 x 4.5/Li 
mUltiseptate spores 16.6-3·! x 4.5-7.1/L mean spore size 21.5 x 5.6/L; spores 
in pure culture on potato-dextrose agar mostly nonseptate, constricted in 2 
or more places 6-11 x 2-3/L, a few much longer; spores on lesions frol11 
artificially inoculated leaves the same size as on pods of naturally inocu­
lated material. 

Stagonopsis 2JhaseoZi Eriks., reported to cause a disease of 
beans in Europe, was found by Sprague to be identical with 
AscochytCL boltshcLuseri. 

Black Root Rot 

Black root rot, caused by Th'ielwviopsis basicola (Berk.) Ferr., 
although principally a disease of tobacco, hal:; been reported on 
beans in New Haml)shire, New Jersey, and New York. Burk­
holder (156) reported it on the roots in association with other 
organisms, principally with a species of Fmariu1n, while Von 
Kirchner (563) in Germany and Curzi and Barbail1i (262) in 
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Italy reported it on the l'oots of various hosts, including beans. 
The losses caused by this disease are of minor importance. 

Thielaviopsis basicola causes brown spots on the hypocotyl and 
to some degree the destruction of the pith. It also attacks the main 
root and frequently extends to many of the laterals. WilUams 
(1120) showed that in one case the blackened pith contained 
masses of the winter spores. He germinated bean seed on blotting 
paper and inoculated the plants with pure cultures of the or­
ganism. In 3 days brown streaks were produced half an inch 
above the point of inoculation similar to those on the original 
diseased plants. 

Black l'OOt rot has been observed so seldom and has been 
responsible for so little injury that no control measures have 
been worked out, and probably none are needed. The causal 
organism is usually associated with other fungi, and in view of 
this faot it is uncertain how milch of the injury is caused by 
Thieiavio1Jsis basicohL and how much by companion organisms. 

Cercospora Leaf Blotch 

Geographical Distribution and Economic Importance 

Cercospora leaf blotch, caused by Ce1'coS1J01'a C1"1tenta Sacc., 
has been reported from Alabama, Florida, Georgia, Mississippi, '. 
South Carolina, Texas, and ·Wisconsin. The writers have collected 
specimens from other States as follows: Maryland, Virginia, 
North Carolina, New Jersey, and Delaware. In 1932 it was re­
ported from China (998). 

Cercospora leaf blotch is generally more or less prevalent every 
year in the United States, but the losses are only slight, having 
probably never exceeded more than 1 or 2 percent during any 1 
year. Welles (1104), on the other hand, found it very destructive 
to Plwseolus aU1'eus in the Philippines. Seventy-five percent of the 
pods containing partially grown seed were attacked, but young 
pods remained uninjured. 'J'he spots on the stem were not so 
numerous as those on the leaves and pods, and the direct damage 
to the stem was of lit.tle importance. 

Symptoms 
Ce1"COSp01l'L cl'lwnta generally attackS mature bean leaves when 

the crop is fairly well advanced and produces brown, rust-colored 
patches (fig. 12, A, B) of different sizes and shapes. The spots 
are mostly angUlar, somewhat resembling those caused by /sa1"iop­
sis in that the veins act as barriers to its spread, with the conse­
quent production of a checkerboard appearance. Usually a dark­
colored border surrounds the spots, which may attain a diameter 
of a centimeter or more by the coalescence of several primary in­
fections into one. After the death of the tissue, the center of the 
lesion frequently dries, cracks, and drops out, leaving ragged 
holes of various shapes and sizes. In the early stages the spots 
are more or less circular, but they lose some of their original 
shape as they enlarge. The conidia are usually borne in the centers 

,. 
\ 

} 
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F'IGmm 12.-A and B, Leaf blotch, ClIUS('(] lW Cercuspom 1"/"lIe1/ln, whie!"! 
appears as dark, somewhat circular, d('ad areas 011 leayes of snap (A) 
and lima (B) beans. (' and J), Sooty spot, calls('d by Helerosf}oriulII !-]J. 
'l'hc black areas are fasciculatc,' bundle'S of mycelium and conidia. 
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of the spots. The combined effect of the attack at various places 
results in the premature falling of the leaves. The causal organism 
has been isolated from the seed. 

Under field conditions Cercospora cl-uenta often behaves in a 
surprising manner, especially on the fall crop. The primary leaves 
are frequently covered with numerous spots, while at the same 
time none of the trifoliate leaves are attacked. The infections on 
the primary leaves may serve as a source of infection for the 
trifoliate leaves after they have matured and have begun to decline 
as a result of senilit~{. Vigorously gro\ving leaves rarely become 
infected. 

Causal Organism 

Nomenclature 

Cercospo1"({ cl'uenia is one of several species of the genus 
CerCOSp01YL reported to be parasitic on beans and other legumes in 
the United States and other parts of the world. Latham described 
the perfect stage as MycosplwereUa cruenta. \Vhether the various 
species described are actually different has not .been determined. 
It is becoming well recognized that morphological differences alone 
are insufficient to establish satisfactory taxonomic relationships. 
Welles (1104), after working with several species of Cercospora 
from the Philippines, concluded that there may be constant mor­
phological differences of some taxonomic value, but if such exist 
he was unable to observe them. His conclusions were based on 
the fact that morphological variations in the size of fruiting 
structures were influenced by eertain environmental factors, such 
as moisture. If Welles' deductions are correct, .it is possible that 
C. canescens (.128) is the same as C. cruenta,. That these two or­
ganisms and possibly others are identical was suspected by Butler 
(178), who reported C. cruenta on Fignn sesquipecialis (L.) Fru­
,drth in Italy and on PIw,seoZus (LUreus and P. aconUijolius in 
India. He further suggested that two other species of CcrcoSPO'I"Ct. 
C. c(tnescens on a cultivated PlwseoluB and P. lunatus in the 
United States and on P. (LUl'eUS in China and C. vignae Rae. on 
cowpeas in Java, are probably the same as C. cruenta. The last­
named fungus and C.vignae have been reported on V. cylinclrica 
(L.) Skeels from the United States. C. lussoniensis Sacc., de­
scribed by Saccardo (86.1) and reported by Reinking (831) to 
occur on beans in the Philippines, may be included also. C. cruenta, 
is likewise reported by Thorold (1019) on TT. cat.ia,na (T'. cylin­
clrica,) and P. aconitijolius in Trinidad. Chupp (209) considers 
C. 1JhaseoloJ"wn, C. ~.·ignae, C. lUBsoniensis, and C. 1Jhaseoli synony­

, mous with C. cl'uentCL. 

Morphology 

Cerco8]JOl"Cl cnumla was originally described by Saccanlo 
(8i),5, 858). Welles (110};.) gave the following measurements of 
the organism from Phaseoiu.'; aU/·en . .,: ; 
... Conidiophores 55 to 91 microns in JengtJl, with 3 to 5 septa, conidia 
51 to 153 microns in length by 6 to !) llliCl'OIlS in width, with 3 to 7 septa. 
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He found that the average spore measurements of the same 
organism varied greatly when obtained from different hosts. 
Individual spores likewise varied greatly, and it is probable that 
the range of size is actually very much greater than that given by 
Saccal'do. 

Control 

The application of control measures is rarely necessary for 
cercospora leaf blotch, and only a few recommendations have 
been made. It is caused by a fungus that yields readily to treat­
ment. Spraying early with a copper fungicide to prevent the 
organism from becoming established has been recommended. 

CercosporaLeaf Spot 

Ce1'cosp01'((, C(Lnescens Ell. & Mart" the cause of a leaf spot of 
beans and occasionally of 1 ima beans, was originally described in 
1882 (328). 

Miles (677) reported Cercospom canescens from Puerto Rico 
in 1917, where it caused some, but not serious, loss to the bean 
crop. It has also been collected from Alabama, Florida, Kansas, 
Missouri, New Jersey, and Texas. In 1936 it was reported from 
China (988). The same fungus has been reported on lima beans 
inlVIissouri (1139). 

The spots caused by this fungus occur on the upper surface of 
the leaf. They are nearl~{ circular or slightly angUlar, 2 to 10 mm. 
in diameter, gray in the center, sometimes surrounded by a 
slightl:)r reddish border. The spots on lima beans are usually 
smaller than those on snap and dry beans and contain more red­
dish color in the border. 

The several-septate, caespitose, hyaline-tipped conidiophores 
of Ce1'cos]Jom ccmescens range from 50p. to 100,.1. long and from 3,L 
to 4.5p. <wide, The conidia are hyaline, slender to club-shaped, 
straight or curved, few- to many-septate, 80p. to 220p, long by 3,t 
to 4.5ft wide. An occasional conidium exceeds these dimensions. 

Downy Mildew 

Downy mildew, caused by Phyto]Jhtho}'((' 1)(L1'Ctsitic(L Dast, (P, 
teJ'1'est'ris Bherb.), was reported by Stevenson (rnO) to be very 
destructive in parts of Puerto Rico, where all the bean plants in 
some of the gardens were often ruined. It has also been reported 
from India (1048). The causal organism was originally described '\ 
by Sherbakoff (906) as the cause of the buckeye rot of tomatoes. 
This was the first report of its occurrence on beans in the United 
States. 

No control experiments have been conducted. As the fungus 
attacks the poels resting on the grounel, pole varieties should be 
planted or bush types that do not fruit too near the soil should 
be used. 
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Fusarium Yellows 

Fusarium yellows, caused by F'usa1'ium oxysporun1, Schlecht. 
f. phaseoli Kendrick & Snyder, was originally collected by Harter 
(440) on dry beans in California in 1928. Several years later the 
disease was observed in Colorado) Idaho, and Montana. It has 
not become an iml)Ortant disease. 

The causal organism invades and discolors the vascular bundles 
of the stem and often the petioles and peduncles. Dwarfing results 
if the plant is attacked when young. The infected plants do not 
wilt in the characteristic manner of wilts of many other plants 
attacked by species of Fnsa1·ia. The initial symptoms are slight 
yellowing and dropping of the lower leaves, fonowed by those of 
the next leaves in order up the stem. As the disease becomes 
more severe, the leaves become increasingly yellow and finally 
bright yellow. Diseased plants can be recognized at some distance 
by the distinctly yellow foliage. 

Harter (440) was able to produce typical sy:mptoms of the 
disease in a small percentage of plants by inoculating them with 
a F'us(l1'iwn isolated from the \'ascular bundles. Kendrick and 
Snyder (5.58) extended the work of Harter to include inoculations 
of cowpeas, soybeans, and lima beans. None of these crops was 
susceptible to infection by the bean organism. 

Single-spore cultures recovered from tissue plantings from 
the vascular bundles of diseased beans ,,'ere found to agree 
morphologically with Fllsarium O;l;]),spO?'U1n as amended by Snyder 
and HanSell. The causal organism was described by Kendrick and 
Snyder (553) as F. O;Cysp01'wn f. phCLseoli. 

Kendrick and Snyder (55;]) stated that fusarium yellows is 
seedborne, the fungus probably being transported by the spores 
adhering to the seed. They showed that the causal organism did 
not enter the seed but that the spores were deposited on the 
surface of the seed during harvesting. Dusting the seed with 8 
ounces of Semesan or with 4 ounces of Ceresan pel' 100 pounds 
of seed completely eliminated the disease in greenhouse tests. 

Gray Mold 

Gray mold, caused by BOt1'ytis cinm'ea Fr., is better known as 
a transit and storage rot of vegetables than as a field disease. It 
does occur, however, under field conditions on different parts of 
many plants and especially on beans. 

'Vhile gray mold has been reported as occurring on beans in 
various parts of the world, there are very few references of any 
considerable loss caused by it. Campbell (181) reported losses 
up to 50 percent in many pole bean fields in Oregon in 19M3. 
Beaumont (85) reported the OcCUrrence of BOt1'ytl~<; cine}'e(~ in 
Devon and Cornwall, England, in 1935, and Ishiyama (516) re­
ported it among other parasites of beans in southern Saghalien, 
Japan. Pape (747) recorded its OCCUl'l'ence in Germany in 1921, 
where it was found starting as a wilt on bean seedlings and finally 
killing the plants. Conners (;221) reported isolated specimens of 
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a wilt of beans caused by the same fungus in Canada. Its develop­
ment and spread are favored by warm, humid conditions. It 
causes a softening of the plant tissue that is generally easy to 
recognize by the greenish color which the fungus produces. It is 
usually restricted to soft, succulent tissue; however, it may some­
times occur on somewhat woody tissue that is moist or wet. 

Bot1'ytiS cinerea is present in most soils. It may attack the 
pods and the stems of young plants, producing a ,vater-soaked 
condition, followed by wilt and later death. Pods resting on the 
ground often become infected and develop a nlimy rot, which may 
result in considerable loss in transit. Infection is favored by 
wounds. On aboveground plant parts infection usually occurs 
where the old blossom has fallen on the plant 01' has been retained 
at the tip of the pod. Campbell (181) found that gray mold was 
most destructive where rows were close together, where the stand 
and growth of foliage were greatest, ,,'here the rows ran at 
right angles to the direction of the prevailing winds and where 
air movement was l'estrictecl. In pole beans, control suggestions 
included spacing the rows at least 5 feet apart, planting in hills 
or thinning the plants in drilled rows to approximately 4 inches 
apart. Limited tests with fungicides failed to give control. 

Phyllosticta Leaf Spot 

Geographical Distribution and Economic Importance 

The leaf spot caused by PhyUostict(~ ]J7wspolina Sacco (853) 
is often fO~l1ld on beans grown in the eastern anel southern parts 
of the United States, but usually it is not serious. It has a wide 
distribution in foreign countries, having been reported from 
Belgium (650), Brazil (099), Bulgaria (/;20), Canada (291), 
Denmal'k (000), Japan (510), Sel'bia (809), and Union of South 
Africa (287). 

Symptoms 

Phyllostictn pliaseolinn is restricted largely to mature leaves, 
but it has been observed also on other parts of the plant (436). 
The spots (fig. 11, A), irregularly scattered over the leaf, are 2 
to 10 mm. in diameter anel have light centers and deep rusty­
brown margins. Lesions on the petioles and stems are narrower 
at first, but later they may extend around the petioles and halfway 
around the stems. Flower buds usual1y turn brown and drop off 
soon after infection. Small lesions, usually less than 1 mm. in 
diameter with dark centers and reddish margins, often occur on 
the pods. 

As the season advances, the disease becomes more severe and 
dark-colored lenticular pycnidia scattered over the centers of the 
spots appear. 

Causal Organism 

The pycnidia are 70,t to 90/( in diameter. The pycnospores are 
hyaline, mostly straight, ovoid to oblong, and <tIt to 6ft by 2ft to 
2.5ft· 
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Other species of Phyllosticta r(;ported on Phaseolus may 01' 
may not be identical with P. 1Jlwseolinct, Phonut subci1'cinata Ell. 
& Ev., reported by Halsted (418) on lima beans, seems to be 
different, 

Hosts 

Phyllosticta 2Jhaseolinct occurs on Phaseolus vul,qct)'is. P. I1t­
natis f. 1naCl'OCa1'pus, p, lJolystachios (P. 1)O~yst(tchyus), Sh opho­
styles helvo/(t, and Fiona cyNncll'ica. On kidney and lima beans 
and cowpeas, Smith (.926) produced characteristic leaf spots, 
sometimes sterile, with a pure culture of Phyllostictct phctseol-ina. 

Control 

Phyllosticta leaf spot is not generally regarded of enough eco­
nomic importance to require the application of control measures. 
Fungicides such as bordeaux mixture, fixed coppers, and carba­
mates might be effective. 

Sooty Spot 

Sooty spot, caused by a species of Hetm'ospori1un, develops 
occasionally on beans in the latter part of the growing season in 
commercial field plantings in the greenhouse, 

The organism is a weak parasite on beans and is able to estab­
lish itself only under the most favorable conditions. Infection 
begins on the upper surfaces of the lower and mature leaves. 
Sooty spot (fig, 12, D) is characterized by the formation of nu­
merous almost black fascicles of mycelium on the upper surface 
of the leaf. The fascicles may appeal' on any part of the leaf, but 
frequently they are clustered at the base about the petiole 01' neal' 
the margin 011 only one side of the midrib, The leaf gradually 
turns yellow as the number of spots increases and finally drops 
off. The surfaces of yellow, almost dead leaves, are mostly covered 
with thick mycelial growth and conidia. The fungus appears to 
grow superficially over the epidermis, and necrotic lesions are 
not produced, Symptoms on the petioles and lamina are almost 
identical. 

The spot may develop on VelY young pods. The symptoms on 
the pods differ somewhat from those on the leaves in that the 
spots have a more nearly even border (fig. 12, C), With the in­
crease in the age of the pods, the mycelium spreads over addi­
tional surface, forming an almost continuous covering of black 
hyphae. 

Peduncles are also attacked, Infection has not been observed 
,.. on the stem. 

Texas Root Rot 

Geographical Distribution 

Texas root rot, caused by Phymatot1'ichwn O1nnivo1'lt1n (Shear) 
Dug. is perhaps best known as a disease of cotton and alfalfa. 
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It occurs in Arkansas, Aloizona, California, Louisiana, Nevada, 
New Mexico, Oklahoma, and Texas. It has also been l'eported from 
Mexico by Ramirez (804) 0 Although it may be restricted to spots 
in the field, such is not always the case. These infested spots, 
which enlarge from year to year, can usually be identified frol11 
the behavior of the plant growth on themo The disease is worst 
on black, poorly drained soils. 

Symptoms 

Texas root rot appears about the time the plants begin to 
bloom as a sudden wilting of the plant. The infected surface is 
darkened, sunken, and softened so that the epidermis may be 
easily peeled from the roots and crown. Occasionally the diseased 
parts are coveloed 'with minute, wartlike masses consisting of 
whitish to yellowish fungus threads. Young, slightly infected root­
lets, or even those partly destroyed, m:e orten colored a pinkish 
buff. 

Causal Organism 

Nornenclature 

Texas root rot was attributed by Pammel (745) to Ozonium 
(mrico1nn1l1, Lk, although he recognized that the Texas root rot 
fungus differed essentially from that specieso In 1907 Shear (f}{)2) 
described it as a new species, O. omnil'OI"WI1 Shearo In 1!H6 Duggar 
(301) reported the presence of conidia-bearing hyphae on tht' 
characteristic mycelium of the Ozoniwn founel on the root~ of 
affected plants. The conidial stage of the fungus studied by Dug­
gar (SOl) was referred to the genus Phym,(Ll0 lTichu?n, and the 
new combination P. omnil'Ol"llm was proposed. Duggar "'as un­
able to obtain infection by inoculation with conidia. In 1!)~5 
Shear (90;3) found a hymenomycete Oil the stem of an Osage­
orange (J.v!aclnm anrallliaca Kutt.; now called jV. pomife/O(l 
(Raf.) Schneid.) in close association with mycelium of the Texas 
root rot fungus, anel on the strength of this association described 
it as lIyclnwn omnil'ol"lon Shear. He was unable, however, to 
demonstrate the connection between Ozoniw1L and the HydnIl11l .. 

Morphology 

Duggar described three fairly distinct types of mycelium, Le., 
the large-celled type, the strand hyphae, and the acicular type. 
The large-celled type, measuring as much as 20ft in diameter with 
cross walls 60f~ to 120p. apart, is strikingly similar to Rhizoctonia 
and is found abundantly on the margins of the conidial areas. 
The acicular type; derived from the arachnoid mycelium, has 
fairly rigid hyphae, branching in pairs and at right angles. In .~ 
the early stages of growth, the hyphae are nearly hyaline but 
become brownish with age. Duggar found that the spores were 
produced at first on the chm:acteristic, large hyphae and on small 
branches of those hyphae that make up the strands. The attached 
conidia were formed in heads about short, swollen, but not neces­
sarily spherical, branches of the strand, or shott-celled, hyphae. 
A sc1el'otial stage was described by King and Loomis (561). 
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Pathogenicity 

Pammel (745), Duggar (,301), and Shear and Miles (904) 
studied the disease extensively, but they did not record successful 
inoculation experiments. Satisfactory proof of parasitism, how­
ever, was later obtained by King and Loomis (561) and Tauben­
haus and Ezekiel ([}.f)6). 

Control 

The Texas root rot fungus attacks a large number of wild 
and cultivated plants. Beans are listed by Taubenhaus, Dana, and 
\Volff (.9.%) as one of the highly susceptible crops. It was believed 
at one time that the grasses and cereals were immune to the 
disease, but Taubenhaus and Ezekiel (.998) later showed that the 
monocotyledons as a group were highly resistant and that most 
of the dicotyledons were susceptible. On the other hand, King and 
Loomis (561) reported root rot on certain grasses in Arizona. 
This fact should be taken into account when a crop rotation is 
being planned for Texas root rot control. 

Crop rotation of 3 01' 4 years with highly resistant crops, such 
as those belonging to the grass family, has been recommended by 
several investigators. The grasses shown by King and Loomis 
({i61) to be susceptible should not be used. During the rotation 
period all weeds should be destroyed, as many of them are highly
susceptible. 

Rea (814) claimed that uninfested parts of a field may be 
protected from infestation by a barrier of closely planted sorg­
hum, a nonsusceptible crop, and also that the usp of organic 
manures, clean fallow, and deep tillage would reduce the loss. 

Other investigators who studied methods of control are Dug­
gar (JOO), Shea]' and Miles (.904), Peltier, King, and Samson 
(760), King (5{j(), and Eaton and King (;313). 

Web-Blight 

Geographical Distribution and Economic Importance 

Web-blight is caused by Rhizoctonia 1nicl'o,<;c~el'otia l\1atz, 

which was described by l\fatz (65.9) as the cause of a disease of 

figs in Florida and later of a destructive wilt of beans and co\\r­

peas in Puerto Rico (urn). \Veber and others reported it on beans 

in Florida (lO.9J) amI on a number of other hosts in Alabama, 

Louisiana (;;8), ancl Texas (10.94). It also occurs in Brazil (276), 

Burma, Ceylon, Japan, and the Philippines (1094). That web­

blight possesses great destructive potentialities was shown by the 


,. investigation of \Veber (J 094), who reported serious losses to 

snap and lima beans in Flol'icla over a period of several years. 


Symptoms 

The ·web-blight fungus produces small, circular, water-soaked 
spots on the leaf and spider-weblike mycelial growth on the stems, 
pods, and foliage, in which many small, brown sclerotia are em­
bedded. Invaded cells die by the time the spots attain 1 mm. in 
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diameter. The spots are much lighter in color than the adjacent 
healthy tissue and appear as if they had been scalded. The diseased 
areas, varying from 1 to 3 cm. in diameter, later become tan 
brown and frequently zonate and are surrounded by dark borders. 
As the infected area enlarges, light-tan hyphae develop on both 
surfaces of the leaf and spread rapidly over the noninfected areas, 
With favorable weather conditions the mycelium spreads to all 
parts of the plant, binding the leaves, petioles, flowers, and pods 
together with a web or mat of hypha1 strands. 

The pods are attacked in all stages of their development. On 
young pods the early infections are light tan and irregular in 
shape. On mature pods the spots are dark brown, more or less 
::ircular, slightly zonate, and definitely sunken. When the spots 
are numerous they involve the entire pod; when few and scat­
tered they enlarge up to 1 cm. in diameter, 01' as much as the 
width of the pod. The ovules may also be attacked. 

Causal Organism 
The causal organism was first described as Rhizocton'ia mic1'o­

scle'l'otia Matz. Later the basidial stage was found on beans and 
figs by Weber (1094). Basidiospores from both hosts were germi­
nated on potato-dextrose agar, and the mycelia and sclerotia 
from the two sources were indistinguishable. Cultures from both 
sources differed from those obtained from basidiospores of C01·ti­
ciun~solani and C. stevensl~i Burt (1094). The results of different 
investigators with the organism lead to the conclusion that it 
should now be known by the name C. miCl'osclerotia (l\fatz) 
Weber. More recently Rogers considered it as a synonym of 
Pe:licula?'ia fila111,en tosa, (Pat,) Rogers, and in 1953 the name P. 
filamcntosn f. sp. m,ic1'osclel'otin (Matz) Exner was proposed. 

Matz (659) described Rhizoctoni(L m,icl'Oscle'l'otin as follows: 
Sclerotia superficial, small 0.2 to 0.5 mm. in diameter, white when young, 

brown to dark brown at maturity, nearly homogenous in structure and color, 
sub-globose, free from tufted mycelium, not smooth usually single, some­
times conglomerated. 

Vegetative hyphae 6 to 8JL wide, first hyaline and granular, brown and 
more or less empty with maturity, septate. 

The basidiospores are oval, hyaline, thin-walled, 9p. to ll{-L 

long and 5p. to 61L wide. 
Hosts 

The causal fungus parasitizes the foliage and fruit of a num­
ber of wild and cultivated annuals and perennials. Inoculation 
experiments have demonstrated that the fungus is parasitic on 
such vegetables as tomatoes, beets. eggplants, cucumbers, canta­
loupes, watermelons, and carrots. The wide range of hosts would .. 
suggest that extensive losses may be possible in those sections of 
the country where the crops are grown during the season of the 
year when high temperature and high humidity occur. 

Control 
In the Tropics beans should be planted so that they may com­

plete their growth before the beginning of the rainy season. The 
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planting should be well-aerated situations in rows and not broad­
cast. Rotation should be practiced with nonsusceptible crops, such 
as tobacco, corn, and grasses. 

,- Baderial Diseases of Maior Importance 

Common Blight 

Geographical Distribution and Economic Importance 

Common blight, caused by Xanth01nona~ phMeoli (E. F. Sm.) 
Dows., is often prevalent in all the States east of the Rocky 
Mountains. While it may occur in California, Idaho, Nevada, 
Washington, and Oregon, common blight rarely causes enough
loss to be of an)r economic importance. 

Common blight has been reported from Australia (644), Bul­
garia (57, 572), Canada (.988), China (882), France (275), 
Hung'ary (558), Japan (511), Madagascar (119), Norway (545), 
the Philippines (884), Russia (378), Spain (25), Turkey (128), 
Union of South Africa (286), Uruguay (95), and Yugoslavia
(999) . 

It is not always possible to separate the losses caused by the 
common and halo blights, They frequently occur together in the 
same field and probably on the same plant. 

In 1928 Hedges (467) reported heavy losses from common and 
halo blights in several of the Westel'l1 and Southern States. In 
some fields the crop was almost a complete loss. No accurate 
estimate of the total losses caused by these two diseases is pos­
sible, but such losses amount to an enormous sum (865). 

The severity of the blights varies more or less from year to 
year, depending somewhat on weather conditions. In 1918, 75 
percent of the fields in New York Ivereaffected and serious losses 
occurred. In 1919 losses ranged from 40 to 60 percent of the crop 
in Colorado. The losses to snap beans in 1936 in the United States 
weve estimated to range from a trace in several States to 20 per­
cent in Colorado and 50 percent in Oklahoma. Calculated on the 
basis of weight, the losses were more than 3,400,000 pounds of 
snap beans and about 34,700,000 pounds of dry beans. These 
estimates are not so high as they were in some previous years. 
Losses of about 22 to 28 percent of the seed yields of snap beans 
and 25 to 30 percent of the field beans occurred in \-Veld County, 
Colo., in 1937 (1204). Andersen (88) estimated that bacterial 

,- blights caused a $3,500,000 loss to growers in three Michigan 
counties in 1951. In 1953 the disease was widespread in western 
Nebraska, and the loss caused was estimated at a little more than 
$1,000,000. 

Symptoms 

See Halo Blight (p.74) and figures 13, 14, 15, and 16. 
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Causal Organism 

Nomenclature 

Common blight was recognized for the first time in the United 
States by Beach (82) in 1892. About the same time Halsted (417) 
described a bacterial disease of the pods and seed of beans and 
obtained positive results from inoculations. In 1897 Smith (928. 
929) described and named the organism Bacillus 1Jhaseoli E. F. 
Sm. In 1901 Smith (980) described the cultural characteristics of 
the organism and transferred it to the genus Pseudomonas. Up 
to that time l\Iigula's (674) classification had been followed by 
most bacteriologists. In 1905 Smith (981) transferred the name 
of the blight organism to the genus Bncteriu,?}t, so that it became 
Enct. 1Jhaseoli. Later another system of classification was proposed 
(90) ; if this were followed, the blight organism would be known 
as Phyto))lonCl8 pha'<;(Joli (E. F. Sm.) Bergey et a!. Later the name 
\Vas changed to Xanthonwnas 1)haseoli (2fJ4). 

Morphology and Physiology 

For a complete description of XanthOtnon{Ls phaseoli consult 
Elliott (821, 11P 128-131). 

Hedges (468) compared culturally X(Lnthomonas ph(tseoti var. 
soiense (Hedges) Starr and Burk. with X. phaseoli. ]\fany disease­
producing bacteria are very similar culturally to X. phaseoli, and 
their separation is often possible only by their associations with 
definite diseases of certain hosts, the difference being biological. 
Such is the case with X. campestns (Pam.) Dows., the cause of 
black rot of cabbage, and X. phaseoli. Because of the similarity 
of some of the well-known pathogens, Link and Sharp (607) 
attempted to differentiate serologically X. cwnj)('.'ih·is. COl"yn('­
bacteriunt flaccmn/aciens, X. phaseoli, and X. phaseoli var. so­
jense, and found that these four pathogens could be distinguished 
by agglutination tests. Serologically, X. ('uJn}J('.<;tJ·is is closely 
related to X. 1Jhaseoli and X. 1)}wesoli val'. so.iense, but not so 
closely related to C. flaccumfaciens. Sharp (.900) reported mor­
phological, physiological, serological, vil'lilence, ancl acid-agglu­
tination studies on the organisms just mentionecl, with the excep­
tion of X. cantpest?'is, and concluded that the three species dif­
fered and could be differentiated by the use of the agglutination 
test. 

Elrod and Brown (830) found that the Xanthom.onas phaseoli 
group had common group components. Absorption of any of the 
individual antiserums by a heterologous organism of the group 
left specific factors and Temoved all group components. Starr 
(.966) studied the minimal nutritive requirements of many species 
and varieties of the genus Xanthomonas, excluding X. phaseoli 
and X. pha.c;eoli val'. f'ltscans. 

Hedges (472) studied the changes in Xanthonwnas phaseoli 
which occurred during 2 years' association with common bean 
mosaic virus in vivo. A decrease in toxicity during this period 
is considered to be the result of the increased development of the 
weekly pathogenic R to S white and nonpathogenic Spink vari. 
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ants, which resulted in the partial subordination of the virulent 
S yellow form of the bacterium. 

Sherf (908) has shown that slant cultures of Xanthomonas 
phaseoli covered with a layer of sterile mineral oil have retained 
their viability and pathogenicity for at least 13 to 18 months. 

Feder and Ark (889) have obtained a toxic complex and poly­
saccharide component fl"om Xanth01nonas 1Jhaseoli that induces 
a wilt in Russian Mammoth sunflower and Bonny Best tomato 
cuttings. Leach and others (5.95) reported that the exudate was 
a polysaccharide-like substance with a molecular weight above 
19,000,000, as determined by light-scattering measurements. Max­
imum live-cell content was reached on the fourth or fifth day on 
glucose agar, the stationary phase lasting until the seventh day, 
after which the count decreased rapidly. Approximately 50 per­
cent of the cells survived in drops of exudate collected before 
the seventh day and dried on coverglasses over Drierite. Twelve 
percent were still viable after storage for 440 days at 5° C. and 
20 percent relative humidity. 

Hedges and Fisher (474) studied the effect of supplying various 
levels of nitrogen to bean plants infected with a mixture of com­
mon bean mosaic and XCLnthol1wnas 1Jhaseoli and found that the 
most virulent development occurred when most optimum growth 
of the host occurred. 

Pathogenicity 

The pathogenicity of Xanthomonas phaseoli was demonstrated 
in 1897 (929). Since then the organism has been extensively 
studied by many investigators in the United States and in many 
foreign countries. Infection takes place through the stomata, and 
successful inoculations can be obtained by rubbing the leaves with 
a suspension of the causal organism or can be obtained less easily 
by spraying the leaves with a fresh culture and confining the 
plants for about 24 hours in an infection chamber. When the 
plants are inoculated in this way, the bacteria frequently enter and 
follow the vascular bundles for some distance from the point of 
entrance. 

Some investigators prefer to confine the plants some hours in 
a moist chamber at a high humidity before inoculation. The 
relation of humidity to infection has been investigated by Zau­
meyer (1170) in a series of experiments in which he confined 
plants in a moist chamber for 24 hours before and 24 hours after 
inoculation. His results indicated that infection was obtained 
without premoist treatment when plants were held in an infec­
tion chamber for 24 hours after inoculation. 

Several methods of inoculation have been used to evaluate the 
resistance of varieties and hybrid seedlings. Carborundum dusted 
on the leaves before rubbing with a pad soaked with a suspension 
of the organism increased infection (109). This method has been 
used by the authors very successfully. A multiple-needle inocula­
tor consisting of 90 No. 0 insect mounting pins with their head 
ends embedded in a cylinch:ical block of sealing wax has been used 
to puncture primary leaves that have been placed on a rubber or 
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cellulose sponge saturated with bacterial suspension (45). The 
reaction area is measured quantitatively after 12 to 14 days. 
r::.ddgmon (132) obtained the highest percentage of infection 
when the plants were atomized with a bacterial suspension, both 
in the seedlin,g and mature stages, under high relative humidity. 
When time is not a limiting factor and good germination is not 
required, he recommended needling or soaking shoots in a bac­
terial suspension. 

Dissemination 

The methods of dissemination of the causal organism are im­
portant because of their relation to possible control. The manner 
of distribution can be divided into two categories: (1) Over long 
distances, as from one part of the country to another; and (2) 
from plant to plant or from field to field. 

The disease is seedborne and is capable of being transported 
over long distances. Since it is the usual practice for canners 
and seed dealers to purchase seed from seed firms for distribution 
to farmers, the shipments may be from the west to the east coast. 
In fact, seed grown in Colorado, Idaho, New York, and in several 
other States is shipped throughout the Middle West, East, and 
South for planting. If this seed is produced where the bacterial 
blights occur, it is likely to be infected, and as a result dissemina­
tion by that means to all parts of the country actually occurs. 

Infected seed becomes the source of considerable local dissemi­
nation. Plants grO\Vll from infected seed frequently bear IQsions 
on the cotyledons, cotyledonary nodes, or the primary leaves. 
These lesions gradually enlarge, and, if the w'eather conditions are 
sufficiently humid, slimy masses of bacterial exudate accumulate 
on the surface. From the slimy mass the bacteria may spread 
to other plants by several different agencies. Rain accompanied by 
wind washes the bacteria either to other parts of the plant or 
to other plants where, if conditions are ideal, new infections 
start. These plants become centers of infection for nearby ones. 

Menzies (665) used artificially esta!blished infection centers 
in beallfields irrigated by sprinkler for various time intervals, 
and found that practically no spread of blight infection was 
obtained during July and August with up to 30 hours of con­
tinuous irrigation. In September, as the crop approached matur­
ity, disease sometimes developed rapidly but because of late 
occurrence the damage was negligible. He concluded that be~ms 
grown in the Columbia Basin of Washington can be irrigateli by 
overhead sprinkling without serious danger from bacterial blight, 
provided they are planted early enough to mature before October. 

Insects have been reported to spread bacterial blight from 
plant to plant. Sackett (864) stated that "insects play an im­
portant part in disseminating the trouble." It is possible that 
many insects that visit bean plants carry the bacteria on their legs 
or other parts of their bodies and distribute them to other plants. 
Grasshoppers (Melanoplus spp.) and the Mexican bean beetle 
(Epilachna varivestis Muls.) have been shown to be agencies 
in dissemination. 
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Fields of beans with only a small percentage of infected plants 
have become severely damaged by blight within a few days after 
a severe windstorm and hail. The ,,,ounds made by the hail serve 
as infection courts for the bacteria. 

How the blight organisms overwinter, especially in the North­
ern States, where the winters are long and the temperatures low, 
has been variously argued. There are several plants other than 
beans that are susceptible tv Xanthornona.s phaseoli, and in the 
South, where a succession of crops is grown throughout the year, 
the perpetuation of the organism by a series of different hosts is 
not improbable. In fact, beans may be grown most of the year 
in some of the Southern States. Harrison and Barlow (435) 
stated that the bacteria can live over at least one winter in the 
stems and leaves, if these are allowed to remain on the ground. 
McCready (620) stated: 

The disease is carried over from year to year in the seed from a dis­
eased crop, in the soil on which a diseased crop has grown, in straw from 
infected fields, and in bedding or manure. 

Muncie (703) isolated the blight organism from diseased bean 
stubble that had remained in the field over winter. 

Zaumeyer (1170) related observations that lend support to 
the possible overwintering in the field of the blight organism. He 
observed that beans planted in a field where the disease was 
prevalent one year became severely infected the following year, 
while seed from the same source gave a clean crop when grown 
on noninfested nearby fields. Circumstantial evidence indicates 
that the organism can overwinter in the soil. 

Hedges (478) placed lima bean leaves infected with Xaniho­
rnonas phaseoli into pots in the fall and kept them buried during 
the ,,,inter. The next spring she was unable to obtain any infection 
on snap beans planted in these pots. 

Soaking bean seed in a solution containing the nodule organism 
has been practiced to improve the growth of the plant. This prac­
tice is subject to some risk, especially if the seed should be in­
fected with blight. The blight bacteria escape from the seed into 
the water and contaminate all the seed in the lot and great losses 
have resulted (1170). This practice is condenmed by Barss (77), 
who pointed out that the soaking of the seed in a liquid culture 
of Bacill'us mclidcola Beij. (Rhizobiurn phaseoli Dang.) for nodule 
inoculation results in a general contamination of the entire seed 
lot, even if only a few seed are infected by blight bacteria. 

Pathological Histology 
Under natural conditions XanihOl1wnas phaseo{i enters the 

leaves through stomata or wounds. It then invades the intercellu­
lar spaces (561), causing a gradual dissolution of the middle 
lamella. Later the cells begin to disintegrate with the formation of 
bacterial pockets. The bacteria may enter the stem in three ways: 
(1) Through the stomata of the hypocotyl and epicQtyl; (2) 
through the vascular elements leading from the leaf, and (3) from 
infected cotyledons. Bacteria together with the matrix in the 
xylem vessels may cause a wilting of the plant, either by plugging 
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the vessels or by the disintegration of the cell walls. Because of 
the composition of the cell wall, little infection is found in the 
secondary xylem. 

The pathogen is harbored below the seed coat. It enters the 
sutures of the pods from the vascular system of the pedicel and 
then passes into the funiculus and through the raphe leading 
into the seedcoat. The micropyle also serves as a point of entry 
into the seed. Direct penetration through the seed coat has not 
been observed. 

The bacteria either remain in the seed coat or pass into the 
region of the cotyledons and enter these structures when the 
seed germinates. With the increase in the size of the cells after 
germination, rifts in the epidermis of the cotyledon are formed 
and the bacteria pass through these openings into the intercellular 
spaces of the cells below and may invade the entire cotyledon. 
The vascular elements may be invaded; whence, infection of the 
young plant takes place (932). Microchemical tests have shown 
that after germination a great share of the cotyledonary tissue 
becomes soluble, and bacterial action is probably influenced to a 
great extent by the solubility of this material. 

Allington and Chamberlain (31) studied the multiplication of 
Xanthomonas phasea;i in a susceptible plant, bean, and in a re­
sistant plant, soybean. Multiplication in the intercellular spaces 
was about equal for the first day in both plants. After 5 or more 
days the inhibitory effect of soybean to X. phaseoli was manifested 
by the less rapid increase in the bacterial population. 

Sanford (869) recovered a mixed bacterial flora from thin 
sections cut aseptically from the steles of apparently healthy 
beans. Thomas and Graham (1018) recovered six different species 
of bacteria from apparently healthy bean plants, among them 
were: Xanthomonas phaseoli, X. phaseoli val'. fuscans, and C01'Y­
nebacteriurn flaccumfaciens. Schnathorst (879) isolated bacteria 
from certified bean seeds produced in Idaho and from plants 
grown from such seed. The genus Bacillus was most prevalent. 
None of the bacteria were pathogenic. 

The pathological histology caused by Pseudomonas meclicaginis 
val'. phaseolicola is almost identical with that caused by Xan­
thornonas phaseoli. The histology of both is very different from 
that caused by C01ynebactm'iu1n fl.accwnfaciens. 

Hosts 
XanthQrnonns 1Jhaseoli has been repol'tec1 to be pal'~sitic on 

Phaseolus rnungo, P. (m1'eUS, P. coccineus, Dol'ichos labl.ab L, 
St1'ophostyles helvoln (377), Glycine ?nax (L.) 1\1errill, p, lnned'll.s, 
P. acutifoU'US val', lntifolius, P. (tConitijol'ius, P. angulcwis, Vignn 
sinensis, Stizolobiu?n deeringinmt?n Bort., and Diwimts 1Jolyphyllus 
Line!!" in addition to the garden and field beans. Sherwin and 
Lefebvre (909) found none of the cowpea varieties they tested 
were susceptible to X. phaseoli. 
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Control 

Spraying and dusting have not been generally effective in con­
trolling common blight of beans, although Christow (208) obtah1ecl 
good control by spraying 'with bordeaux mixture. Edgerton and 
Moreland (317) did not obtain satisfactory results with this spray. 
Burke and Starr (154) found that bordeaux mixture (12.75 per­
cent) dust and spray, puratized spray (5 percent, 1 in 800), and 
cuprox dust (copper oxychloride) were the best treatments on 
hail-damaged plants, while bordeaux spray, bordeaux dust, and 
puratized spray were the most effective on undamaged plants. 
None of the treatments gave complete control. 

The use of clean, or disease-free, seed is the most important 
remedy and will usually give a commercially profitable crop so far 
as bacterial blight is concerned. Clean seed cannot always be 
obtained, but a considerable quantity of it is being grown in those 
parts of the intermountain region of the West and of the Pacific 
Coast States where bacterial blights are not a factor (626). Some 
of the seed grown in these regions is practically free of seedborne 
blight and should be demanded by canners and seed dealers for 
distribution to the farmer. Crop rotation should be practiced along 
with the use of disease-free seed. The damage from the disease is 
often correlated with the date of planting. Damage is not usually 
very severe until during the hottest part of the season, and if the 
crop can be planted early enough it will mature the hottest weather 
and possibly escape severe injury. 

In Ne,,' South Wales (1128) seed raised for certification is 
grown in high rainfall areas, where it is easier to detect trace in­
fections of blight than in add regions. There are no areas "rith a 
sufficiently low rainfall to permit the consistent production of 
blight-free seed of susceptible varieties unless clean seed is used 
for a seed crop. No tolerance for blight is allowed infields under 
certification. 

Katznelson (54fJ) and Katznelson and coworkers (.,),50) have 
developed a technique to detect rapidly internal seed infection by 
Pseudomonas phaseolicola and XanthomonCls p7wseoli. The method 
is based upon the increase in number of phage particles when the 
bacteria are present in a sample. 

Several investigators have tested numel'OUS varieties with the 
hope of finding some that could be recommended for planting and 
that could be used as parents for the breeding of (lisease resist­
ance (14. U2, 1.52, 164, 208, ;:1;]2, 366, 451 .. 718, 808, .983, .1080, 
1170). 

Variety trials for disease resistance show that no varieties are 
immune. Some may be more tolerant than others, but under con­
ditions very favorable for blight development all of the ClllTent 
snap bean and field beans grown in the United States are severel~' 
damaged. Fullgreen (46), released in 1950, is reported to be 
resistant to common blight. It possesses a greater degree of re­
sistance to halo blight than common blight. 

The bacterial blight Qrganism lives for several years in the seed. 
and some investigators have advised not to plant infected seed 
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until the bacteria die. This practice would not be practicable, 
however, unless the seed would outlive the bacteria. Under certain 
conditions the seed loses its vitality in a few years. Christow 
(208) found 7-yeaT~old seed practically free of live bacteria and 
germinating satisfactorily. He advised, however, not to use seed 
more than 8 years old. Rapp (811) found seed 2 to 3 years old 
free of blight. More recently, however, the blight organism has 
been isolated from seed that wa,~) 10 years old. 

Seed treatments for common blight control have. been recom~ 
mended by several investigators, but in general they have n()t 
been used. Edgerton and Moreland (317) treated seed for 18 to 
20 minutes in a solution of either 1 to 50 benetol or 1 to 1,000 
corrosive sublimate. 

Person and Edgerton (76.'1) reported promising results in the 
treatment of blighted seed by immersing it 12 to 14 minutes in 
a solution of 1 to 500 mercuric chloride in 70 percent ethyl alcohol 
plus 2 percent .acetic acid. Effective control of initial infection 
of the primary leaves was obtained in all tests. 

Kreitlow (576) employed several different solutions as dis~ 
infectants and reduced the amount of blight from 23.6 percent 
in the untreated to 0.2 percent in the treated lots. The yields 
were 2 to 7 times those of the controls. Effective control was ob­
tained by use of the following solutions: (1) 1 to 500 mercuric 
chloride in diethyl ether; (2) 1 to 20,000 brilliant green in 50 
percent ethyl alcohol plus 3 percent acetic acid; (3) 1 to 500 
mercuric chloride in 70 percent ethyl alcohol plus 3 percent acetic 
acid; (4) 1 to 20,000 gentian violet in 50 percent ethyl alcohol 
plus 3 percent acetic acid. 

Burke (154) reported that seed trea'cment with dry heat at 
80° C. for 35 minutes followed by New Improved Ceresan for 
24 hours proved effective in reducing the number of diseased 
plants from infected seed. 

The antibiotics Aureomycin (182.1101). streptomycin (220), 
Circulin (220), and Polymyxin (549) have been effective against 
Xanthornonas phaseoli in vitro. The number of diseased plants 
grown from infected seed was reduced when the seed was soaked 
in a 1 to 100 aqueous solution of streptomycin prior to planting 
(153). Dihydrostreptomycin sulfate and streptomycin sulfate 
were absorbed by the stems of bean seedlings and translocated 
upward to the primary leaves. Within 3 to 4 days they accumu­
lated in sufficient amounts to inhibit or prevent the growth and 
development of halo and common blight organisms (684, 685, 
686). 

Marlatt (653) reported that streptomycin used as a spray or 
dust and in seed treatments failed to control common hlight under 
field conditions in· New Mexico. 

Gray (397,398) showed that the addition of glycerin to strep­
tomycin sprays caused a marked increase in the effectiveness of 
the antibiotic against the common bacterial blight of beans in 
greenhouse tests. 

Chemotherapeutants have been applied lX" beans, but none has 
yet proved suitable for practical control (284), 
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ruscous Blight 

Fuscous blight, caused by Xctnthomonc~s 7Jhaseoli val'. f'uscans 
(Burk.) Starr and Burk., was isolated by Burkholder (166) from 
beans grown in Switzerland. 

Geographical Distribution and Economic Importance 
XanthornoncLS phaseoli val'. fuscctns has been reported from 

Colorado (1002), Michigan (33), l\fontana (1002), New York 
(168), Wisconsin (168), and Wyoming (.1002). The disease has 
also been found in Al1I,tralia (8), Russia (51, 332, 373), South 
America (168), SwitzeJ."land (166), and Yugoslavia (1000). 

Because of the siJ1:Iilarity of symptoms between fuscous and 
common blight, the damage caused by fuscous blight is not known. 
The writers have isolated the causal organism from infected 
plants growing in Colorado, :iVIontana,. Nebraska, and 'Wyoming. 
Andersen (32) made isolations from infected seed delivered to 
the elevators anel found that 75 percent of the seed was infected 
with Xanthomona,.<; 7)haseoli var. tuscans. 9 percent with X. 1Jhase­
oli, 3 percent with C. flaccu111,faciens. and 13 percent with weakly
pathogenic unidentified organisms. 

Symptoms 
The symptoms of Xanth01nonas phaseoli val'. tuscans produced 

on seedlings and older plants are not significantly different from 
those caused by X. 1)Izaseoli, except that in some cases a slight 
hypertrophy develops in the tissue about wounds on the stem. It is 
the writers' experience that in greenhouse inoculations the symp­
toms are more severe on plants infected with fuscous blight than 
on plants infected with common blight. On young seedlings, con­
siderable darkening of the stem occurs about the point of artificial 
inoculation. 

Causal Organism 

Morphology and Physiology 

The reader is referred to Elliott (S21, 1J1). 131-132) for a com­
plete description of Xanthomonas phaseoli val'. fll.':;cans. 

Dissemination 


Same as common and halo blights (pp. 68 aml 82). 


Hosts 
Burkholder (166) obtained infection on Phaseolus 7'ul,qaris, 

P. lunatus, and P. coccinells. 

Control 
Control of fuscous blight is similar to that recommended for 

common blight (p. 71). 
Burkholder and Bullard U77) tested 40 bean varieties for 

their reaction to fuscous blight infection and found Great North­
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ern U. I. No.1 and Norida to be the most tolerant. The Scarlet 
Runner bean (P. coccineus) was more resistant. The reaction of 
additional varieties has been listed by Cornell workers. 

Halo Blight 

Halo blight, caused by Pseudomonas phaseolicola (Burk.) 
Dows., was first described by Burkholder (165) in 1926. 

Geographical Distribution and Economic Importance 

In the United States halo blight occurs in the same general 
areas 'where common blight is found. 

Halo blight has been reported from Australia (15, 18, 345), 
Belgium (651), Brazil (697), Canada (223,311), Denmark (395, 
1091), England (1116,1117), France (581) 582), French Mor­
occo (1), Germany (107, 126, 569) 962, 963), Kenya (717), 
Mauritius (739), the Netherlands (1119), New Zealand (824), 
Poland (1169), Russia (373), South Africa (1063), Spain (872), 
Switzerland (166), Tasmania (293), and Uruguay (95). 

Halo blight is less important than common blight in the United 
States, mainly because most of the field bean varieties in the 
United States are resistant. Halo blight is favored by cool temper­
atures and common blight by warm temperatures. This accounts 
for the more general occurrence of common blight in the South 
on snap beans. 

Symptoms 

The symptoms of the halo and common blight diseases are 
very much alike. It is seldom possible from a superficial examina­
tion to be certain which disease is present. In many cases, isola­
tion of the organism provides the only means. In foreign countries 
halo blight has often been referred to as the grease spot, a name 
that is quite applicable to the spots on the pods (fig. 16). The 
halo blight spots are water-soaked, possibly more so than those 
caused by the common blight (fig. 15, D), but water soaking is 
not a dependable characteristic, since the degree is somewhat de­
pendent on weather conditions. Both organisms cause stem girdle 
(fig. 15, C). Both are said to cause wilt, but in the writers' ex­
perience, wilting is not common in the United States. Both dis­
eases affect the seeds, pods, leaves, and stem in a similar manner. 

The first symptoms produced by Pseudomonas medicaginis val'. 
phaseoUcola on seedlings are identical with those produced by 
Xanthonwnas phaseoli, being small, water-soaked spots on the 
underside of the leaf or leaflets that enlarge and coalesce with 
similar infected areas (fig. 14, B). Later, P. n~edicaginis val'. 
phaseolicola produces a halolike zone of greenish-yellow tissue 
(fig. 14, A) outside the water-soaked area that aids in distinguish­
ing halo blight symptoms from the symptoms produced by X. 
phaseoli. The latter ologanism causes the infected region to ap­
pear flaccid, giving it a sunscalded appearance. This area, en­
circled by a comparatively narrow zone of lemon-yellow tissue 
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8 
FIGt'f{I'; 1:1.""-C0l11I11011 hlight, euused by X(Olt/toIllOl1aS ]J1I(I.q(!oli: A, Infected 

sl>cd; B. pod ,:tJntaining both Iwalthy and diseased seed; C, disease-free 
s('('(1. 

(fig. l·t, C). turn::> bl'own ancl rapidly becomes necrotic and may 
be so extensiw' as to canse defoliation. 

A single water-soaked spot causer! by Pseudomonas meclicagi­
nis "aI·. ]JlIa.'u'o/i('o{a may procluce a halolike zone 2.5 cm. in dia­
meteI'. A chlorotic area apparently caused by toxins, which are 
pl'oclucecl by and work in advance of the organism, surrounds the 
infection court. Systemic infection of the plant may frequently 
produce considerable chlorosis and leaf malformation without the 
appearance of much external infection (fig. 14, D). 
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D 

FL<WRH J.1.~A.. Halo blight infl'ctioll, raus(·r1 by l'sl'lIdoll/lIl/{l~ ,,It(uwoli{·oill. 
showing yellow-gn·(.n al'NtS surrounding neCl'Otie lesions; E, early stag(' 
of infection of common hlight causer! hy Xantlio1l101UC,q phase ali, showing 
primary watpl'-soakpt! lpsiolls; C. a lat!' stage of thp disensl' showing tIl!' 
lesions bordered by hands of lemon-ydlow tissue; D, halo blight on tl'i­
foliate leafipts with systt'llli<- infection, causing malfo!'luation of \paflets. 

In the early stages of development, plants in a beanfield in­
fected with the halo blight organism often can be distinguished 
from those infected by XCLnlhomonns phas('oli by the character­
istic yellow color of the leaves. X. )J/WSC'0 Ii. on the other hanel, 
causes the leaves to turn brown quite readily, gidng the appear­
ance of a burning effect. The symptoms produced by Pseudomonas 
1nedicagini.s val'. plwseolicolcL on the stems, pods (fig. 15, A), 
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FIGUHE I5.-A, B, Halo blight, caused by Pseudomonas phaseolicola: A, 
Infection along suture; B, infected seeds from pod. G, D, Common blight 
caused by Xanthomonas phaseoli: G, Stem girdle; D, seriously infected 
pods showing exudate. 

and seed (fig. 15, B) are indistinguishable from those produced 
by the common blight organism (fig. 13, A), except when bac­
terial exudate is noted in the lesions. The color of the exudate of 
X. phaseoli (fig. 15, D) is yellow, 'whereas that of the halo blight 
organism is light cream or silver-colored. Infection of the sutures 
of the pod is common (fig. 15, A). 
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FWlil!£ lli.-l'od int('ctiolt caus('(l by l'sewlolilO//(Is ]I/iafl(!olico/a in the field; 
til<' (·)wdalp is 1ig-ht-cream 01' sil\"C'!'-('olol'cd, 

If the bacteda enter the vascular tisslie of the leaf, different 
symptoms develop. The in itial infection usually beg-ins in the 
small veinlcts, from which the bacteria pass to the larg-e veins 
and finall~' to the midrib. Severe infections produce reclclish dis­
colorations with water soaking of the tissues adjacent to the 
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veins. If the leaf infection starts from the petiole, the main vein 
and its branches appear water-soaked at first and later take on 
a brick-red color. 

The lesions on the stem of young seedlings are sometimes 
sunken and begin as water-soaked spots that gradually enlarge. 
Later they' appeal' as reddish streaks extending longitudinally 
along the stem. The surface of the stem often splits, and a bac­
terial exudate may accumulate in the lesion. 

In the earliest stages of pod formation a characteristic lesion 
knmyn as stem girdle, or joint rot (fig. 15, C), frequently de­
velops (705). It is very common in plants that originate from 
infected seed and is producwl by the organism developing intern­
ally in the stem. The InfpetlOll starts at tLe node above the coty­
ledonary attachment as a small water-soaked area and encircles 
the stem as it enlarges. Later, the c1iseasecl region becomes amber­
colored. The girdling is usually completed when the pods are 
half mature, and the affected stem is further weakened by the 
increasing ,,-eight of the top so that the plant often breaks at 
the node. 

The infections on the pod Inay OCCUr at any place as small, 
water-soaked spots that gradually enlarge. There may be distinct 
zoning and a narro,,-, reddish-brown or brick-red band of tissue 
surrounding the spot. Infections may occur in the \'ascular ele­
ments of the dorsal and ventral sutures, causing a water soak­
ing of the adjoining tissue. The infection often follows the vascu­
lar system of the sutures, finally entering the seed by way of the 
funicul us. 

Plants from infected seecl often exhibit a characteristic wilt­
ing, which consists of a slight drooping of the leaves at the pul­
vinus. During the daytime when there is a large amount of water 
loss, the leaves droop and become more 01' less flaccid, but they 
regain their normal position and turgidity again at night 'when 
the water loss is reduced. 

Both organisms may cause several types of lesions on the seed 
(fig. 13, A_). If the infection occurs -when the pods are young, the 
seed may rot or shrivel (fig. 13, B). If the bacteria enter by way 
of the funiculus, only the hilum ma~r be discolored. On dark-seeded 
varieties the discoloration is difficult to detect, but it is very 
noticeable on yarieties \dth white 01' light-colored seedcoats. 

Frequently seedlings grown from infected seed appear above 
ground with their growing' tips in.iured 01' even entirely destroyed. 
Injury of this type has been referred to as snakehead (see fig. 
28, B. C). If such plants do not die, buds may arise in the axils 
of the cotyledons anel produce a dwarfed plant with fe-w pods. 
Such injnry resembles that attributed to seed-corn maggot by 
Hawley (458) anel to the balc1head attributed by Harter (441) 
to mechanical injury. Large, angular, water-soaked areas fre­
quently occur on the opposite sides of the primary leaves at 
similar positions, indicating that the initial infection occurred 
while ther were still folded together. 

Goss (3.91) has recently shown that high temperatures modified 
the symptoms of halo blight anel that under the influence of such 

. 
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temperatures the typical halo was not noted, although the num­
ber of infected plants was greater than at lower temperatures. 
In such cases it would be impossible to differentiate the two dis­
eases. 

There sometimes occurs in the field a type of insect injury to 
the leaves that so closely resembles the symptoms of halo blight 
that the two can hardly be distinguished. The absence of bacteria 
in the symptomatic area at once precludes the possibility that it 
is the halo blight. The spots are more or less irregular in shdpe 
and outline and variable in size. They are a pale green to yellow 
and occur mostly between the veins and rarely extend beyond 
them, although the small veins or veinlets do not act as barriers. 

Often on the underside of the leaf at the center of each spot, 
a nymph of the white flY (Tl'ialcnrod"s almtilon('a) 1:1 may be 
seen. This is a very small insect scarcely visible to the unaided eye. 

Causal Organism 

Nomenclature 

At about the time Burkholder (165) recognized halo blight, 
Hedges (465) was studying a bacterial disease of the kudzu. In 
1927 she named and described the causal organism as Bacte1'iwn 
puerariae Hedges. A more complete account of the disease was 
published by her (4(jS) in 1928. Later she (46fJ) compared the 
kudzu and the halo blight organism, and as a result of cross­
inoculation studies discovered that the two organisms nroc1uced 
identical symptoms on both beans and kudzu. Burkholder's de­
scription having been published first. B(Lct. pnc)'n)'iae becomes a 
synonym, The organism is now classified as Psc1ldomonas 7Jlul.'wo­
licoln (Bnrk.) Dows, 

Morphology and Physiology 

The reader is referred to Elliott (821, ]J]J. 78-80) for a com­
plete description of Pselulomona.s '}J/uLSeolico/n. 

Adam and Pugsley (17) have shown that Pseudomonas phaseo­
licola may occur in at least two forms, smooth and rough, and 
listed the differences in physiological properties between the two 
forms. It was demonstrated by means of the agglutination test 
that the change from smooth to rough involves a corresponding 
modification of a heat-stabile or soma.tic antigen. The smooth 
strain was sensitive and the rough nonsensitive to a bacteriophage 
obtained from diseased bean see<ls. According to Pugsley (796) 
the halo blight organism possesses both a heat-labile and heat­
stabile antigen. 

Artemieva (51) made a comparison of the biochemical and 
serological properties of several isolates of PSellclOl1WnCLS phnseo­
licola, Xnntho1nonns 1JhcLSeoli val'. /lLScans, and P. m01'i (Boyer 
and Lambert). 

Israilski and Struminskaya found that extracts of beans in­
fected with different bean bacterial organisms gave specific pre­

13 Identifiecl by C. F. \V. illuesebeck, fOl"ll1el'iy principal entomologist, U. S. 
Department of Agriculture. 
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cipitin reactions with sera prepared against the corresponding 
organism. Similar results were obtained with infected seeds after 
removal of nonspecific precipitates (517). 

A selective medium was developed bJT Wilson (1126) to detect 
seed infection by Pseudom.onas lJha.seolicola. as well as isolation 
of the organism from soil and other sources. 

Pathogenicity 

Burkholder's (165) first account of halo blight carried con­
siderable evidence that infection would take place only through 
wounds. Spraying the pathogen on the plants gave negative re­
sults, whereas inoculations made through wounds produced good 
infection. He subsequently obtained different results, for he said 
in a later publication that the organism evidently gains entrance 
to the plant through the stomata, since mechanical injury is not 
necessary for infection to take place. These results are in agree­
ment with those of Zaumeyer (1174) and of Wager (1063), who 
had no difficulty in obtaining infection without wounding. When 
inoculated into the stem, petioles, or larger veins of the leaf, the 
organism enters the xylem and in some cases traverses almost 
the entire vascular system of the plant. The "Titers have experi­
enced no difficulty in obtaining good infection by spraying a sus­
pension of the bacteria on the leaves if the plants are confined 
in an infection chamber with a relative humidity of 95 to 98 per­
cent for about 24 hours after the inoculation. The infected leaves 
of very small plants often droop at the pulvini, and most of them 
die in about 14 days. Large plants are not so readily infected by 
the organism as are young ones. Good infection has been obtained 
in the field by inoculating plants with a bacterial suspension at 
200 pounds' pl'essure with a power sprayel·. No effort was made to 
maintain a high humidity after inoculation. 

At temperatures of 24° to 28° C. the symptoms of halo blight 
appear in 6 to 10 days and at slightly lower temperatures from 2 
to 3 days later (1.90). The typical halo symptom is noted chiefly 
at 20° and below", and occasionally a slight halo is present at 24 c. 

At 28° to 32° no halo symptoms are noted, but infection points 
are greater in number than at lower temperatures; the spots are 
small and somewhat inconspicuous. These can serve as a source 
of inoculum for the further spread of the organism. 

Jensen and Livingston (532) studied 13 isolates of halo blight 
and found that on the basis of pathogenicity and symptoms they 
fell into 3 main groups. Some of the isolates that produced only 
halo-less lesions at 28° C. gave rise to the typical halo form at 16° 
and 22", while others produced exclusively halo-less lesions at all 
3 temperatures. 

Skoog (918) reported that little or no toxin was produced by 
Pseu(101nonas pha.seolicola. when grown in pure culture at tempera­
tures of 20° C. or higher. The optimum temperatures for toxin 
production are below 20°, which corresponds closely with the 
optimum temperatures for the production of halo symptoms on 
bean leaves. Skoog found that the bacteria multiplied about 
equally in the resistant Red Mexican and S\lsceptible Red Kidney 



82 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

varieties for the first 3 days after inoculation. After this time 
a lower population was found in the Red Mexican. 

Johnson (539) obtained no infection of beans in the absence 
of water congestion in the leaf. The preexposure of bean plants 
outdoors for 5 to 10 days prior to inoculation increased the rate 
and amount of congestion and the amount of infection. 

Dissemination 

Dissemination of the halo blight organism is similar to that 
of the common blight organism. 

Reid (825) found in New Zealand that the dissemination of 
the disease is limited, rarely spreading for distances of greater 
than 132 feet. 

Hedges (473) was unable to obtain infection on snap beans 
grown in the spring in a plot where snap beans heavily infected 
with halo blight had been plowed under the previous autumn. In 
Australia, Wilson (1127) added cut-up infected plants to the 
soil and obtained infection in the next crop from seed sown 22, 41, 
and 52 days later, but not after 64 days, 5 months, or 18 months. 
He concludes that the soil is an unlikely source of the ca....ryover 
of halo blight bacteria from one growing season to the next. _ 

It was shown by Diachun and Valleau (280) that Pseudo­
monas phaseolicola can multiply on the roots of wheat, tomato, 
bean, and soybean in the laboratorJT. In field tests they were not 
able to recover the organism from the roots of wheat plants grown 
in soil to which P. 1)haseolicola had been added. 

Bortels (113) reported that the swarming of Pseudomono,s 
phaseolicola was depressed during low pressure (cyclonic), and 
stimulated by high pressure (anticyclonic) atmospheric condi­
tions. The intensity of swarming was reduced by the presence of 
clouds and increased by their absence. 

Hosts 

The halo blight organism has been transmitted to Phaseolus 
lunatus, P. coccineus, and Puera?'ia thunbe?'giana, in addition to 
Phaseolus vulgaris. 

Control 

The control of halo blight of beans is in part identical with 
that l'ecommended for common blight (p. 71). These recommenda­
tions consist in the use of disease-free seed and crop rotation. 
The value of clean seed cannot b".! emphasized too strongly, be­
cause its use largely assures a clean crop the first year. In the 
United States snap beans or field beans grown in the arid sections 
of the Intermountain, Southwestern, and Pacific Coast States is 
relatively free of blight. In New Zealand Reid (825) found that 
the removal of diseased plants was successful in eliminating the 
disease in beanfield.s grown for seed production. Hahne (407) 
found in Germany that the disease was so widespread that healthy 
seed was difficult to obtain. Eradication in the field was not satis. 
factory, because of the masked symptoms of many infected plants. 

There have been many. experiments conducted with the hope of 
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finding a fungicide that may be applied to the foliage or in which 
the seed may be soaked to control the halo blight. In this country 
the results have not been very conclusive. 

In New Zealand satisfactory control has been obtained ·with 
various copper sprays (256, 828. 830). At least three applications 
were recommended, with the intervals between them adjusted to 
afford protection from the seedling stage to crop harvest. 

In Europe (407, 567) the use of several sprays of 0.5 or 1 per­
cent bordeaux mixture reduced infection. In Montana applications 
of 4-4-50 bordeaux effectively controlled halo blight (21, 6.95). 
In ·Wyoming copper oxychloride, copper sulfate, and yellow cupro­
cide dusts were effective in greatly reducing the spread of halo 
blight (1080). Streptomycin sulfate and dihydrostreptomycin 
sulfate are translocated within the bean for a short cUstance (684) 
and will protect the plant from halo blight infection. Translocation 
of streptomycin from leaves to stems and fruits was not demon­
strated. Absorption of streptomycin from soil treated with rela­
tively large amounts could not be demonstrated. The halo blight 
organism was eradicated by dipping artificially inoculated plants 
in a 0.025 percent solution of streptomycin shortly after the ap­
pearance of initial symptoms. Control was less effective if treat­
ment '-vas delayed several days (686). In the field 0.1 percent 
aqueous solution of streptomycin sulfate used as a spray gave 
good control of halo blight when 3 applications were made (1199, 
1200). Polymyxin and Aureomycin inhibit the growth of Pseudo­
monas 1JhaseolicolCL in culture (549). 

Seed treatment is of questionable value, because the organism 
is carried beneath the seed coat and out of the reach of a disin­
fectant, unless the treatment is rather long, in which case the 
germination may be considerably impaired. Boning (108) found 
that seed treated with a fungicidal dust or spray gave much higher 
yield than untreated seed. Favorable results were obtained by the 
use of Ceresan and also by soaking the seed in hot water for 30 
minutes at 45° C. and for 10 minutes at 50°. Burkholder and 
Crosby (172) suggested a 20-minute soaking in 1 to 1,000 cor­
rosive sublimate, and Bremer and Hahne (127) reported beneficial 
results by immersing the seed for 15 to 20 minutes in water at a 
temperailn'e of 52° to 55° after they had been soaked for 12 
hours. Wark (1084) found that treatment of artificially infested 
seed with a 1 in 500 solution of mercuric chloride in 70 percent 
ethyl alcohol acidified with 3 percent acetic acid plus 1 in 20,000 
gentian violet was effective in reducing infection but impractica­
ble, as it reduced germination. The antibiotics streptomycin, 
neomycin, bacitracin, chloromycetin, subtilin, and penicillin have 
reduced the prevalence of halo blight when infected bean seeds 
were soaked in aqueous solutions of these antibiotics before plant­
ing (403, 489, 943, 964). When halo blight infected bean seed was 
soaked for 2 hours in the culture filtrates of Pellicilliw/11, ch'ry::;o­
genu111, and Sb'epto?nyces griseus, the percentage of healthy stands 
in the field was raised from 46 percent in the untreated seed to 
87 and 92 percent, respectively. The incidence of infection was 
reduced from 35 to 0.2 and 0.1 percent, respectively (566). 
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Several methods have been developed to detect infected seed 
lots. Wilson (1124) soaked the seed before sowing, which resulted 
in an increase in the number of affected seedlings and accelerated 
the appearance of symptoms. The detection of severely affected 
samples was also determined in a few days by soaking some of 
the seeds in water and inoculating bean pods with the infusion. 
Katznelson (548) made use of a rapid phage-plaque count 
techniaue. 

Experiments on resistance and susceptibility of varieties to 
halo blight have been conducted in Australia (778, 797, 810), 
England (735), Germany (957, 958, 959, 960), Holland (656), 
New Zealand (255, 826, 827), Poland (1169), Union of South 
Africa (1063), and United States (132, 175, 488, 1080). 

Many field bean varieties are highly resistant to halo blight 
infection. Among them are such field beans as MicheIite, Great 
Northern, Pinto, Pinks, and Red Mexican, which do not become 
infected in the field. When leaves of these varieties are rubbed 
with a suspension of halo bacteria small necrotic spots develop 
with little or no systemic spread of the organism. The Great 
Northern variety was used in developing the resistant snap bean 
Fullgreen (46). In Australia, Richmond Wonder, Clarendon Won­
der, Hawksbury Wonder (910), and Windsor Longpod (10) are 
resistant vari.eties developed by hybridization. Jensen and Goss 
(531), in a search for resistant varieties and a method for identi­
fying them, found that small, inconspicuous necrotic lesions on 
inoculated leaves instead of large necrotic spots that develop on 
susceptible varieties indicated physiological resistance. Their re­
sults showed that the Red Mexican and Schwert 27, a German 
variety, in all stages of growth wp.re resistant at temperatures of 
16°, 22°, and 28° C. Pod inoculation on these two varieties pro­
duced small, rusty-colQred necrotic lesions instead of large water­
soaked ones. 

Wilt 

Geographical Distribution and Economic Importance 

Bean wilt, caused by C01'ynebacterium flaccumfaciens (Hedges) 
Dows. (Bacte1'imn /laccU1njacien"! Hedges), was first recognized 
and described as a new disease in 1922 (461). Since wilt occurs 
in certain localities with the common and halo blights and the 
three diseases have certain symptoms in common, wilt may be 
confused with the other two diseases. 

The exact distribution of wilt is not known. The causal organ­
ism has been reported from the District of Columbia, Maryland, 
Michigan, Montana, New York, North Dakoto, Ohio, South 
Dakota, West Virginia, and Wyoming. Since 1946 it has been 
observed by the writers in Colorado, Nebraska, and Idaho. The 
disease has also been reported from southern Africa (1063), 
Australia (16), Belgium (9/56), Bulgaria (57,571), France (464), 
Germany (956), and NewZealand (824). 

Wilt has been serious in certain bean-producing areas since 
1946. In 1946, 1947, and 1948 serious reductions in yield because 
of wilt infection were observed near Riverton, Wyo., by the 
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writers. In 1951 many fields near Wiggins, Colo., were almost a 
total loss because of the severity of the disease. Burke and Starr 
(155) found that of 53 Wyoming beanfields surveyed, wilt oc­
curred alone in 19, and in combination with Xanthomonas phaseoli 
in 15. X. phaseoli was isolated alone from beans in 10 fi~lds and 
Pseudomonas phaseolicola from beans in 9 fields. In one field all 3 
bacterial diseases occurred. 

Symptoms 
The wilt organism is seedbol'lle; because of that fact the 

seedling is subjected to possible infection as soon as the seed 
germinates. Young plants 2 or 3 inches tall may be attacked, and 
at that size are usually killed. If they survive an early attack or 
if infection first becomes manifest after they reach considerable 
size, they may live throughout the season and mature seed. 

The leaves become flaccid and hang limp along the stem and 
branches of the plant and finally wilt and die (fig. 17, B). The 
earliest wilt symptoms are observed easiest during the warmest 
part of the day when the leaves become flaccid. If the disease is 
not too far advanced the leaves gradually regain their turgidity 
during the cooler part of the day. When water is cut off from the 
leaves as a result of bacterial plugging of the vascular bundles, 
they become brown and drop off. The typical wilting symptoms 
sometimes are not observed. Instead, golden-yellow, necrotic leaf 
lesions, closely resembling those of common blight, occur. The 
margin of the lesions tends to be more irregular than that pro­
duced by common blight. 

On the surface of stems, leaves, Qr pods affected by wilt, water­
soaked spots so characteristic of the common and halo blights 
are not cQnspicuous. The causal organism follows the sutures of 
the pods just as common and halo blight bacteria do (fig. 17, A) 
and may infrequently appear on the surface. The vascular bundles 
of this tissue are sometimes darkened. The wilt organism may 
penetrate the hilum of the seed and form yellow masses of bacteria 
under the seedcoat, or, without entering theseerl. form incrnstA.­
tions on the outer surface. Seed infection is often evident only 
after the pod is opened and the seed examined (fig. 17, A). If the 
disease appears on the pods, other than along the sutures, the spots 
are occasionally water-soaked and resemble those caused by com­
mon and halo blights. Infected seed of white-seeded varieties are 
conspicuously yellow even when infected systematically, as the 
bright-yellow masses of bacteria are plainly visible through the 
seed coat ; but they are not easily recognize:'! in hp~ns with colored 
seedcoats. The wilt is more conspicuous on ripe pods, where it 
produces an olive-green color, than on green ones. The causal 
organism is readily isolated from infe\!ted stems, leaves, pods, 
and seed. 

Causal Organism 
Morphology and Physiology 

Corynebacte1'iwrn fiaccul1~faciens is described b detail by 
Elliott (321, pp. 20-21) as Bacterium fiaccumfaciens. Distinguish­
ing features of the wilt and common blight organism were studied 
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FIGURE 17.-Bacterial wilt caused by G07'ynebacte7'imn flaccl/,mfaciens: A, In­
fected seeds; B, late stage of the disease showing complete wilting of a 
plant. 
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by Hedges (462, 464), who compared their cultural character­
istics. She demonstrated that the wilt organism is Gram-positive, 
a characteristic that definitely distinguishes it from the common 
blight organism, which is Gram-negative. Schuster and Christian­
sen (886) found a strain of the wilt organism in Nebraska that 
produces an orange coloration of infected bean seed. 

Dissemination 

Similar to common and halo blights (pp. 68 and 82). 
Observations made by the writers in the irrigated bean-growing . 

areas in Colorado indicate that the wilt bacteria are spread within 
a beanfield by the irrigation water and can cause infection in the 
absence of rain. Because of limited external development of the 
disease on plants, wilt is less rapidly spread by rains than are halo, 
common, and fuscous blights. However, after hailstorms wilt has 
been observed to spread over almost the entire field where only a 
few infected plants were previously noticed. The organism infects 
the seed (466) and is known to live at least 5 years in the seed. 

Pathological Histology 

Zaumeyer (1173, 1174) investigated the comparative patho­
logical histology of the common, halo, and wilt pathogens. 
C01'ynebactm'i'lm/, flnccU1nfadens is primarily a vascular para­
site. Both the common and the halo blight organisms may 
invade the vascular bundles, but they show a preference for paren­
chymatous tissue. The wilt organism does not infect through the 
stomata, while the common and halo blight organisms do. This 
difference in habit means that very little water soaking of any 
part of the surface of the plant is induced by the wilt pathogen, 
while it is a common characteristic of both common and halo 
blights. The bacteria causing common and halo blights fill the 
stomatal cavities and produce water-soaked spots of various sizes 
from which they emerge, forming incrustations of bacterial slime 
on the surface. This is not true of wilt. All three organisms behave 
much alike in their ability to dissolve the cell walls. 

Hosts 

Hedges (461) demonstrated the wilt organism to be parasitic 
on King of the Garden lima bean (P. lunatu,s f. 1IWC1·OCa?'pu..s) 
and Glycine max val'. Iota San. Burkholder (166) later added 
Scarlet Runner bean ( P. coccineu,s) , adzuki bean (P. angulcL1'is) , 
cowpea (Vigna sinensis), yard-long bean (V. sesquipeclalis), and 
hyacinth-bean (Dolichos lablab) to the list, Rands and Brotherton 
(808) added P. aW'eus and P. mungo. Wellhausen (1105) was 
able to kill maize seedlings in the greenhouse at 80° to 90° F. by 
inoculation with Co?'ynebacte?'i'U1n flacc~t?nfacien.s. Noone has 
attempted to determine the entire range of susceptible hosts. 

Control 

The isolation of the wilt organism from seed 24 years old sug­
gests that the bacteria are not easily killed (170). Kovachevsky 
(571) has shown that the bacteria were not killed in seed heated 
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for 20 hours at 52° C., then kept at 75° for 20 hours, and finally at 
85° for 3 to 5 hours. This treatment, while not completely destroy­
ing the bacteria, materially reduced the percentage of seed that 
germinated. Burkholder (166) was able to isolate the organism 
from seed heated for 1 hour at 100.° The wilt pathogen probably 
does not spread as readily as the common and halo blight organ­
isms do. It is not known if it will live over winter in the soil or on 
the debris from previous crop. Inasmuch as the organism infects 
only through seed and wounds, infection by means of splashings 
from the soil during rains and dissemination from the leaves, 
pods, and other sources to other plants would not occur to the 
extent it would with common and halo blight. The danger of infec­
tion during seed inoculation by nitrogen-fixing bacteria (Rhizo­
bium phaseoli) by the wet method is indicated by the results of 
Leonard (602, 603), who demonstrated wilt to be much worse in 
fields sown to treated seed than in those where the seed was 
untreated. Hedges (470) pointed out that the practice of examin­
ing the fields both early and late during the growing season and 
using as seed only that which has a minimum of disease, accom­
panied by hand picking, contributed greatly to the cleanup of the 
seed stock. No immune or resistant varieties are known. 

Very little research has been attempted in the way of developing 
resistant varieties. Kovachevsky (574) stated that none of the 
beans native to Bulgaria are resistant to wilt and that the growing 
of the crop is becoming unprofitable because of the heavy losses. 
Rands and Brotherton (808) conducted a test in the United States 
with a large number of American and foreign varieties, but the 
results were not conclusive enough to enable them to class the 
varieties according to the degree of susceptibility. None were 
found to be resistant. There is no effective method for controlling 
wilt. Probably the only permanent; and effective method must 
await the production of resistant varieties by hybridization and 
selection. 

Bacterial Diseases of Minor Importance 

Bacterial Brown Spot 

Brown spot, caused by Pseudomonas s1J'I"ingae Van Hall (Phyto­
monas vignae val'. legttmi'lW1Jhila Burk.) , was described by Burk­
holder (166) from specimens collected in New Jersey as a new 
disease of beans. It is a disease of rare occurrence in the United 
States. Its symptoms are very similar to those caused by other 
bean bacterial pathogens, except that a ring spot is produced on 
the pod. If the disease becomes systemic, lesions occur along the 
stern. Older plants are somewhat resistant. The organism develops 
rapidly when first inoculated on the leaves and stems, but a few 
days thereafter the lesions enlarge very little. In this respect it 
differs materially from other bacterial pathogens of the bean. 

A strain of the organism isolated from Vigna sesquipedalis 
was found to be a weaker parasite than Pseudomonas syringae, 
and, unlike the latter, the strain never produces a ring spot on the 
pod. Otherwise the symptoms caused by the two organisms are 
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very similar. The strain from V. sesquipedalis infected Phaseolus 
vulga1·is, Puem1·ia hi1·suta (P. thzmbe1·giana) , and V. sinensis 
(166). The New Jersey strain infected Phaseolus lunatus, Dolichos 
lablab, Glycine 1nax val'. Wilson (Soia 1nax), Vicia faba, Vigna 
sinensis, V. sesquipedalis, and PuemTia hi1"Sllta. It causes symp­
toms on the different legumes similar to those produced on the 
bean. The New Jersey strain is the only one of the bacterial group 
pathogenic on beans that is also pathogenic on Vicia laba L. This 
information is valuable as a means of identifying the organism. 

Brown Rot 

Xanthomonas solanacea1"1t1n (E. F. Sm.) Dows. (Bacillus sola­
nacea1·~t1n E. F. Sm.), the cause of a disease principally of toma­
toes, eggplants, and potatoes, was isolated in 1919 by Smith and 
McCulloch (933) from snap beans grown in Florida. The symp­
toms are characterized by a browning and wilting of the leaves 
and petioles, a browning of roots, and a local decay of the epi­
dermis. The vascular bundles of the stem and roots are stained 
dark. Inoculation experiments showed that the organism was 
parasitic on snap and lima beans as ,veIl as on certain other 
legumes, such as peas, cowpeas, and peanuts. Other investigators 
have shown that the organism was parasitic on a number of other 
species. The expression of disease symptoms are rather prompt 
and decisive following inoculation by the needle-prick method. 

The disease has never been of much economic importance on 
beans in the United States, although the losses in Florida for a 
single year were said to amount to 20 percent of the crop. It is 
possible that it may have been confused with or mistaken for other 
bacterial diseases of beans. 

The organism originally described by Smith (927) as Bacillus 
solanaceant1n was later transferred by him to the form genus 
Bacte1·ill1n (92). A condensed account of this organism, including 
a description, its synonymy, and citations to additional literature 
are given by Elliott (321, pp. 139-142). 

Gall Blight 

Gall blight, caused by Pseudo1nonas vi1·idi/lava (Burk.) Clara 
(Phyto1nonas Vi1·idi/lava Burk.), was described by Burkholder 
(166), who recorded the results of inoculation experiments and 
the behavior of the causal organism on culture media. This 
pathogen was isolated from bean pods collected in Switzerland in 
1927. The writers are not aware that this bacterium has been ob­
served or reported in the United States. Needle-prick inoculations 
of young seedlings resulted in visible infection in 2 days and killed 
the plants in 4 days, thus showing that the organism was extremely 
virulent. When the stems were inoculated, the lesions extended 
less than an inch above and below the points of inoculation,the 
distance covered depending on the age or the succulence of the 
host tissue. The stem tissue is eventually killed, and the upper part 
of the plant dies. Below the lesion the plant remains alive and 
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beneath the epidermis a gall that often becomes twice the diameter 
of the stem begins to form. No hypotrophy was observed on the 
pod, and there was not the water soaking so characteristic of early 
infections of the common and halo blight organisms. No infection 
was obtained except through wounds. 

Inoculation experiments by Burkholder (166) proved the 
susceptibility of the following hosts: Phaseolus coccineus, P. 
lY.natu.s, Dolichos lablab, Vigna sinensis, and Pueraria hirsuta (P. 
th~~nbe1·giana). Elliott (321, p. 100) also lists Delphinium 
culto?·u?n. 

Streak 

Streak, caused by (Erwinia lCLthY1'i Manns and Taub.) Holland 
(Bcwillus lathYl"i (Manns and Taub.», is principally a disease 
of the sweetpea (LathY1"lf.,S odor-at~f.,S L.), but it has been shown 
by Manns (647) to cause a similar disease of peas and snap and 
lima beans. E. lathy?·i was isolated from the stems of snap beans, 
and infection was obtained by the use of cultures of the organism 
derived from the sweetpea. 

The disease on the sweetpea has been reported from Delaware, 
Maine, Massachusetts, and New York and from the British Isles. 
So far it has attained no economic importance as a bean disease in 
the United States. The parasite is a yellow, rod-shaped organism 
having rounded ends and peritrichiate flagella. The streak disease 
at one time was attributed to Thielaviopsis basicola and a species 
of AlternCL1·ia.., or confused with diseases caused by them. Accord­
ing to a number of investigators there appears to be no convincing 
proof of the pathogenicity of this organism. 

Virus Diseases of Maior Importance 

Common Bean Mosaic 

Geographical Distribution and Economic Importance 

Common bean mosaic (bean virus 1) was first observed by 
Iwanowski (521) in Russia about 1894. In 1908 Clinton (215) 
reported an infectious chlorosis of beans, which was probably 
common bean mosaic, in Connecticut. Stewart and Reddick (974) 
reported that the disease caused large losses to the crop in New 
York during the summers of 1916 and 1917. 

Subsequently, Stone and Howitt (977), Archibald (49), and 
Gtissow (404) reported it from Canada. About 25 percent of the 
plants were infected. Barss (77) stated that the same disease had 
been observed in Oregon in 1917 and that it had occurred there 
at an earlier date. According to Spragg and Down (952), mosaic 
may have been present in Michigan as early as 1908. Ogilvie (732) 
reported its occurrence in Bermuda in 1923, and Porter (781) 
in eastern China in 1926. Grainger (394) reported that bean 
mosaic occurred in England in 1929 but that he believed the 
disease had been present for a much longer time. Chamberlain 
(197) reported it from New Zealand in 1933. 
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Bean mosaic is probably worldwide in its distribution. In 1925 
Rands and Brotherton (808) tested several hundred varieties of 
beans collected from many parts of the world for studying resis­
tance to several bean diseases. They noted mosaic symptoms on 
seedlings from the following: Argentina, Belgian Congo, Brazil, 
Chile, Colombia, Czechoslovakia, Ecuador, England, France, Ger­
many, Guatemala, Honduras, Italy, Japan, Java, Mexico, the 
Netherlands, Peru, Union of Soviet Socialist Republics, Uruguay, 
and Venezuela. Feiginson (340) reported that beans suffer con­
siderable loss from mosaic in the U.S.S.R. In the United States it 
has been reported from 42 States, and it is not unlikely that it is 
present in every State. Cass Smith (195) reported the widespread 
nature of the disease in Australia and its possible menace to the 
bean industry there. 

In Idaho the loss caused by mosaic amounted to about 5 per­
cent in 1920 and to about 10 percent in 1921. In 1927 Harter 
(439) reported mosaic in southern Idaho to range from none to 
85 percent, depending upon the variety. In 1929 Zaumeyer (1171) 
noted from 20 to 100 percent infection in the Stringless Green 
Refugee variety in the western seed-producing States. He re­
ported mosaic widespread in southern Idaho, slightly less in Colo­
rado and Utah, and still less in Montana, Wyoming, and California. 
The same year almost 100 percent infection with a reduction in 
yield occurred in the Stringless Green Refugee variety in Michi­
gan. In 1930 Horsfall (496) visited 42 fields of snap beans for 
canning in New York, and in 32 of them he found from a trace to 
100 percent infection. He estimated an average loss of about 10 
percent. In 1932 Harrison (434) and others found mosaic to be of 
considerable importance in all localities in New York. More than 
75 percent of the fields of Stringless Green Refugee examined 
showed 80 to 100 percent infection. Harrison and Burkholder 
(433) reported bean mosaic as the most destructive disease ob­
served in New York on the Stringless Green Refugee in 1936, the 
infection ranging from 10 to 100 percent. 

In 1945 (1181) the disease was widespread in Colorado and 
Idaho in fields of susceptible varieties. In many fields in Colorado, 
75 percent of the plants were infected, reducing the yields in such 
fields by one-third. In 1947 (1195) the disease was again serious 
in southern Idaho in fields of susceptible varieties. The strain of 
common bean mosaic reported by Richards and Burkholder in 
New York in 1943 was quite widespread in fields of susceptible 
varieties such as Great Northern U.l. 15 and Red Mexican 3 and 
34 in Idaho in 1945 and 1947. In one field of Red Mexican 34 prac­
tically 100 percent of the plants were infected. In 1953 common 
bean mosaic was widespread in fields of Red Mexican 3 in eastern 
Washington, where it caused considerable yield reductions. 

Symptoms 
Bean mosaic rarely kills the plant, and slight infections do not 

produce conspicuous symptoms. Like mosaic diseases of many 
other crops, it stunts (282) the plant and causes mottling and 
various types of leaf malformations (430) (fig. 18). The symp­
toms differ slightly with the variety and age of plant and 
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FIGURE 18.-Col11mon bean mosaic, showing variations in type of leaf symp­
toms of several bean varieties. 

somewhat with the conditions under which the plant is grown. 
Sometimes the symptoms may be noted on one or both of the 
simple leaves, which are slightly mottled, curled, and undersized. 
Trifoliate leaves affected with mosaic usually have irreglllar­
shaped, light-yellow and green areas (fig. 18) of various sizes, a 
type of mottling characteristic of mosaics in general, which may 
be the only evidence of the disease. Besides the characteristic 
mottling, there may be considerable puckering, malformation, and 
other alterations in the shape of the leaves. Infected leaves may 
be narrower anc1longer than normal ones, 'with downward eupping 
caused l:y the unequal growth of the tissue. Bean plants attacked 
early in the season usually are yellowish in color, often are 
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dwarfed and spindling, and fail to produce a normal crop. The 
symptoms of mosaic cannot be recognized on the stems or seed. 

Failure to set pods on mosaic-infested plants has been attrib­
uted by Nelson (7f!5) to defective pollen, although other factors 
may be partially responsible. The pods on severely infected plants 
are usually undersized and contain fewer ovules than those pro­
duced on normal plants. They are occasionally covered with small, 
dark-green spots (431) and often mature very late, and when 
harvested the seed is frequently shriveled and undersized. High 
temperature favors the expression of symptoms, and a low tem­
perature has a tendency to mask the symptoms. 

In 1940 Jenkins (528) described what appeared to be a new 
virus disease of beans, which he named black root. In 1941 he 
(529) published thQ results of a histological study of the different 
tissues affected by it. During the 1941 season black root caused 
40 percent mortality in the experimental plots in Georgia. Under 
field conditions, the first symptoms are a slight wilting of the leaf­
lets near the top of the plant during the blooming or early podding 
period. The plants lose their bright-green color and appear grayish 
green. A permanent general wilting of all the leaves and finally ! 

death of the plant follows, although under certain conditions some r 

viable seed is produced. These symptoms are accompanied by a 
vascular necrosis of the root, stem, leaves, and pods (fig. 19, 
A, B, D.) 

The roots are dark, and in severe ca!':es the taproot is almost 
black. External dark discoloration of the lower hypocotyl and 
petioles is also evident. The dark discoloration of the stem is some­
times confined to one side (fig. 19, A.) 

A streaking frequently appears along the dorsal and ventral 
sutures of the pods (fig. 19, D). Young pods shrivel, but older 
ones, when severely infected, show an inky appearance as a result 
of vascular infection. Cross sections of such pods show vascular 
discoloration of varying degrees throughout the entire pod (fig. 
19, C.) 

Under greenhouse conditions, infected seedlings manifest symp­
toms not observed in the field. The first noticeable symptoms on 
the inoculated leaves are relatively large spreading local necrotic 
lesions or merely the necrosis of one or more veins (fig. 19, B). 
Occasionally the infection makes no further progress, but more 
frequently the young trifoliate leaves first show a slight wilting 
followed by a necrosis of the growing tip and, later, death. The 
necrosis may extend down the stem to the soil line and the plant 
finally dies. 

The systemic necrosis referred to as black root was found to be 
a symptom expression of common bean mosaic virus (401, 1195).

oj. 

The symptoms of black root are produced on varieties whose resis­
tance to common bean mosaic is derived from Corbett Refugee, 
Kentucky Wonder, and Creaseback types when inoculated with 
these viruses. These symptoms do not develop on varieties deriving 
their resistance from Great Northern U.l. No. 1 and Robust. 
Thomas (1005) found that high air tempera~ures were necessary 
for the systemic necrotic symptoms to develop. When young bean 
plants were exposed at 32° C. or above, veinal necrosis was ob­
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FIGURE 19.-Black root virus showing variations in symptoms: A, Vascular 
necrosis of stem (dark streak along stem) ; B, vema] necro~]s or inoculated 
primary leaf; G, cross sections of pods showing vascular discoloration;
P, d~rk c!iscoloration of dorsal suture of pods, 
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served in inoculated plants within 40 hours. Growing plants in 
soil at 20°, 25°, and 30° had little or no effect on the development 
of leaf veinal necrosis. 

Bridgmon (13.4.) has shown experimentally that southern bean 
mosaic virus may induce symptoms of black root in varieties of 
beans expressing the local-lesion type of symptom expression. 
He suggests that the original description of black root may have 
referred in part to systemic necrosis induced by the southern bean 
mosaic virus. 

Although 100 percent black root infection, accompanied by kill­
ing of the plants, was noted in a number of experimental plantings 
in the West, only a trace of such infected plants has been observed 
in commercial plantings of varieties resistant to common bean 
mosaic. This has been true even in years when common bean 
mosaic has been very prevalent on susceptible varieties. 

In 1943 a strain of common bean mosaic was reported by 
Richards and Burkholder (840) and later by Dean and Hunger­
ford (272). The symptoms produced by this virus cannot be 
distinguished from those of common mosaic. Grogan and Walker 
(401) showed that this virus also produced black root symptoms 
on the same varieties as were produced by the common bean 
mosaic virus. This strain of the virus is most readily differentiated 
from common bean mosaic by its infectiousness of certain bean 
varieties that are resistant to the common bean mosaic virus. 
Some varieties that are resistant to the common bean mosaic virus 
but susceptible to the strain are Michelite, Pinto U.I. Nos. 72, 78, 
and 111, and Red Mexican D.I. 3 and 34. Snow (945) reported 
another strain of the common bean mosaic virus which was infec­
tious to Red Mexican U.I. 3, Topcrop, and Blue Lake beans, alsike 
clover, and gladiolus. 

Cause 
Common bean mosaic is caused by Ma1'mo1' phaseoli Holmes 

(125). The virus is inactivated when held for 10 minutes between 
56° and 58° C. Dilution end point in fresh plant extract from in­
fected bean is between 1 to 800 and 1 to 1,000, It resists aging for 
28 hours in vitro at 18°C. but not for 32 hours. 

Preliminary studies by the writers showed that the physical 
properties of the strain are comparable to those of the common 
bean mosaic virus. 

Hedges (471) found that the virus of common bean mosaic per­
sisted in cultures of Xanthomonas 1Jhaseoli for 6 weeks and in 
those of a variant of this organism for 11 days. 

Transmission 

Mechanical Transmissian 

The infectious nature of bean mosaic was first demonstrated 
in 1918 by Reddick and Stewart (818), who obtained infection 
by rubbing the upper surface of young leaves with crushed leaf 
tissue from mosaic-infected plants. Clinton (215), on the other 
hand, failed to reproduce the disease in healthy plants by this 
m~tlWq.L~I.ter tnvesti~ations br Elm~r ~329), Fernow (342) I 
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Merkel (666), Pierce and Hungerford (776), Fajardo (334), and 
Nelson (725) showed that the disease is not easily transmitted 
in this way.

Zaumeyer and Wade (1201) obtained a relatively high per­
centage of infection without the use of an abrasive. The writers 
obtained almost 100 percent infection by the use of an abrasive 
such as carborundum powder dusted on the leaves previous to 
inoculation. The new strain of the virus is transmitted as readily 
as common bean mosaic. Atomizing plants with diluted infected 
juice containing carborondum powder at about 30 pounds' pres­
sure resulted in good infection (841). Thomas and Fisher (1006) 
described a rapid method of testing snap beans for resistance to 
common bean mosaic virus. Young inoculated plants were kept at 
90 0 F. for 3 to 4 days until necrosis developed on beans with the 
dominant genetic factor for resistance. No necrosis developed on 
the susceptible plants. 

Insect Transmission 

In 1922 Nelson (724) reported the transmission of bean mosaic 
with lv!acro,<;iphwn 8ola,nij'olii (Ashm.). Elmer (329) believed that 
PselldocoGcuS l1writinws (Ehr.) ,vas a vectOl'. Fajardo (333) was 
able to transmit bean mosaic with Aphi.s 1'1~micis L., Myzu,s pe1'­
sicae (Sulz.), Maaosi1Jh11-1n solanij'olii, and an undetermined 
species of mealybug. Pierce and Hungerford (776) transmitted 
the virus with an undetermined species of black aphid, but not 
with a green aphid from alfalfa, one of the green leafhoppers, and 
the tarnished plant bug. Merkel (666) reported that A. 1'umici-s 
and Mac1'osilJhU1n pisi (Kalt.) transmitted the bean virus. Smith 
and Barker (942) in Haiti reported the transmission of bean 
yello'ws, which resembles mosaic, by Empoasca sp. It is possible 
Smith and Barker may not have been working with the common 
bean mosaic. 

Zaumeyer (1176) and Zaumeyer and Kearns (1194) rp.ported 
transmission with A1Jhis gossypii Clov., A. 11wdicaginis Koch, A, 
1'1.l1nicis, A. SlJimecola Patch, B1'evico1'yne bmssicae (L.), Hyalop­
tents ab'i1Jlicis L., Rho1Jalosi1Jh71-11~ pseudob1'assicae (Davis), 
Mac1'osiplmm a1nb1'osiae Thos., M. solanifolii, M. 1Jisi, and MyzU8 
pe1·.c;icae, but not with Neothomasia populicola Thos. They were 
unable to transmit the disease with other insects found on beans, 
such as Epit1'ix CUCUl1W1'is (Harr.), E. fuscula Crotch, Ace1'ata­
gallia sangllinoZenta Prov., E11~poasca fabae (Harr.), E. filamenta 
DeL" L1}g1l8 oblineat'lls (Say), and several others. Their results 
indicated that, although aphids were not so numerous on beans as 
many other species of insects, they were responsible for the dis­
semination of mosaic in the field. Zaumeyer and Kearns believed 
that even though the bean is not a favored host for aphids, which 
do not frequent it in large numbers, they may feed on infected 
bean plants and transmit the virus to healthy ones, in their search 
for a more favored host. 

Seed Transmission 

Reddick and Stewart (820) demonstrated the seedborne nature 
of the bean virus and noted considerable variability in the per­
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centage of virus transmission in the seed from different mosaic 
plants. Burkholder and Muller (174) found that plants affected 
with the mosaic seldom give rise to more than 50 percent diseased 
plants. Merkel (666) reported that only 34.5 percent of the seed­
lings from 1,000 seeds collected from field-grown infected plants 
showed the mosaic symptoms. These results agree closely with 
those of Pierce and Hungerford (776), who found that seed from 
infected plants transmitted the virus to about 33 percent of the 
seedlings. About 48 percent of primary-infected seed transmitted 
the disease. Nelson (725) showed that about 50 percent of the seed 
of primary-infected plants was infected. He maintained that the 
variability of mosaic transmission in the seed might be explained 
by certain characteristics in the vascular anatomy of the bean pod, 
assuming that the virus moves through the vascular tissue, He 
argued that the virus might be present in only certain elements 
of the vascular bundle and that only the seed having a direct con­
nection with the infected tissues would become infected. 

Fajardo (335) proved, and later was confirmed by Harrison 
(432), that the percentage of seed infection is correlated with cer­
tain stages in the growth of the plant. If infection occurs before 
the plants bloom, the seed might carry the viru~. If, on the other 
hand, they became infected after the blossoms are set, no seed 
infection results, Nelson (725), however, had observational evi­
dence that indicated that in rare instances the Refugee variety, 
which is very susceptible, appeared to transmit the vi)..-us through 
the seed after the blossoming period. Smitb and Hewitt (935) 
noted that, in general, varieties most severely infected produced a 
higher percentage of infected seed than those less affected. 

In testing the viability of the seed of several bean varieties col· 
lected from 1897 to 1899, Pierce and Hungerford (776) obtained 
germination of two seeds of one variety in a greenhouse test. One 
of these plants showed mosaic; from this, they concluded that the 
virus had survived in the seed for at least 30 years. 

Pollen Transmission 

In 1918 Reddick and stewart (818) suggested that pollen may 
be a means of transmitting the virus from diseased to healthy 
plants. However, Merkel's (666) investigations on virus transmis­
sion by pollen gave only negative results. Nelson and Down (726), 
on the other hand, showed the virus to be present in about one­
fourth of the ovules and pollen grains in crosses between mosaic­
infected Refugee and healthy Early Prolific varieties. They ob­
tained additional proof in crosses between Refugee and Robust, a 
resistant variety, in which about one-fourth of the hybrid seed­
lings were severely infected with mosaic . 

Hosts 
Reddick and Stewart (818) reported Pha.seolu.s lunatus f. 

mam'OCa1'1JUB, P. acnti/olius val'. lati/oUus, and Vicia jaba as being 
susceptible. Fajardo (335) was unable to transmit the virus to 
any other hosts except bean, Nelson (725), relying on natural 
field infection, reported, among others, the following legumes to be 
susceptible: P. acuti/oUus var. latijoli'lls, P. angula1'is, P. aconiti­



98 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

foUus, P. calcaratus Roxb., P. mungo, P. limensis Macf. (P. 
lunatus f. mac1'oCa?'pus), P. coccineus, V. [aba, and Vigna ses­
quipedalis. Pierce (773) confirmed Reddick and Stewart's results 
(819) and found also that P. calcamtus and P. lIl'natuB, as re­
ported by Nelson, were susceptible. He was unable to confirm 
Nelson's results on the susceptibility of P. angulm'is, P. coccineus, 
and V. sesquipedalis. 

Zaumeyer and Wade (1201) were unable to confirm the results 
of these workers, and found that Phaseolus vulga1'is was the only 
susceptible host. Species tested represented 16 genera in the Legu­
minosae. Preliminary studies by the writers showed that the new 
strain infected the same hosts that were infected by the virus of 
common bean mosaic. 

Control 
The only satisfactory method of control for common bean 

mosaic is the use of resistant varieties, of which a number, both of 
field and snap bean varieties, are available. Roguing the infected 
plants is helpful in reducing the amount of secondary spread but 
costly if a high percentage of mosaic-infected plants are present. 
Some seed companies practice roguing where the acreage is rela­
tively small. In large commercial acreages it i~ practically impos­
sible to profit greatly by this method, because of secondary spread 
unless plants grown nearby are likewise free of mosaic. 

According to Pierce and Hungerford (776), beans planted 
early usually suffer less from mosaic than those planted late in the 
season, probably because insect activity is less in the early spring. 
Unfortunately, it is not always desirable or practicable to plant 
early, since if beans are planted too early the YIelds may be 
poor because of poor germination, frost, or other unfavorable 
condit.ions. 

Harrison (431) subjected mosaic-infected seed to temperatures 
as high as 100 0 C. for severe,} hours, but was unable to destroy the 
virus. Exposing the seed to formaldehyde fumes and to X-rays had 
no influence on the virus. 

Reddick and Stewart (818, 819) tested many dry and snap 
bean varieties for susceptibility to mosaic, but they r.·eported only 
a few as resistant; all of these except Robust were later found to 
.be susceptible. 

Rands and Brotherton (808) tested a large number of varieties 
of both foreign and domestic origin and found all except Robust 
to be susceptible. In 1929 a mosaic-resistant Great Northern was 
distributed by the University of Idaho as U.I. No. 1. Since then 
several other Great Northern types, namely, U.I. No. 59, U.I. 
No. 81, and U.I. No. 123, have been developed and have replaced 
the common Great Northern variety in commercial production 
(772). In 1938 Michelite (291), a mosaic-resistant type similar 
to Robust, was introduced. In 1940 there were introduced two 
mosaic- and curly-top-resistant Red Mexican beans known as Red 
Mexican U.I. Nos. 3 and 34 (709). A little later a Great Northern 
selection known as Great Northern U.I. 15 was released (708). 
The variety is no longer being produced because of its suscepti­
bility to the strain of common bean mosaic. In 1949 U.I. 15 was 
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replaced by two other similar strains; namely, V.I. Nos. 16 and 
31, which resist both the common and the variant strain of com­
mon bean mosaic as well as curly top viruses. 

In 1945 there were introduced several mosaic- and curly-top­
resistant Pinto varieties known as V.I. Nos. 72, 78, and 111, and 
in 1946 Small Flat White V.I. No.1 was introduced (502). It is 
resistant to common bean mosaic. 

Monroe, a mosaic-resistant pea bean type, was released by the 
New York Agricultural Experiment Station at Cornell. 

In 1932 a mosaic-resistant type known as Corbett Refugee was 
selected from Stringless Green Refugee and later hybridized with 
the latter. Two mosaic-resistant progenies derived from this cross 
known as Wisconsin Refugee and Idaho Refugee ""ere introduced 
commereially (777, 1067). A cross between V.S. No.1 Refugee 
and Corbett Refugee resulted in the development of mosaic­
resistant V.S. No.5 Refugee (1061). 

A number of mosaic-resistant snap beans are also available. 
In 1941 Sensation Refugees No. 1066 and No. 1071 (39), two 
types resembling Idaho Refugee, and Medal Refugee, a type 
similar to V.S. No.5 Refugee, were introduced commercially. 
Other recpnt bush snap bean introductions are Contender (179), 
Florida Belle (10J1), Idagreen, Improved New Stringle']s, Logan 
(1059), Puregold, Rival, Tenderlong 15, Topcrop (1184), Wade 
(482), Hyscore, Kingreen, Processor, and Seminole (1141). Some 
of the older resistant varieties are the Kentucky Wonder types, 
the Blue Lake strains, except Blue Lake 65, and Ideal Market. 

All of the above-mentioned varieties are also resistant to the 
variant strain of common bean mosaic except Red Mexican V.I. 
Nos. 3 and 34, Pinto V.I. Nos. 72, 78, and 111, Robust, and 
Michelite. 

Yellow Bean Mosaic 

Geographical Distribution and Economic Importance 
The distribution of yellow bean mosaic (bean virus 2) and its 

strains in the Vnited States is not definitely known, although it 
has been observed and reported in widely separated localities. 
The only other reports of its occurrence outside of the Vnited 
States are from East Africa (1073), Germany (349,800), Canada 
(92), Holland (500), Italy (648), and Switzerland (120). Since 
it is not seedborne, its occurrence is largely correlated with the 
growth of Melilot'Us alba Desr., one of its principal hosts (20), 
as well as T?'i!oli'U'n1, 1Jmtense, T. 'inca1'nat'U'n1" and Gladiolus sp. 

The losses ~aused by yellow bean mosaic are fl'equently very 
large. As the symptoms of yellow bean mosaic and its strains and 
\~('>;'lnon bean mosaic often overlap, it is almost impossible to as­
E.ign any particular amount of loss to an individual virus. Further­
more, it is likewise difficult to determine whether any of the 
strains of yellow bean mosaic are of more economic importance 
than the typical, or original-described, virus. 

Blood (104) in 1947 reported an unusual heavy infection of 
yellow bean mosaic in northern Utah. All but 75 of 240 acres of 
Blue Lake pole beans were abandoned because of the disease. 
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FIGURE 20.-A to D, Yellow bean mosaic, showing variations in type of symp­
toms on leaves of several bean varieties. 
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Zaumeyer and Thomas (1195) reported that most fields of Blue 
Lake in the same area showed 100 percent infection. Boyle (121) 
and later McWhorter and coworkers (641, 642) reported a severe 
necrotic strain of yellow bean mosaic on Blue Lake beans in Oregon 
that usually occurred in fieirls in close proximity to plantings of 
gladiolus, which was the source of the inoculum. Considerable 
damage frequently resulted in such beanfields. The name given to 
this strain of the virus was X-disease. The economic impori:ance 
of the pod-distorting strain reported on beans by Grogan and 
Walker (400) from Wisconsin is not known. McWorther and 
Hardeson (643) reported severe injury of subclover (T1'ifoliurn 
subten'aneum) grown for seed in Oregon by yellow bean mosaic 
virus. 

Symptoms 
The first symptoms of typical yellow bean mosaic in the green­

house appear about 1 week after inoculation and are characterized 
by drooping of the leaflets at the pulvini. Later small, halolike, 
chlorotic spots, ranging in diameter from 1 to 3 mm., develop on 
these leaves and on those formed later. The spots gradually enlarge 
and, upon coalescing, produce a more or less typical chlorosis 
(fig. 20, A, C). Young leaves have a tendency to become brittle, 
concave on their upper surface, and glossy. Infected leaves may be 
malformed and distorted (fig. 20, B), especially if the infection 
occurs in one-half of the leaflet. The mottling of contrasting 
yellow and green areas becomes more intense as the plants grow 
older (fig. 20, C, D). This intensity serves as a means of distin­
guishing yellow bean mosaic from common bean mosaic. Yellow 
bean mosaic virus causes decided dwarfing of the plant and 
bunchiness, the result of shortening of the internodes and multi­
plication of the branches. Maturity of infected plants is greatly 
retarded, and the production of seed is reduced. 

The symptoms of the X-strain are variable. The most common 
symptom on the Blue Lake or similar pole varieties is purpling of 
the leaf bases of the lower leaveR. Purpling is accompanied by an 
internal killing of tissues with frequent death of the plants. The 
lower leaves are usually yellow, and the veins of such leaves may 
be blackened. Frequently leaves of infected plants are malformed 
and have dark, irregular spots that may be accompanied by a 
blackening of the veins. A plant may first develop these symptoms, 
but later the leaves may show typical mottle. Under greenhouse 
conditions, local necrotic spots are formed on inoculated leaves 
on some varieties. A necrosis of the terminal growing point is 
frequel'\tly noted. 

The symptoms of the pod-distorting strain of the virus are 
likewise variable, depending upon the variety of bean infected. 
In some cases the mottle is not unlike that produced by the com­
mon strain of the virus, but it is usually more severe, causing 
more leaf malformation and plant stunting. Some varieties show a 
top necrosis followed by death of the plant, while in other cases a 
modlfied type of necrosis is observed in which the tip leaves turn 
yellow and absciss, but the growing point is not killed. Pods from 
infected plants are severely malformed. 
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.The 11ecrotic-lesion-producing strain of yellow bean mosaic 
(641) develops two types of local lesions on beans, depending on 
the variety: (1) A distinct and somewhat circular spot, and (2) 
spreading veinal necrotic lesions that frequently cover a large 
portion of the leaf (fig. 21, B). The systemic mottle symptoms are 
rather similar to those produced by the type yellow bean mosaic 
virus, but on some varieties they are more intense (fig. 22, A). 
Necrosis of the trifoliate leaves is produced on a few varieties. 
Stem, petiole, and top necrosis, as are produced by the pod-distort­
ing virus and X-virus on certain varieties, are seldom produced by 
the new virus strain. Infected pods are not malformed. 

The severe yellow mosaic virus (1011) that produces local 
lesions on tobacco causes reddish-brown blotches on infected Blue 
Lake bean pods under field conditions. Veinal leaf necrosis and 
stem necrosis are also observed. Plants are stunted, and leaves 
are reduced in size, curled, and mottled. Infected pods are severely 
misshapen. 

Cause 
Yellow bean mosaic is caused by a number of virus strains 

that commonly infect Melilotus alba, 'l'1'ifoliU?n lJ1'aten8e, '1'. in­
ea-rnat'Lt1n, and Gladiolus sp. The type strain of the virus was de­
scribed by Pierce (773) and later by Zaumeyer and Wade (1202). 
In 1946 McWorther and Boyle (641, 642) reported a necrotic or 
the X-strain of the virus on Blue Lake beans in Oregon. In 1949 
McWhorter (640) reported nine additional strains isolated from 
beans, gladiolus, alfalfa, and peas in Oregon and Washington. 
He stated that these strains showed considerable variation with 
regard to symptomology, minor host preference, and ability to 
develop cytological evidence of the virus in the leaf cells of Vieia 
faba. Grogan and Walker (400) reported a pod-distorting strain 
of the virus from Idaho Refugee and other varieties of beans. 
From variable symptoms noted on beans in the field, there are 
probably many other strains of the virus. 

Bridgmon and Walker (135) isolated the type strain and the 
pod-distorting strain from naturally infected gladiolus. Quantz 
(799) isolated what appeared to be the pod-distorting strain from 
beans in Germany. He reported the natural hosts of yellow bean 
mosaics as yellow and white lupine and alsike clover. Berkeley 
(92) also reported the isolation of yellow bean mosaic from gladi­
olus. Frey (363) records the identification of the pea mosaic virus 
in New Zealand on gladioli that was transmissible to bean. Hous­
ton and Oswald (497) isolated two strains of the virus from 
Ladino clover. 

Conover (225) isolated a virus from soybe:o.n that he regarded 
as a strain of the type virus. Hagedorn (409) and Hagedorn and 
Walker (410) described four isolates of yellow bean mosaic virus, 
of which one appeared fairly distinct from the type strain. Zau­
meyer and Fisher (1187) described a new necrotic-Iesion­
producing strain of the virus. Besides producing local lesions on 
beans, the virus produced mottle symptoms more intense on many 
varieties than those produced by the type strain. Thomas and 
Zaumeyer (1011) reported on a strain of yellow bean mosaic 
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'Virus known as severe yellow mosaic, which produced local lesions 
on tobacco. Frandsen (;-14rJ) in Germany described a strain dif­
fering from the typical yellow and pod-distorting strain, which he 
designated as M.Clmno)· manifestwm. n. nom. It produces necrosis 
on Kentucky Wonder beans and yellow mosaic symptoms on many 
other varieties. 

McWhorter (638) demonstrated cytologically in Vicia faba 
infected with the typical. bean virus 2 the presence of isometric 
crystals in both the cytoplasm and nuclei of infected host cells. 
They usually occur within the nucleoli of diseased cells, which as­
sume cubical shapes as they become filled with the isometric crys­
tals. They were not found in the leaf cells of healthy plants. 
McWhorter believes that these crystals are related to the causal 
agent and are a function of the virus, rather than of the host. Rich 
(837) showed a probable connection between nucleolar material 
and the development of crystaline inclusions characteristic of the 
virus. He later showed that in broadbeans infected with this virus 
the inclusions were produced just prior to the first appearance of 
external symptoms and that they \vere found only in plant parts 
that contained infective quantities of virus (838). 

The typical bean virus 2 and the pod-distorting strain are inac­
tivated between 58° and 60" C. in 10 minutes in plant juices. Dilu­
tion end point in fresh plant extract from infected bean is between 
1 to 1000 and 1 to 2000. They resist aging in vitro at 18° for 24 
hours but not for 32 hours. The properties for the X-strain have 
not been reported. The properties of the pod-distorting virus and 
the necrotic lesion producing virus are comparable with those of 
the type strain. Severe yellow mosaic is inactivated between 50° 
and 55" in 10 minutes and at 18° between 48 and 72 hours. 

Grogan and Walker (309) showed that in Stringless Green 
Refugee and Sensation Refugee 1066 common bean mosaic effec­
tively immunized beans against infection with the typical yellow 
bean mosaic and, likewise, this virus partially immunized them 
against common bean mosaic. They presented limited evidence, in­
dicating that yellow bean mosaic caused a reduction in the amount 
of seed transmission of common bean mosaic. From this, together 
with their similarities of physical properties, they inferred that 
these viruses are closely related. Frausden's (350) findings in his 
cross-protection investigations did not support the hypothesis of 
a close relationship between his strain and the regular strain of 
yellow bean mosaic. He reported that the damage to the plants 
inflicted by a combination of the two viruses was greater than by 
either alone. 

Zaumeyer and Fisher (1187) showed that the viruses of com­
mon bean mosaic, the New York 15 mosaic, and the type strain 
of yellow mosaic did not completely protect bean plants from infec­
tion by the new necrotic strain. Thomas and Zaumeyer (1011) 
found that no protection was obtained against severe yellow 
mosaic virus from the viruses of common bean mosaic and the 
necrotic lesion strain of yellow bean mosaic. Beemster and Van 
del' Vant (87) found that bean virus 1 and bean virus 2 were 
serologically related. 
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FIGURE 21.-Local lesions produced by several bean mosaic viruses on bean: 

A,Alfalfa yellmv mosaic; B, necrotic strain of yellow bean mosaic; 0, com­
mon alfalfa mosaic; D, red node; E, left half of leaflet, southern bean 
mosaic, right half of leaflet, pod mottle; F, bean strain of ring spot. 

.. 
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FJGURE 22.-Leaf mottling of bean caused by several viruses: A, Necrotic 
lesion strain of yellow mosaic; B, sweetclover ring spot; C, pod mottle; 
D, alfalfa yellow mosaic; E, yellow stipple; F, southern bean mosaic, 
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Transmission 
The yellow bean mosaic viruses like many similar viruses can 

be transmitted by rubbing the juice from a diseased plant on to a 
healthy one. Under natural conditions insects are the chief trans­
mitting agents. Pierce (773) obtained experimentally transmis­
sion of the type virus with Illinoia (Mac1'osiphum) pisi and Ma­
cr'osiphum solanifolii. Other aphids are probably involved. 

Grogan and Walker (.~OO) reported the green aphid Myzus 
per'sicae as a vector of the pod-distorting strain of the virus. 

Hosts 
Pierce (773) found the host range of yellow bean mosaic virus 

paralleled that of the common bean mosaic virus very closely. 
With the exception of the Burpee Bush lima (Phaseolus lunatus), 
Henderson Bush lima (P. lunatu.g), and rice bean (P. calca1'atu,s), 
all the hosts of common bean mosaic were found susceptible to 
yellow bean mosaic. According to Zaumeyer and Wade (1201), 
yellow bean mosaic is infectious to P. au,1'eu.s, Gajanus indicus 
Spreng. (C. cajan (L.) Millsp.), Oice1' (wietinlt1n L., Lathyr'us 
oeloratus, Lens esculenta Moench, MelilotllS alba, Pisu1n sativwm, 
T1'ifolil!m pmtense, 11icia faba, and V. ame1'icnna Muhl. 

McWhorter (641, (42) showed that Trifolium, incanwtwn, T. 
pmtense, and Gladiolus sp. were susceptible to the X-strain of the 
virus. He later showed that Medic(tgo sativa was susceptible to one 
of the other strains he experimented with. Grogan and Walker 
(400) reported additional suscepts of the typical bean virus 2. 
These are T. hyb1'idum, T. incal'natwn, Vicia 1nonantha (L.) 
Desf., V. villosa Roth, V. sativa L., 11. ntl'O]Ju,1'pu1'ea Desf., Glycine 
max, and T1'igonella foenurngraecwn L. Brierley (138) reported 
that the mild mosaic of gladiolus is caused by yellow bean mosaic. 
He showed that this virus also infected various other ornamentals 
such as Fr'eesia, Babiana, Ixis, Spal'l"('xis, and T1·itonia. Freesias 
are sometimes killed by the virus. 

Zaumeyer and Fisher (1187) reported Phaseolus lanatus, Vigna 
sesquipedalis, and 1'. sinensis as susceptible to the necrotic strain 
but .resistant to the other strains of yellow bean mosaic virus. 
Pisum sativurn, T1'ifoliu1n incarnatmn, T. pratense, and T. 1·epens 
were not infected by the necrotic virus strain, while certain other 
strains infect these species. This virus also infects Nicotiana ta­
bacum and N. r·ustica. No other strain of the yellow mosaic virus 
except severe yellow mosaic virus has infected these hosts. 

Thomas and Zaumeyer (1010) found that the host range of 
severe yellow mosaic was quite similar to the type strain, except 
that the former did not infect Tl'ifoltnm pmtr:;n.se, but was infec­
tious to Nicotiana tabacltm, N. 1'zt8tica, and N. sylvest1·is. 

Frausden (349) reported that the strain of yellow mosaic he 
studied in Germany was infectious to Phaseolus lu-natus and 
Lupinlt8 luteus L. 

Hungerford and Hillyer (503) reported G1'otalaria spectabilis 
Roth, Lupinlt8 ele1.t8i/lonts Benth., Medicago lupulina L., Tr'ifolium 
hybr'idurn L., and Vicia viUosa as additional hosts for the type 
strain of the virus. 

http:pmtr:;n.se
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Control 

There is no adequate control of yellow bean :nosaic. It is not 
seedborne, and susceptible varieties might escape infection if 
planted in regions where white and yellow sweetclover, red clover, 
crimson clover, and gladiolus, the principal hosts of the virus, do 
not occur. However, in view of the wide distribution of certain of 
the above-mentioned clovers, control by completely evading them 
would appear to be extremely remote. 

A number of snap bean varieties showed mild symptoms, indi­
cating they might be tolerant enough to produce a crop in spite of 
the disease. Since the virus is infectious to most of the varieties 
that are resistant to common bean mosaic, it can readily be dis­
tinguished in this manner. Grogan and "Valker (.~OO) inoculated 
37 varieties or strains of beans with the typical yellow bean mosaic 
virus and the pod-distorting virus and found that all were suscep­
tible to the yellow bean mosaic virus, but that Great Northern 
U.I. Nos. 59, 81, and 123 were the only varieties that showed mild 
infection. These 3 varieties were the only ones that were resistant 
to the pod-distorting virus. 

Zaumeyer and Fisher (1187) inoculated 44 varieties of beans 
with the necrotic lesion strain and they found all ,,'ere susceptible, 
but that Great Northern U.I. Nos. 16, 31, and 123 were susceptible 
only to local. lesion infection. The others were susceptible to either 
systemic infection alone or to both local and systemic infection. 
Thomas and Zaumeyer (1010) found that severe yellow mosaic 
virus was infectious to all varieties of beans tested except Great 
Northern U.!. 123. 

Crumb and McWhorter (253) demonstrated that dusting beans 
with insecticides for the control of the vectors was unsatisfactory 
for economic control of yellow bean mosaic. 

Rudorf (851) reported obtaining resistance to both common 
bean mosaic and yellow bean mosaic viruses in progeny from a 
cross behveen Phaseol1£.s ntlga1·is and P. coccineZls. 

Curly Top 

Geographical Distribution and Economic Importance 

Curly top, a virus disease of beans and many other cultivated 
and wild plants (35/;,895), was first reported on beans by Carsner 
(194) in 1926. The disease is known to occur in California, Wash­
ington, Oregon, Idaho, Montana, Utah, and New Mexico, and in 
parts of Colorado, Wyoming, and Texas. It has also been reported
from British Columbia (222). 

The amount of loss to beans occasioned by curly top cannot be 
accurately measured. There is some reduction in yield every year; 
and, during years when the popUlation of the insect that transmits 
curly top is large, the bean crop may be almost completely ruined. 
Although snap bean varieties are as susceptible as the dry beans, 
the greatest loss is caused to dry beans, which are grown more 
extensively. 
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Symptoms 
The initial symptoms of curly top of young plants remotely 

resemble those of common bean mosaic, but in later stages they 
are quite distinct. Young plants show the most pronounced symp­
toms on the trifoliate leaves, which become slightly puckered, curl 
downward, turn yellow, and die (fig. 23, A, B). These as well as 
the primary leaves are thicker than normal, very brittle, and 
readily break off the main stem. Plants affected in this way usually 
die in the seedling stage. Older plants seriously diseased may drop 
their blossoms, become chlorotic, and die. The young leaflets often 
curl downward and cease to grow. Affected plants are decidedly 
dwarfed and have short internodes, which give them a bunchy 
appearance (fig. 23, C). 

FIGURE 23.-Curly top. A, B, Plants infected when young; such plants usually
die. In A, the growing point has died. C, S~)'mptoms of curly top on plant 
(center) in field. 
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Plants infected late in the season do not always develop typical 
symptoms and generally grow to maturity, but any pods produced 
on such plants may be stunted. 

The symptoms vary with the variety, the difference being 
somewhat correlated with susceptibility or resistance. The par­
tially resistant varieties may produce a few pods. Such plants 
usually retain their normal green color for a considerable length 
of time. In rare cases a deeper green color, which shows a strong 
contrast to the partial clearing of the veins and veinlets, is 
apparent for a while. 

Cause 
Curly top is caused by the virus R~tga verrucosous Cars. & 

Bennett and is carried in the body of the beet leafhopper (Circu­
lifer tenellus (Baker». Giddings (385, 386) reported 10 distinct 
strains of the virus that differed in virulence. Two strains induced 
severe injury in the Red Mexican bean, a variety heretofore con­
sidered resistant to curly top. Lackey (585) found in Great 
Northern U.l. 81, a variety tolerant to curly top, that strain 1 
was inactivated or multiplication inhibited, while in Bountiful it 
was not. Also, that strain 4 reached a slightly higher concentra­
tion than strain 1 in the root tips of Bountiful, :l susceptible 
variety. 

Transmission 
Curly top is transmitted only by the beet leafhopper. The leaf­

hoppers become transmitting agents of the virus by feeding on 
wild and cultivated plants that are affected with curly top, such 
as Russian-thistle (Salsola kali val'. temdfolias Zausch.), mustard 
(Bmssica nigm (L.) Koch), and beet (Beta vulgaris L.). th"'ll 
transmit the disease to other plants for an indefinite period. The 
insects overwintor and produce their spring broods on various 
perennials and winter annuals as well as on other host plants. 
Many of these plants that are hosts for both the insect and the 
virus, as well as many of the insects, survive the winter. The in­
sects and plants serve as sources of infection the following season. 

'rhe spring brood of leafhoppers may acquire the curly top 
virus in their breeding grounds and carry it with them into culti­
vated fields of beets, beans, tomatoes, and other crops to which 
they migrate. This migration usually takes place when the plants 
on. which the leafhoppers have fed in the abandoned and desert 
areas begin to dry and mature. 

The symptoms on beans appear about 10 days to 2 weeks after 
the viruliferous insects feed on a plant. Since the virus is trans­
mitted only by Ci1'cuHfe1' tenellus, curly top is prevalent only 
where that insect thrives. The severity of the disease is dependent 
on the size of the leafhopper population, which varies from year 
to year, and the percentage of viruliferous leafhoppers. 

Proof of the susceptibility of beans to the curly top virus was 
demonstrated by Carsner (194), who found that of the seven 
varieties tested, Black Valentine was the most susceptible, while 
Great Northern was but slightly injured. The other varieties 
were intermediate. More recent investigations by Murphy (707) 
have shown the Great Northern to be highly susceptible. Although 
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considerable da."Ilage is caused to beans, they are not the favorite 
host of Circulifer tenellus, as indicated by the fact that the insect, 
when restricted to the bean as the only source of food, dies within 
a short time. No great amount of damage to beans is likely except 
in years when the insects are very abundant. 

Hosts 
Carsner (192) reported 11 species of wild plants and 3 species 

of economic plants belonging to 11 families susceptible to curly 
top. He also reported (193) that the virus of curly top became 
attenuated when passed through certain weeds, such as Cheno­
podium murale L., Rumex C1-iSPUS L., and Suaedea moq~lini Greene. 
Severin and coworkers (897) reported that 17·1, species of plants 
in 115 genera belonging to 37 families were either experimentally 
infected or demonstrated to be naturally infected with curly top. 
Fifty-three species of plants in 38 genera of 16 families were 
proved to be naturally infected with .curly top. He later reported 
(896) that weeds growing on the uncultivated plains and foothills 
in California and in the cultivated areas experimentally infected 
with curly top included 57 species in 28 genera belonging to 16 
families. The wild plants growing in the uncultivated areas and 
naturally infected with the virus included 14 species in 13 genera 
belonging to 8 families, while in the cultivated areas 26 species of 
weeds in 15 genera belonging to 9 families were found to be 
naturally infected with the disease in nature. 

Control 
Curly top can be best controlled by growing resistant varieties. 

Resistance (265) was first found among field bean varieties such 
as Burtner Blightless, California Pink, California Red, Jenkins, 
and Red Mexican (267). Commonly grown dry bean varieties re­
sistant to curly top and common bean mosaic are Red Mexican 
U.l. Nos. 3 and 34 (708, 709), Great Northern U.l. Nos. 16 and 
31, Pinto D.l. Nos. 72, 78, and 111. Pioneer, a curly-top-resistant 
small white bean that can be used either as a snap or as a dry 
variety was released in 1944 (268). Columbia is a resistant Blue 
Lake variety developed for the Pacific Northwest. Idaho Bountiful 
and Golden Gem are bush snap beans developed by the Idaho 
station (273), which are resistant to curly top and common bean 
mosaic viruses. Among the susceptible varieties of snap beans, 
some that can be grown without danger of severe loss from curly 
top in years of medium leafhopper popUlation, are Burpee String­
less Green Pod, Idaho Refugee, and Landreth Stringless Green 
Pod. Some of the varieties that are most seriously damaged by 
curly top are Bountiful, Plentiful, Black Valentine, and Kentucky 
Wonder (4..l4). 

Susceptible varieties can sometimes escape infection if planted 
at the proper time. It was observed in southern Idaho that if 
planting is done just before or at about the start of the spring 
migration of the beet leafhopper in the Twin Falls district the 
crop will nearly always escape sevei'e injury from curly top 
disease (589). 

The virus is not seed borne. 
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Virus Diseases of Minor Importance 

Alfalfa Mosaic 

The alfalfa mosaic virus, Marmo}' rnedicctginis Holmes val'. 
typicU1n Black & Price, has been reported from the United States 
(783, 1098, 1178), Canada (91), Bulgaria (574), China (1166), 
and New Zealand (362). A number of strains of the virus have 
been reported: Alfalfa mosaic 1A and 1B (1177), alfalfa N strain 
(639), pepper strain (91), potato calico strain (743), tobacco 
strain (533), Ladino clover strain (577), tuber necrosis strain 
(743), yellow dot (1003), and alfalfa yellow mosaic (1185). It is 
not known whether the virus reported by Snyder and Rich (949) 
on celery.or the one by Fry (362) on white clover, red clover, and 
lucerne in New Zealand differs from any of these strains. Calico 
dwarf, a strain of potato calico, was recently reported by Milbrath 
(676). Only two described strains have been reported as occurring 
naturally on beans, yellev! dot and the alfalfa yellow mosaic 
viruses, although Thomas (1004) reported several isolates of 
alfalfa mosaic virus collected from mottled bean leaves in Wash­
ington and Idaho that may differ from these viruses. These were 
not compared in detail with one another or with the other pre­
viously described strains of the virus. 

Houston and Oswald (497) reported two strains of the vir liS 

that they isolated from Ladino clover. It is not known ·whether 
they differ from any of the previously reported strains. 

The type virus and some of its strains produce only local lesions 
on beans that range from 0.5 to 3.00 mm. in diameter, depending 
upon the variety of beans inoculated (fig. 21, A, C). Alfalfa N, 
potato calico, calico dwarf, tuber necrosis, yellow clot, and alfalfa 
yellow mosaic viruses produce both local and systematic infection 
on bean, but potato calico and tuber necrosis viruses do so only 
occasionally. They cause necrosis of the stem and dieback of the 
growing point. Yellow dot produces a mild systemic mottle, calico 
dwarf a bright gold mottle, and alfalfa yellow mosaic an intense 
mottle (fig. 22, D) and necrosis of the leaves and stems. Yellow 
dot and alfalfa yellow mosaic cause no terminal kiIIing. The 
strains vary slightly in host response and physical properties. 
None of the strains are of economic importance on beans. 

The synonyms (11 02) of the type virus are: Alfalfa mosaic 
virus (1098), alfalfa ringspot virus (1102), alfalfa virus 1 (773), 
alfalfa virus 2 (773), Medicago virus 2 (574), alfalfa mosaic 
virus 1 (1178), chilli mosaic virus (574), Medicago virus 2 val'. 
typicum (101), aRd Lucerne mosaic virus (512). 

The host range includes 83 species of 28 families. Transmission 
is readily accomplished by inoculation of expressed juice. It is 
also transmitted by the pea aphid, Mac1·osiphwn pisi (Kalt.) and 
Myzu.s pe1·sicae (Sulz). It is not transmitted by seed. 

The type strain of virus is inactivated between 60° and 65° C. 
Some strains are inactivated at 53° to 55°, whereas one strain is 
inactivated at 65° to 70°. It has a dilution end point at approxi­
mately 1 to 3000, and its longevity in vitro at 20° is 4 to 5 days. 
The virus was purified, and a high molecular weight nucleoprotein 
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FIGURE 24.-/t, Pod mottle vi l'lIS, showing ch:II'acteristic mottling and mal­

formation of in fC'ctC'd IW<ln pods; IJ, ]>0(1 malformatlOll caused b~' a strain 
of yellow bean mosaic vi 1'1I$. 
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having the properties of this virus was isolated (8#9). The virus 
crystals are essentially spherical in shape and have a specific 
gravity of 1.48. It is the smallest plar;t virus that has been isolated. 

Pod MOHle 

Geographical Distribution and Economic Importance 

Not a great deal is known about the distribution or economic 
importance of pod mottle. The virus was isolated by Zaumeyer and 
Thomas (1196) in 1945 from severely mottled pods observed on 
plants of the Tendergreen variety grown at Charleston, S. C. In 
1948 and 1949 it was isolated in combination with s mthern bean 
mosaic and yellow stipple virus from beans grown in souihern Illi­
nois. In 1950 it was isolated from pods of Black Valentine beans 
grown in Florida. In 1952 and 1953 it was again isolated from 
beans grown near Charleston, S. C. 

Symptoms 

Similar to southern bean mosaic virus, pod mottle virus pro 
duces local lesions on some varieties of bean (fig. 21, E) and sys­
temic mottle on others. Varieties susceptible to local infection are 
immune from systemic infection and those susceptible to systemic 
infection are immune from local infection. The local lesions appear 
3 or 4 days after inoCUlation, are lighter brown and more diffuse 
than those produced by southern bean mosaic virus, and give the 
impression of being subepidermal (fig. 21, E). They average aboUl. 
2 mm. in diameter, and the size of the lesions depends on the va­
riety, the age of the inoculated leaf, and the number of lesion~ 
per unit area. 

The systemic mottle symptoms of pod mottle are in general 
more intense than those of southern bean mosaic, and on a few 
varieties they are more severe. than those of common bean mosaic. 
Infected leaves of very susceptible varieties are malformed and 
mottled, but they show no puckering or blistering (fig. 22, C). 
The trifoliate leaves of some varieties are both mc.ttled and ne­
crotic and may die. It is very difficult to differentiate the three 
viruses by systemic symptoms alone. 

On the pods, pod mottle virus produces more marked symptoms 
than does southern bean mosaic virus (fig. 24, A). Infected pods 
are severely mottled, malformed, are darker green chan normal, 
and often resemble beans that have been fl'o;~en. They are not so 
malformed, and so rough and warty as those produced by the pod 
distorting strain of yellow bean mosaic virus (fig. 24, B). 

Cause 

Pod mottle is caused by the virus Mannol' valvolarum, Zaum. 
& Thomas. It is inactivated between 70" and 75" C. in 10 minutes 
in plant juices. Its dilution end point in fresh plant extract from 
infected bean is between 1 to 10,000 and 1 to 100,000. The virus 
resists aging for 62 days at 18°, but it is inactive after 93 days. 
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Transmission 
Infection is more readily obtained with pod mottle virus than 

with common or yellow bean mosaic viruses, but local lesion pro­
duction is not quite so readily obtained as with southern bean 
mosaic virus. The local lesions produced are usually not so nu­
merous on the inoculated leaves as those produced by southern 
bean mosaic virus. Handling plants systemically infected by pod 
mottle virus and then healthy plants of varieties susceptible to 
local infection, as bean pickers handle plants in the field, produced 
local lesions on such susceptible plants. Since the virus is readily 
transmitted mechanically, it is likely that it could be spread by 
field laborers, by farm machinery such as cultivators, by wind­
blown sand, and by other means. From limited tests, it appears 
that the virus is not seedborne. The insect vectors of the virus are 
not known. 

Hosts 
The host range of pod mottle virus is very similar to that of 

southern bean mosaic virus. Zaumeyer and Thomas (1196) found 
that besides Pha,.seolus vulga1'is, the only two other susceptible 
species in Leguminosae from 12 that were tested were P. lunatu8 
and Glucine '/nax. Recently the tepary bean, P. acuti/olius var. 
lati/olillS, has been found to be susceptible to systemic infection. 
No species outside of Leguminosae have been infected. 

Control 
The control of pod mottle is similar to that for southern bean 

mosaic. All varieties susceptible to local infection can be con­
sidered commercially resistant, since the damage caused by local 
infection, if found under field conditions, would be negligible. 

Many bean varieties and strains have been inoculated with the 
virus (1196). The majority of the green-podded varieties of snap 
beans and most of the dry beans are susceptible to local infection. 
Most of the wax varieties are susceptible to systemic infection. 
Practically all of the varieties resistant to common bean mosaic 
are also resistant to I'ystemic infection of the pod mottle virus. 
In general, the reaction of most of the green-podded bush varieties 
of snap beans to Pbd mottle virus is different from that of southern 
bean mosaic. There are notable exceptions-Full Measure, Land­
reth Stringless Green Pod, Longreen, Plentiful, and Tendergreen 
-which are susceptible to systemic infection of both viruses. 

If this virus should become a serious factor in crop production, 
the matter of breeding for resistance to systemic infection in sus­
ceptible varieties of snap beans would not be a difficult problem. 
There are a nnmber of varieties of good commercial type that are 
resistant and could be used as parental material in a hybridizing 
program. 

Red Node 

Geographical Distribution and Economic Importance 
Red node, a virus disease, has been reported a number of times 

in the beau-growing areas of the Mountain States, but only in a 
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few instances has it been of economic importance. It was observed 
for the first time in 1938 in northeastern Colorado, but at that 
time its cause was unknown and was referred to as a physiological 
breakdown. A year or two later similar diseased plants were ob­
served in western Colorado where the disease caused considerable 
damage in some fields of Pinto bean. In 1942 the disease was 
quite common in Wyoming and southern Idaho. In 1943, Virgin 
(1053) described the same disease in Idaho and named it "red 
node." His preliminary evidence indicated that it was related to 
yellow bean mosaic. It occurred erratically in some of the Western 
states in 1945 and 1946 (1195,1201). In 1947 in Colorado, Skiles 
and Thomas (916) reported that the disease in some fields caused 
losses often amounting to 75 percent. 

Symptoms 
The first noticeable symptoms of red node under field conditions 

are a reddish discoloration of the nodes of the stem and pulvini 
of the leaves and leaflets, together with reddish concentric ringed 
patterns on the pods (fig. 25, B). These may vary from small 
indistinct markings to large reddish sunken blotches that may 
involve most of the pod. In extreme cases there is a decided shriv­
eling of the pod without seed formation. Discoloration of the stem, 
growing point, veins, and vein lets of the leaves may occur. 

When the affected area on a pod is large and sunken, the pods 
become malformed. Often the more advanced pods develop seeds 
even when they become infected, but younger pods on a cluster 
may dry and shrivel. The infected seeds are often discolored with 
concentric, ringlike markings. 

Under greenhouse conditions, necrotic lesions develop on the 
inoculated leaves (fig. 21, D). The veins become reddened and the 
discoloration progresses into the stem and growing point and in 
severe cases the young plant may die within 5 days. Plants that 
are not killed have reddened nodes and pulvini, reddish necrotic 
streaks on the stem (fig. 25, A), and are severely stunted. 

Cause 
Red node is caused by the virus Annul'us O1·ae var. phaseoli 

Thomas & Zaum. Based on similarity of properties, symptoms on 
beans, jimsonweed, Turkish tobacco, and other hosts, and limited 
cross-protection tests, it was concluded by Thomas and Zaumeyer 
(100.9) that the red node virus is related to the tobacco streak 
virus (369). The virus is inactivated between 56° and 58° C., 
withstands a dilution of 1 to 500 but not 1 to 1,000, and resists 
aging in vitro at 18° for more than 24 hours but less than 48 
hours. In dried leaf tissue stored at room temperature, infection 
occurred after 20 days of storage. Thomas and Graham (1016) 
reported that the virus may remain active at least 7 months in 
dried or frozen bean tissue. 

Transmission 
Beans are readily infected when inoculated mechanically with 

freshly expressed juice of the virus from beans, but not from in­
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FIGURE 25.-Red node: A, N cerotic rl'd streaks on stem, petiole, and necrosis 
of leaves and reddening of nodes; B, necrosis on pods. 
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fected tobacco. Similarly, tobacco is readily infected with inoculum 
from infected tobacco but with difficulty when expressed from 
red-node-infected beans. Lesions on beans were produced in 2 days 
at 26° C., in 5 days at 14° and 18°, but no lesions appeared within 
8 days at 10°. No insect vectors are known, but the frequent con­

.. centration of infection along the edges of beanfields suggests 
insect transmission from susceptible cultivated or wild host plants. 
Thomas and Zaumeyer (1009) reported no seed transmission, al­
though Thomas and Graham (1017) showed that certain seed lots 

• carried as much as 26 percent infection . 

Hosts 
Besides beans, Thomas and Zaumeyer (1009) reported the fol­

lowing legumes $usceptible to the virus: Orotala1w, spectabilis, 
Cyamopsis tetmg'onoloba (L.) Taub.. Lllpinu.<; albus L., L. anguf'l­
tifoliu,s L., Melilotus alba, Phaseolus aconitifolius, P. au,1·eus, P. 
coccinens, P. 1nllngo, PisU1n sativ'ltm, Glycine max, Trifolium in­
ca1·1wtu:m L., T. pratense, Vicla faba, V. sativa, Vigna sesquipe­
dalis, and V. sinensis. The susceptible nonleguminous hosts were 
Nicotiana tabacU1n L. and N. ntStica L. Thomas (1013) reported 
squash and purr.pkin as also being hosts, and later he (1015) re­
ported a large number of additional hosts. 

Control 
No control measures for red node can be recommended at 

present, because the natural source of the virus and the means of 
transmission are not yet known. Since a relatively high percentage 
of red node has been noted in those portions of bean fields in close 
proximity to white or yellow sweetclover, it is recommended that 
these hosts be controlled if growing wild along fencerows or ditch­
banks. Graham (393) reported a 75 percent reduction of infection 
by spraying beans at 10-day intervals with basic copper arsenate 
and nicotine sulfate plus Triton. No resistant bean varieties were 
noted among those tested. Skiles and Thomas (916) and Thomas 
(1014) reported Kentucky Wonder No. 780 and Kentucky Wonder 
Brown No. 814 resistant to the virus. This is not in agreement 
with the writers' results. 

Southern Bean Mosaic 

Geographical Distribution and Economic Importance 
The name "southern bean mosaic virus" was employed for a 

mosaic disease (1190, 1191) obtained on mottled bean pods origi­
nating in Louisiana in 1941. The virus was designated as bean 
mosaic virus 4. 

Little is known regarding the distribution of this virus under 
field conditions. Because the mottled leaf symptoms produced by 
it do not differ greatly from those produced by bean virus 1 or 
yellow bean mosaic, it is believed that it may have been over­
looked or confused with them. By itself it does not produce symp­
toms as intense as those produced by the other two viruses. It was 
first observed as a severe mottling of the pods by market inspec­
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tors in Louisiana in 1941. In 1948 serious damage resulted from 
this vh'us to snap beans in southern Illinois. It has also been re­
ported from Tennessee and Georgia in 1952. The virus was also 
obtained from bean specimens collected in New York. A closely 
related strain of this virus was isolated from material grown in 
California, Colorado, Idaho, and Maryland, but as yet the disease 
is of no importance in these States. Bain (61) described another 
possible strain of this virus from Mississippi that is found very 
commonly in poorly drained areas of fall-planted Stringless 
Black Valentine beans. 

Symptoms 
The virus produces local lesions (791, 1191) (fig. 21, E) on 

some varieties and systemic-mottle symptoms (fig. 22, F) on 
others, depending upon the variety inoculated. No plant thus far 
tested has exhibited both types of symptoms. 

The necrotic lesions appear 2 or 3 days after inoculation. They 
are nearly circular, brownish red, and 1 to 3 mm. in diameter. 
Their size is determined in part at least by the variety infected, 
age of leaf, and the number of lesions per unit area. When the 
virus extract used for inoculation is highly concentrated, the 
lesions may be so numerous that the leaves die prematurely and 
drop off. 

The first systemic symptoms are characterized by a mild mottle 
of the trifoliate leaves similar to that caused by bean virus 1, the 
mottling attaining its greatest intensity about the time the plants 
reach maturity. Vein banding is common, the interveinal tissue 
being lighter green than the tissues adjacent to the veins. The 
leaves may be puckered and blistered, typical of the symptoms of 
common bean virus 1. Reduction in leaf size and malformation of 
the leaf are noted on very susceptible varieties. On a strain of 
Blue Lake beans a severe necrosis of the leaves and stems and a 
rosetting of the young trifoliate leaves were reported (1192). 

The symptoms on the pods are more pronounced than those 
produced by bean virus 1. They appear as irregular-shaped, dark­
green, water-soaked blotches on green-podded varieties and as 
greenish-yellow areas on wax-podded varieties. The symptoms 
produced by a mixture of common bean mosaic and southern bean 
mosaic are more severe than are produced by the separate viruses 
(1186) . 

Cause 
Southern bean mosaic is caused by Manno}" laesiofaciens Zaum. 

& Harter. Price (788, 789) crystallized the virus, and the purified 
virus gave positive tests for protein and negative tests for carbo- • 
hydrate and was found to contain spherical particles having a 
mean diameter of about 33.6 mm. They remained active for 
months when held at about 3° C., but soon became noninfectious 
when frozen. The crystals were either rhombic bipyramids joined 
by two pi naco ids or rhombic prisms. Solutions of the prisms were 
highly active and produced typical symptoms of southern bean 
mosaic. By means of electron micrographs, Price and others (793) 
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showed that the elementary particles of the southern bean mosaic 
virus are essentially spherical bodies of about the same size as the 
particles of the tomato bushy stunt virus. 

Price and Black (7.90) found that the virus is antigenic and 
that it is serologically distinct from tobacco necrosis virus and 
tomato bushy stunt virus, which it resembles in some of its phys­
ical properties. Their data showed that southern bean mosaic virus 
is an independent and distinct virus species. Miller and coworkers 
(678, 679, 680) investigated the physical and chemical properties 
of the virus and determined the particle size, shape, hydration, 
elementary composition, crystallization by dialysis, together with 
electrophoretic and nucleic acid investigations. Lauffer and Price 
(5.90) purified southern bean mosaic virus, obtaining a pigment 
not removable by centrifugal fractionation 01' by crystallization 
by means of electrolysis. Leonard and others (601) reported a 
close resemblance in respect to size, shape, and hydration between 
southern bean mosaic and tobacco necrosis virus. 

The virus is inactivated between 90° and 95° C., is infectious 
at a dilution greater than 1 to 500,000, and resists aging in vitro 
at 18° for 32 weeks. It is still infectious after a 30-minute treat­
ment with 95 percent alcohol. It is not destroyed by a 1 to 100 
dilution of 37 percent formaldehyde for 30 minutes. 

Tra nsm iss ion 
The transmission of southern bean mosaic virus is in general 

very similar to that of other bean viru!'les, although the virus is 
much more highly infectious than any of the other viruses that 
infect beans. Ordinary handling of diseased plants or touching 
infected plants with a hose when watering in the greenhouse can 
transmit the disease from diseased to healthy plants. It is believed 
that bean pickers and cultivating or similar equipment could 
spread the virus throughout a field of beans or to other .fields. 
The virus is seed borne to a very limited extent. The insect vectors 
of the virus are not known, but it is assumed that it is transmitted 
by aphids as are common and yellow bean mosaic viruses. 

Gupta and Price (405) reported that the filtrates from various 
fungi such as Actinomyces sp., Aspergillus niger, Bot1'yotinia con­
poll/to" Memnonicella echinata, Tl'ichotheciU1n 1'osemn, and others 
were found effective in inhibiting infection of the virus. 

Cheo (202) reported that the virus in the embryo was inacti­
vated very rapidly when dehydration of the seed OCCUlTed, which 
may have been caused by certain chemical changes produced dur­
ing final stages of ripening. Crude extracts from mature bean 
seeds caused inactivation of the virus. 

Hosts 

The host range of southern bean mosaic is much more limited 
than it is for common or yellow bean mosaic.. In addition to 
Pha.'Jeolusvu1ga1·is, a number of varieties of P. z,ww,tu,,'1 and Gly­
cine max were the only suscepts found in the Leguminosae. No 
species outside this family has been infected. 
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Control 
Although all varieties tested were found to be susceptible to 

either the local or systemic infection by southern bean mosaic 
virus, those varieties that are resistant to systemic infection can 
be considered commercially resistant. It is unlikely that local 
lesions severe enough to be of any econonl1C importance wouIel 
occur under field conditions. 

Most of the common bean varieties were tested with the virus. 
A number of the varieties resistant to common bean mosaic are 
susceptible to systemic infection of southern bean mosaic. Certain 
of the exceptions are the following: Blue Lake, D.ecatur, Great 
Northern U.I. Nos. 15, 59, and 123, Kentucky Wonder, Kentucky 
Wonder White, Pinto V.I. No. 78, Ranger, and Red Mexican V.I. 
No. 34. Great Northern U.I. Nos. 16, 31, and 81, .Pinto V.I. Nos. 
72 and 111, and Red Mexican V.I. No.3 were not tested, but it is 
believed that their reaction would be similar to their sister strains. 

Gray (396) found that leaf spray applications to beans of 125 
p. p. m. of partially purified noformicin, an antibiotic produced 
by a species of Noca1'dia, inhibited local lesions and systemic infec­
tion caused by southern bean mosaic virus. Application of the 
antibiotic to the roots of Pinto beans growing in sand reduced the 
number of local lesions produced on the leaves by the virus. 
Thiouracil likewise showed antibiotic activity against the virus. 

Stipple Streak 

Stipple streak of bean (80, 500,1081), which is a strain of the 
tobacco necrosis virus, has not been reported in the United States 
but only from Holland, where it is serious on pole beans in some 
parts of the country. Another strain of this virus was reported 
for the first time occurring naturally in the United States on 
Pl'imula obconica Hance by Price and coworkers (794). In 1950, 
l·'ulton (370) isolated several strains of the virus from the roots 
of guar growing in the greenhouse in Wisconsin and also from 
field-grown tulips. Fulton (368) reported the virus associated 
with strawberry plants in Arkansas, and Yarwood (1160) from 
lettuce in California. 

Vnder greenhouse conditions the virus produces dark-colored 
local lesions 3 to 4 days after moculation. Within a week, black 
streaks appear on the petioles and stems and necrotic lesions ere: 
veJop on or near the veins of inoculated young leaves. '1'he infected 
plants are stunted, have twisted and chlorotIc leaves, and usually 
shrivel and die. 

Vnder field conditions scattered brown or black spots and • 
streaks appear on stems, petioles, and veins. Often, only a part 
of a plant may be affected. Necrotic spots, rings, or streaks are 
noted on the pods. 

The virus persists in the soil, and natural infection may d,welop 
in young plants within a week after planting, but the sym;,:ltoms 
do not appear until considerably later; sometimes as late as 6 
weeks after planting (1081). All varieties of beans that were 
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tested were susceptible. The Scarlet Runner bean (Phaseolus mul­
tiflonlS) was resistant (1081). 

Stipple streak appears to be a variant of the Rothamstead cul­
tUre of the tobacco necrosis virus (80). The two viruses are sero­
logically related, crystallize in the same manner, and have par­
ticles of similar sizes, but differ in the manner in which they infect 
beans. Stipple streak becomes systemic very rapidly in beans when 
artificially inoculated, while the Rothamstead strain only produces 
local lesions on the inoculated leaves. 

Tobacco necrosis virus (786, 936, 937, 939) has been found to 
infect more than 88 species in 37 families (370, 787). About 7 
species in Leguminosae were found susceptible. Whether the 
stipple streak strain is infectious to all of these hosts is unknown. 

The thermal inactivation point of stipple streak virus lies 
between 85° and 90° C., and the virus has a dilution end point 
of about 1 to 1,000,000 (80). The virus withstands desiccation in 
dried tissue. 

Yellow Stipple 

Geographical Distribution and Economic Importance 
Yellow stripple has only been reported once, and then in com­

bination with southern bean mosaic and pod mottle viruses 
(1198). Although no bean variety has been found immune, no 
appreciable crop loss would result. if under field conditions this 
virus produces symptoms no more intense than in the greenhouse. 

Symptoms 
The mottle symptoms of yellow stipple virus are considerably 

milder than tho~e caused by common bean mosaic, yello"r bean 
mosaic, southern bean mosaic, and pod mottle viruses. Infected 
leaves are slightly malformed and mildly mottled (fig. 22, E), not 
showing the severe puckering and blistering, yellm\r blotching, and 
malformation that frequently results from infection with the other 
viruses. The plants are not stunted, and the pods are not mottled 
or malformed. On dry bean varieties, such as Great Northern 
and Pinto, the yellow stippling is very distinctive. A~ first, the 
young trifoliate leaves show a mild mottle and, later, small yellow 
chlorotic spots (fig. 22, E) that may coalesce and form 'rregular­
shaped patches as large as 10 mm. in diameter appear. These areas 
may involve as much as three-quarters of a leaflet. These symp­
toms appear identical with a condition known as yellow spot, re­
ported by Parker (7/52) as a heritable-deficient Mend~lian charac­
ter. Infected leaves are almost normal in size and only slightly 
roughened or distorted. Local lesions have not been produced on 
any variety tested thus far. 

Seedlings of some varieties infected mechanicaHy by rubbing 
often show a necrosis of the veins and veinlets of the inoculated 
leaves. This necrosis extends into the petioles of the leaves and 
into the stem to the soil line, where it is frequently severe and 
causes a slight shrinking of the tissues. 
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Cause 
Yellow stipple is caused by Marmor fiavopunctum Zaum. & 

Thomas. It is inactivated b~tween 72° and 75° C. in 10 minutes 
in plant juices. Dilution end point in fresh plant extract from 
infected oean is between 1 to 50,000 and 1 to 75,000. It resists 
aging for 5 days in vitro at 18° and more than 80 days in desic­
cated leaf tissue stored at room temperature. 

Transmission 
The virus is readily transmitted to beans by inoculation with 

expressed juice wiped on leaves dusted with carborundum. It 
does not appear to be seed-transmitted, and the insect vectors 
are not known. 

Hosts 
Zaumeyer and Thomas (1197) found the following hosts sus­

ceptible: Cyamopsis tetmgonoloba, Phaseolus acutifolius var. la­
tifolius, P. calca1·atu,s, P. mungo, Pis~tm sativum, Glycine max, 
and Vigna sinensis. No species outside Leguminosae were infected. 

Control 

Thirty'"six representative snap and dry bean varieties were 
shown to be susceptible. In most cases the mottle symptoms were 
mild. 

Other Viruses Reported Infectious to Beans 

There are a number of other viruses that affect beans, but they 
have not been reported as causing any damage to the crop under 
field conditions or as occurring naturally on beans. The tobacco 
ringspot virus, as shown by Wingard (1132), Pierce (773), and 
Allington (30) I produces local necrotic lesions on beans (fig. 21, 
F). LeBeau's top necrosis virus of beans is believed to be the same 
as soybean bud blight (600), a strain of tobacco ringspot virus. 
The watermelon ringspot described by Pound (784) is infectious 
to beans. Kote (570) described a tobacco ringspot virus from bean 
pods collected in Germany. Cooper (241) described a strain of 
ringspot virus, as shown by Wingard (1132), Pierce (773), and 
which produced similar symptons on bean. Cheo and Zaumeyer 
(203) described a strain of tobacco ringspot isolated from mottled 
bean pods collected in Virginia and Delaware. Quantz (802) re­
ported a leaf necrosis of beans caused by a ringspot virus which 
is closely related serologically to Solanum defm·mans virus of 
potatoes. 

Price (785) and Silberschmidt and Kramer (914) showed that 
tobacco mosaic virus produces local necrotic lesions on beans. 
Chamberlain (198,199) reported the production of local lesions on 
beans with the pea streak virus (Pisum virus 3). In addition, this 
virus produces necrosis of the stern and of the veins of the upper 
leaves. This is accompanied by distortion and wilting, and qeatb 
of the plant may result. . 

. 
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White clover mosaic (1175) (white clover virus 1) causes in­
conspicuous blotches of light green or yellow on the trifoliate leaves 
of beans (774). These blotches often coalesce, forming a single 
spot covering as much as three-fourths of the leaf. The surface of 
infected leaves is sometimes uneven, but the leaves are not mal­
formed or reduced in size. Infected plants are not stunted, and 
under greenhouse conditions the symptoms are often masked. 

White clover mosaic infects T?'i!oliwn 1'epens L., Medicago 
sativa, and Phaseolw: l1matus (1202) in addition to the hosts 
susceptible to yellow bean mosaic virus. 

Pea mosaic viruses 4 and 5 and alsike clover mosaic viruses ] 
and 2 were shown by Zaumeyer (1179) and Zaumeyer and Wade 
(1203) to cause mottling on beans. In general the symptoms were 
similar to those produced by yellow bean mosaic and the systemic 
symptoms of white clover mosaic viruses. 

Johnson and Jones (585) showed that the virus of severe mo­
saic of peas was infectious to bean. It produced yellow stipplelike 
symptoms on several varieties. They also showed that the pea ena­
tion mosaic virus produced a mild mottle on Corbett Refugee bean. 
Other investigators were unable to infect beans with the pea
enation virus. 

Pea virus 2 of Osborn (741) is infectious to bean and produced 
symptoms similar to those of yellow bean mosaic. Osborn reported 
a close relationship between these hvo viruses. 

Smith and Markham (940) reported two new viruses that were 
infectious to beans. The first ,vas isolated from Ambis hi1'suta and 
produced systemic infection on beans. Small yellow flecks first 
appeared, followed by raised blisters, a bright mottle, and finally 
a severe necrosis, resulting in death of the growing point and 
young leaves. The second virus, referred to as the tobacco broken 
ringspot virus, may be a strain of the tobacco ringspot virus. It 
causes local and systemic infection in beans. 

These same writers (941) reported a virus from LiguoticU?n 
scoticmn that produced yellow chlorotic spots on the inoculated 
leaves of Canadian Wonder beans and systemic necrosis and death 
of the growing point of the plant. 

Whipple and ViTalker (1115) reported a strain of cucumber 
mosaic infectious to bean. On certain varieties the symptoms re­
sembled those produced by the yellow bean mosaic virus. Fulton 
(367) described six strains of cucumber virus 1, four of which 
infected beans systemically. In addition, one strain caused death 
of the inoculated leaves. Bhargava (.97), working with four strains 
of this virus, found that beans were immune during the summer 
but developed local lesions in the winter. Hagedorn (1,08) isolated 
a new strain of cucumber virus 1 from peas that infected beans. 
Doolittle and Zaumeyer (290) described two additional strains of 
the vh'us from peppel' anel alfalfa that caused systemic mottling on 
bean. 

Murakishi (706) reported a virus from Kaimi (Spanish) 
clover that infected Phaselous 1nilgal'i.c; and P. lllnatus. 

Fulton (371) mechanically transmitted rose mosaic virus to 
bean. Warid and Plakidas (1083) isolated a virus from cowpea, 
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which they called Vigna virus 1 and which w~s found to be trans­
missible through bean seed. 

Capoor and Varma (186) in India reported a Dolichos enatio:! 
mosaic that causes systemic necrosis in beans, finally killing the 
plant. The thermal inactivation point of the virus is similar to 
that of southern bean mosaic. In addition, they (187) reported a 
yellow mosaic of Phaseolus lunatus that they named double bean 
mosaic and which was only transmitted to bean by bud grafting. 
Infected leaves have scattered discolored patches that gradually 
turn bright yellow. Affected plants are not dwarfed, but yield is 
reduced. 

Aitken (28) described a virus from subterranean clover in 
Victoria, Australia, that was transmitted to 23 bean varieties. 
The symptoms produced are much more severe than for common 
bean mosaic. They are not unlike those produced by some strains 
of yellow bean mosaic. 

Lupine virus 1 reported by Mastenbrock (655) from Holland 
is infectious to beans and is distinct from any previously reported 
legume virus. 

Smith's (988) black ring disease of tomato was reported infec­
ing beans. 

Beans and lima beans with witches-broom symptoms were 
reported by Hoyman (499) in Arizona. 

A white clover mosaic virus complex was reported by Zaumeyer 
and Wade (1202) to produce both local and systemic mottle symp­
toms on beans. The local lesions were somewhat similar to those 
produced by alfalfa mosaic virus on beans. The systemic mottle 
symptoms appear as a mild leaf blotching of light green or yellow. 
The mottling phase of the virus was classified as Trifolium virus 1 
(1102). 

Johnson (584) regarded Trifolium virus 1 as a mixture of two 
distinct viruses, pea IPottle (Ma-rmor efficiens Johns.) and pea 
wilt virus (Marmor 'repens Johns). These viruses may be related 
to the virus of Zaumeyer and Wade (1202) that produces mottling 
symptoms on beans. 

The sweetpea streak virus reported by Ainsworth (22) in 
England produces on the inoculated leaves of beans a few pale­
green spots, each surrounded by a fine necrotic line. On the tri­
foliate leaves small yellow spots appear and the leaflets turn 
downward. Later, veinal chlorosis develops and death of the plant 
usually results within 4 to 6 weeks. 

Bawden and others (79) reported a broadbean mottle virus 
that produced a bright interveinal mottle on Canadian Wonder 
bean. Local lesions may develop on beans a month after inocula­
tion. The virus is not transmitted by seed. 

Fukushi (365) transmitted a virus from red clover to bean by 
means of Aphis laburnii. The relationship of this virus to the 
typical red clover mosaic virus, which is not transmissible to bean, 
is not known. 

Quantz (801) reported a new mosaic virus from broadbean 
that was infectious to kidney bean. 
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Diseases Caused by Nematodes and Insects 

Root Knot 

Geographical Distribution and Economic Importance 

The first published account of the disease is credited to Berk­
ley (93), who in 1855 described and illustrated roots of affected 
plants and recognized the animal nature of the causal organism. 

Root knot is caused by nematodes, or eel worms, of several 
species of the genus Meloidogyne,H which also attack a great 
number of other cultivated and wild plants. Root-knot nematodes 
oc(!ur in all parts of the U lited States, being almost universally 
present in the soils of the 'varmer parts of the country and not 
uncommon in the most :Northern States. Root knot is widely 
distributed throughout the rest of the world. 

Root-knot nematodes, because they attack such a large variety 
of crops, are the cause of very severe losses. Beans of all kinds, 
with the exception of a few varieties, are highly susceptible to 
attack, and losses that amount to 50 percent of the crop have been 
reported in heavily infested soil. Because of root-knot nematodes, 
bean growing has been discontinued on some farms. 

Symptoms 

Root knot of beans may be suspected when the plants are pale 
and yellowish, somewhat dwarfed, and have a tendency to wilt 
during the warmer part of the day. The disease can be easily 
identified by examination of the roots. These show typical galls or 
enlargements, ranging from pinhead size on the smaller roots to 
one-half inch or more in diameter on the larger roots. These galls 
are enlargements of the root tissue and cannot be detached with­
out breaking the root. This characteristic enables them to be 
readily distinguished from the nodules formed by the beneficial 
nitrogen-fixing bacteria, which are more or less loosely attached 
to the side of the root. In severe infection with most species of 
root-knot nematodes, the root system is much reduced. The TOOts 
are abnormally shortened and thickened, with a marked absence 
of lateral roots. However, one of the root-knot nematode species 
(Meloidogyne hapla Chitwood) produces only small galls, usually 
with several short roots arising above the gall. 

Root-knot galls interfere seriously with the normal function­
ing of the roots, making it difficult for the plant to obtain water 
and fertilizer from the soil. This results in the yellowish color, 
tendency to wilt, and reduction in yield. In severe infections the 
roots may be a mass of galls (fig. 26, A, B), causing the plant to 
die prematurely. 

14 Until 1949, root-knot nematodes were grouped under the name Hete­
1·odem'marioni (Cornu) Goodey or H. 1"Ctdicicola (Gree) Muller, but it is now 
known that a number of species, differing in morphology and in host prefer­
ences, exist. 
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FIGURE 2G.-Root knot, eaused by several species of Meloidogyne: A, On lima 
bean; B, on snap bean. 

Control 
Beans become infected by root-knot nematodes only if they 

are present. Control is therefore a matter of eliminating the 
nematodes from the soil before the beans are planted. Several 
rrlethods have been recommended, but in general only two are 
ordinarily feasible. These are control by chemicals (soil fumiga­
tion) and crop rotation. 

The two soil fumigants available at present for use on bean­
fields are (1) a mixture of dichloropropene and dich10ropropane 
and (2) ethylene dibromide, usually mixed with naphtha as a 
diluent. These are easily applied by injection into the soil. Their 
use is economically practical only where the infestation of the 
soil with nematodes and other soil orga11isms, such as wireworms, 
is fairly heavy and the crop increases following fumigation are of 
sufficient magnitude to make the investment profitable. 

Root-knot nematodes can also be controlled by crop rotations 
with plants that are either highly resistant or immune to attack. 
A number of rotation crops have been recommended for this pur­
pose in the past (1036). The discovery that there are a number 
of different species of root-knot nematodes differing in host habits 
has made these recommendations of doubtful value. At present, 
no general recommendations can be made for control by rota­
tion. A study of the host habits of the local populations of the 
root-knot nematodes must first be made. 

Isbell (515) and Barrons (71) found that beans differ in their 
susceptibility to root-knot nematode infection. Isbell obtained by 
selection two strains of beans, Alabama No.1 and Alabama No.2, 
that are highly resistant to the root knot. The nemas were found 
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to penetrate the root just behind the growing tip. They made 
little progress after infection and caused very little reduction in 
yield. Spartan and State, half-runner types, are also resistant to 
root knot. 

Resistance to root knot infection was found in lima beans ob­
tained from the Hopi Indians (625), Peru (625), and Puerto Rico 
(27). The resistance in the latter source was used in developing 
the resistant Westan, a dry, edible, baby lima. Bixby is a baby 
lima released by the Oklahoma station in 1952 that is tolerant to 
root knot (176). The resistance in some of the Hopi lima beans is 
being used to develop other small-seeded limas (243). 

Barrons (70) developed a technique for determining the root 
knot resistance of beans and cowpeas in the greenhouse. Wester 
(1109) showed that controlled greenhouse tests were more effec­
tive than field tests for selecting resistant lima bean plants. 

Other Nematodes 

In addition to the root knot organism, the following nematodes 
have been reported on beans or lima beans: stubby-root (T1'icho­
dorus spp.) (206, 207) ; meadow (Pmtylenchll.s spp.) (530, 713, 
1103) ; sting (Belonolaillw.<; gracilis) (207); sugar beet (Hete1'o­
dem schachtii) (812); soybean (H. glycines) (509); clover (H. 
t1'i!olii) (509); Ditylenchus spp. (738, 798); and an unidenti­
fied Heterodera spp. (454). Of this group the meadow or root 
lesion, the stubby-root, and sting nematodes are the most impor­
tant in the United States. 

Hopperburn 

Hopperburn of beans (687), caused by the potato leafhopper 
(EIn]JO(('8C(t, fabae) , occurs widely in the United States; but this 
leafhopper is a pest of importance only in the eastern half of the 
country, and it also occurs in some foreign countries. In the south­
ern United States the damage caused by it is often so enormous 
in some years that it is very difficult to produce a crop unless 
the pest is controlled. Ogilvie (732) reported considerable damage 
to the fall crop of beans in Bermuda. 

The earliest symptoms are characterized by an upward curling 
of the leaf, beginning at the apex and spreading along the margin 
(fig. 27, A) and later inward toward the base. The affecteJ part 
appears parched and slowly turns deep brown. In mild cases a 
narrow strip along the midvein escapes damage. If the insect 
infestation is severe, this area as well as the midvein is injured. 
The destructive processes proceed more rapidly during dry 
weather. 

Monteith and Hollowell (687) studied the effects of E1npoasca 
fabae on a number of different legumes, including beans, and pro­
duced the typical tip and marginal browning as well as conspicuous 
reddening, bronzing, and yellowing of the leaves, petioles, and 
stems. There is usually a pronounced dwarfing of the plant, accom­
panied by a retardation in the development of floral structures and 
a consequent reduction in yield. 
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A 


FIGURE 27.-A, Leafhopper injury; B, healthy leaf; C, phylloidy, caused by 
aster yellows virus; V, dark spots on the pods caused by exposure to the 
sun; E, seedcoat splitting because of uneven growth of cotyledon and 
seedcoat. 
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The writers have found considerable variation in the suscepti­
bility of different varieties. Beyer (96) conducted a field test of 
60 varieties and obtained similar results. None, however, were 
entirely immune; but some, especially Wells Red Kidney, showed 
a marked degree of resistance. The bush lima beans showed some 
resistance, while the pole varieties proved to be quite susceptible. 
Garden beans came next to pole beans in susceptibility. 

The physiological principles underlying hopperburn are not 
positively known, but they are thought to result from some distur­
bance to the metabolic processes brought about by the injection 
of a toxin into the leaf by the insect. The toxic principle apparently 
remains more or less localized, and under favorable conditions 
plants sometimes recover. 

Control 

Leafhoppel~s have been reported partially repelled by spraying 
the crop with a 4-4-50 bordeaux mixture to which a one-half pint 
of nicotine sulfate has been added (96). Treating the crop with a 
dust containing parathion, malathion, methoxychlor, or DDT also 
gives 1!'ood control. Sprays of these compounds are effective. 

Snakehead 
Snakehead is a name applied to an injury (fig. 28, A) of germi­

nating bean seed, which according to Hawley (4.58) is caused by 
the seed-corn maggot (Hylem,ya cilic1'u1'a (Rond.». This insect 
has caused serious losses to beans and occurs throughout the 
United States, but it is particularly a pest of beans in the East 
from Virginia northward and in Michigan. It also occurs in 
Canada. The symptoms of the injury are similar to those caused 
by the bacterium Xanthomonas phaseoli (fig. 28, B, C) and by the 
fungus Thiela rio psis ba"l'Lcola (161) and to baldhead (441). 

The symptoms of snakehead differ from those of baldhead in 
that the plumule and other affected parts are made ragged by the 
chewing insects, whereas with beldhead the fracture or injury is 
clean-cut. 

The larvae of the seed-corn maggot may feed on the plumule, 
cotyledons, and radicle underground without injuring the cotyle­
dons. The plants usually shrivel and later die, but occasionally 
one may live and produce axillary buds and grow into a dwarfed 
plant, which may produce a few pods. If the maggot does not 
destroy the growing tip, a normal plant may result. 

The larva may eat into the cotyledon and may consume the 
interior, leaving only a shell. Damage to the cotyledon alone does 
not usually cause much injury to the plant. If the larva enters 
the radicle, it burrows upward through the fleshy part of the stem. 
This type of injury is not always fatal, since t' a maggot seldom 
feeds on the vascular tissue. 

The seed-corn maggot can be controlled by treating the seed 
with a wettable powder containing 75 percent of aldrin, dieldrin, 
or lindane. In addition, preventive measures should be taken to 
guard against loss. The land should be prepared in a manner to 
promote rapid germination and growth of the seedings. Planting 
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FIGURE 28.-A-C, Snakehead: A, Abnormal bean seedlings resulting from 
injury eaused by the seed-corn maggot; B, C, another type of snakehead in 
which the terminal bud is inju)·pd by parasitic bacteria such as Xltntlw­
m01W.~ phascoli. D, E, Baldhead (mechanical) plants showing' destr'uction 
of the terminal bud and the development of buds in the axils of tl1C cotyle­
don. F, Cracking of lima bean seed caused by the thresher; such seed often 
develop into baldhead seedling'S. 

during cool, wet weather should be avoided. Shallow planting, 
thereby enabling the seedlings to come up quickly, has been shown 
to reduce injury. The application of manure immediately before 
planting beans should be avoided. Similarly, beans should only be 
planted in soil in which a green manure or cover crop has been 
turned under long enough to become well rotted. The use of com­
mercial fertilizers high in organic matter should be avoided. Beans 
should not be planted at a time the maggots are known to be 
abundant in the soil. 
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Nonparasitic Diseases 

Alkali Injury 

The diagnosis of alkali injury to beans is not possible without 
some knowledge of the environmental conditions under which 
they were grown. The stunted growth and yellowing of the leaves 
are characteristic symptoms that may be caused by the lack of 
certain soil nutrients or by an excess of some of the same elements. 
The leaves of beans grown in an excess of alkali often resemble 
those of plants that have grown in soil flooded by water for several 
days. The surfaces of the stems and roots are often injured by the 
corrosive action of the alkali, thereby retarding or completely 
destroying the absorptive power of the roots. 

Alkali injury occurs only in certain localities in the West where 
the rainfall is slight and leaching and drainage have not been 
sufficient to remove the alkali from the soil. It occurs in spots of 
various sizes in the field and more abundantly in low places. The 
spots are easy to locate by the effect of the alkali on the vegetation. 
The alkali salts are usually most concentrated at the centers of the 
spots and gradually become less concentrated toward the outer 
edges. At the center all or most of the plants may be killed, and 
toward the outer edge of the spot the number of living plants may 
increase. If the salts are abundant in the soil, a white or brown 
incrustation, depending on the kind of alkali present, collects on 
the surface; this is an aid in determining its extent and location. 

There is no control for alkali injury to beans. They are quite 
sensitive to the action of both the white and the black alkalies 
and should not be planted where either is present. Some crops, as, 
for example, sugar beets, are more tolerant than beans. A number 
of native grasses, weeds, and bushes are very tolerant, and some 
thrive best where it is present. 

Arsenical Injury 

In regions where the control of grasshopers is attempted by 
spreading bran containing sodium arsenite between the bean 
rows, some burning occurs on pods and leaves that have been 
accidentally sprinkled with the poison. It causes brown, scorched, 
angular lesions somewhat resembling those caused by Xantho­
monas 1Jhaseoli, except there is no water soaking of the tissue on 
the underside of the leaf. On the pod the scorched areas turn a 
reddish brown, a characteristic that is useful in differentiating 
arsenical injury from common bacterial blight. 

Brannon (122) found that calcium arsenate-hydrated lime 
(1-2-50), applied to beans grown in soil of pH 7.6 and 7,0, caused 
severe leaf burning, leaf shedding, stunting, and reduction in 
yield; however, on soils of a higher acidity (pH 4.8), no injury 
was noted. 
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Baldhead 

Economic Importance 
Baldhead, a condition in beans caused principally by thresher 

injury of the seed in which the growing tip of the young plant is 
injured, was described by Harter (441). His results showed a con­
siderable variation in varieties and that all were liable to injury. 
Varieties such as Full Measure, Early Stringless Refugee, Red 
Kidney, Improved Kidney Wax, Black Wax, and many others are 
often injured to a very considerable extent. Baldhead in lima beans 
ranged from 2 percent in the sieva types to 16 percent for the 
Fordhook types. 

Borthwick (114) studied various types of mechanical injury 
in baby lima beans in California. He found that baldhead ranged 
from 2 to 10 percent, and other injuries from 0 to 28 percent. The 
total damage to a lot of baby lima beans containing 9.1 percent 
moisture ranged from 7.6 to 52.5 percent at threshing speeds of 
770 to 1,560 feet per minute. A similar lot containing 16.4 percent 
moisture showed 1 and 21 percent damage, respectively, at cyl­
inder speeds of 770 and 1,~'85 feet per minute. Beans rolling down 
a 45° incline 6.4, 10.5, and 15.0 feet were damaged 4.5, 8.6, and 
13.3 percent, respectively. 

Crosier (251), Drake (296), Wester (1108), Ingalls (513), 
and Nutile (731) reported that baldhead beans were retarded in 
growth, produced smaller plants, and wel'e inferior in yield to 
normal plants. Hardenburg and Eto (429) found that of the 
various types of snakehead (baldhead) seedlings only those involv­
ing the loss of both primary leaves were sufficient to cause a 
significant loss of yield. 

Whitney (1118) calculated that 50 to 80 percent of the seed­
coats and cotyledons of lima beans were sometimes damaged in 
threshing, and Goss (392) found that threshing and subsequent 
handling and cleaning were sources of serious loss of Fordhook 
lima beans in California. 

Symptoms 
The external symptoms of baldhead are characterized by fis­

sures or cracks of various sizes in the seed coat and cotyledon 
(fig. 28, F). The extent of cracking varies from almost invisible 
fissures to bad mutilation of seed; 

The internal symptoms cannot be detected until the seed germi­
nates. These are of several types. When the epicotyl is cracked 
just below the plumule the latter drops off, leaving the seedling 
without a growing tip (fig. 28, D, E). This is what Harter (441) 
described as baldhead, but it is sometimes called snakehead by the 
growers. This is an entirely different injury from that described 
by Hawley (458) as being caused by the seed-corn maggot (fig. 
28, A) and from the trouble attributed to Xanthomonas phaseoli 
and Thielaviopsis basicola. 

Other types of injury may occur on the embryo. A common 
one is the detachment of one or both cotyledons from the hypo­
eotyl. In some cases, however, the cotyledons are not entirely 
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broken off but are held in place by a few cells. In the region of the 
broken tissue a callus develops from which adventitious buds 
may arise. 

Mutilation of the hypocotyl and radicle and complete loss of 
the radicle are not uncommon. A callus forms over the wound 
from which adventitious roots arise. These roots may serve the 
purpose of keeping the plant alive for a long time or even result 
in the production of a crop, although the plant's development is 
considerably delayed in the beginning. The severance of the radicle 
is usually accompanied by a decided curvature of the hypocotyl 
near the fracture. 

A fracture of the hypocotyl at some point between the cotyle­
dons and radicle frequently occurs. If the break extends entirely 
through the hypocotyl, the plant frequently dies. If, on the other 
hand, a strand of unbroken tissue holds the two parts of the 
hypocotyl together, a firm joint may be formed. Such plants can 
nearly always be detected by the angle and enlargement that often 
forms where the union takes place. 

Cause 

Mechanical injury to the seed is of a twofold nature: (1) Ex­
ternal injury or damage to the seedcoat and cotyledons; (2) in­
ternal injury. in which the epicotyl, plumule. hypocotyl. and 
radicle are affected. Harter (441) was the first to attribute the 
poor stands in snap, dry, and lima bean::: to mutilation (fig. 28, F) 
of the seed during threshing operations. His investigations showed 
that the injury consisted in a cracking of the epicotyledonary tis­
sue, just below the plumule, so that the latter was unable to 
develop. These results were later supplemented by investigations 
of Borthwick (114), who found that the thresher may cause 
damage to the cotyledons, hypocotyl, and radicle of the sieva lima 
bean also. Bainer and Borthwick (62) showed that the amount of 
mechanical injury is more or less correlated with the speed of the 
cylinders in a threshing machine: the greater the peripheral 
velocity of the cylinders the greater the damage. A direct correla­
tion was also found between the moisture content of the seed and 
thresher injury: the drier the seed the greater the damage. They 
also found that lima beans sliding down a long incline dropping 
some distance into a bin were very similarly injured. 

The Associated Seed Growers, Inc. (53) and Toole and co­
workers (1029) showed that in addition to thresher injury of bean 
seed that damage also occurred during processing of the seed, 
such as milling, hand picking, polishing, and seed treating. It was 
noted that injury caused by these operations is the result of addi­
tional impacts caused by each handling process. 

Control 

The most important factor in preventing baldhead is proper 
threshing of the seed. In general, there is less injury caused by 
the large, special bean combines than by the small, grain com­
bines. When a two- or three-cylinder threshing machine is used, 
a slow speed of the first cylinder should be employed to prevent 
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seed injury. The speed of the second and third cylinder might be 
increased if necessary without too much risk. 

The most important point is the reduction of the peripheral 
speed of the cylinder. This actually determines the force of impact 
against the seed. High moisture content in the beans permits 
higher cylinder speeds without an increase in the total damage. 
Commercially, it may not always be easy to control the moisture 
content, but if the threshing can be done before the seed is too 
completely desiccated, much of the damage can be prevented. 
More damage to the seed occurs during light feeding of the thresh- .. 
ing machine than during heavy feeding. 

Equipment used for processing the seed after it is threshed 
should be so designed and operated to prevent as much as possible 
seed impacts that cause injury. 

fertilizer Injury 

Fertilizer injury is largely restricted to germ£nating seed and 
small plants. The greatest damage occurs when the fertilizer is 
drilled in the row and the seed pl.anted at the same time or soon 
thereafter. If it rains between the time the fertilizer is applied 
and the seed is sown, thereby bringing the fertilizer into solution, 
the injury is considerably reduced. Experiments conducted by 
Townsend (1030) on Florida soils showed that kainite, which con­
tains some sodium chloride, was more damaging to germinating 
bean seed than the muriate and sulfate of potash when applied in 
equal amounts. The results revealed that kainite at the rate of 180 
pounds to the acre reduced germination to 27 percent. When equal 
amounts of muriate and sulfate of potash were applied, the ger­
mination was 67 to 100 percent, respectively. Injury to germinat­
ing seed and young plants is worse in light, sandy soils than in 
heavy soils containing a considerable amount of organic material. 

Heat Injury 

In 1920 MacMillan and Byars (632) observed considerable in­
jury caused by extreme heat on young plants in Colorado. The 
injury, characterized by a noticeable constriction of the stem at or 
just a little above the surface of the soil, was found by them to 
occur mostly in sandy soils. In the region where the constrictions 
occurred, temperatures were recorded as high as 120 0 to 130 0 F. 
in the warmest part of the day. Badly injured plants seldom 
recovered enough to produce a crop and often died. 

Internal Necrosis 

Internal necrosis (740) of beans, nonparasitic in nature, is 
characterized by brown necrotic spots in the center of the flat 
inner surfaces of the cotyledons. There are no external symptoms. 

Plants grown from seed of such plants produce the same condi­
tion in their progenies, indicating the possibility of a heritable 
condition. The seed in some pods are affected. 
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Intumescence 

Intumescence, which results from elongation and multiplication 
of the cells, is not uncommon on the leaves and pods of certain 
varieties of beans grown under certain conditions. It often sug­
gests an early infection of the common and halo blights, but dif­
fers from them in that the spot is raised and not sunken. It may 
occur on any part of the pod, but there is a tendency for several 
individual spots to appear more or less localized at the end nearest 
the spur. The domelike elevations in intumescences are darker 
green than the surrounding tissue. 

There appears to be a rather definite relation between intumes­
cence on beans and soil moisture, since it often occurs after a 
number of days of rainy or humid weather. It is found mostly in 
varieties that produce abundant foliage and on pods that are more 
or less hidden from the direct rays of the sun and poorly aerated 
because of their position on the plant. If the humid weather con­
tinues long enough the distended cells often burst, causing a condi­
tion sometimes referred to as ed£.ma. 

Nutritional Disorders 

In general, nutritional disorders frequently produced by a lack 
of some of the essential salts in the soil cause chlorosis (fig. 29) of 
the leaves and sometimes death of the plant. They have mostly 
been attributed to a deficiency O'f iron in the soil, but recent in­
vestigations have shown that the lack of other salts, as, for exam­
ple, zinc, copper, and manganese, may also produce a chlorosis 
in beans. Nothwithstanding the chemical differences of these 
salts, each may cause symptoms in certain stages of development 
so much like those caused by other salts that they are inseparable. 
Nutritional disorders are prevalent in certain localities in the 
Southern States, especially in sandy soils containing a low amount 
of organic matter. 

Copper Deficiency 

Copper deficiency, according to Townsend (1030), is prevalent 
in the saw~rass soils of the Evel'~lades in Florida. The symptoms 
caused by copper deficiency have never been adequately described. 
However, Townsend pointed out that when beans were planted on 
recently turned sawgrass soil, the plants were stunted and 
chlorotic; and they finally withered and died. 

Production was restored in the Florida soils by applying broad­
cast, and then disking in, about 100 pounds of copper sulfate per 
acre several months before planting. If it is not possible to apply 
the copper sulfate in advance of planting, it may be applied with 
the fertilizer. Townsend (1030) found that an increased yield 
sometimes resulted when the plants were sprayed with a copper 
fungicide, even though no fungus diseases were present. 

Seal (890) tested the susceptibility of 48 bean varieties in 
Florida, and found that some were resistant to chlorosis caused by 
a copper deficiency. As a control measure he recommended the 
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I~IGUIU~ 2fJ.-l'\utI"iLionai di~ol'del"s on ieavl'~: .4, l\lang'unesC' deficiency, which 
causes loss of color between veins; E, ziJ1C deficiency; C, normal leaf. 
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addition of copper sulfate, magnesium sulfate, and sulfur to the 
fertilizer. 

Magnesium Deficiency 

An insufficient amount of magnesium in the soil causes chlorosis 
of the leaves and a stunting of the growth of the plants of beans. 
It has been a prevalent disorder in certain soils in the South, 
especially in South Carolina. Cooper and Moore (240) recom­
mended the use of sulfate of potash-magnesium as a corrective. 
Basic slag at the rate of 400 to 1,500 pounds to the acre was also 
effective. Similar control measures have been recommended by 
Carolus and Brown (189) and by Wedgworth (1096). 

Manganese Deficiency 

Manganese deficiency (fig. 29, A) was described by Townsend 
and Wedgworth (1032) as occurring in Florida, where the reaction 
of the soil was such as to render unavailable the manganese re­
quired by beans and other vegetables. !::lymptoms of manganese 
deficiency usually develop when the reaction of the soil is higher 
than pH 6.8 and are absent in soils where the reaction is pH 6.8 
or lower (387). 

Manganese deficiency causes retardation of growth (1030), 
and if it is not corrected, the leaves become golden yellow dotted 
with dead spots as contrasted with the normal leaf (fig. 29, C). 
A chlorosis develops between the small veins, giving the leaf a 
mottled appearance. In severely affected plants the leaves may 
drop, bud growth may be arrested, and root development may be 
greatly restricted. 

Townsend (1030) found that 50 to 100 pounds of manganese 
sulfate per acre applied with the fertilizer will correct the disease 
and also that spraying the plants with a solution containing 
4 pounds of manganese sulfate in 50 gallons of water is a good 
corrective. Two or three applications at the rate of 50 gallons per 
acre are often necessary if the disease is severe. In Florida, 50 to 
100 pounds of sulfur to the acre applied with the fertilizer has 
given good results. The sulfur increases the acidity of the soil to 
the point where the manganese compounds are dissolved, render­
ing them available to the plant. In South Africa (285, 667) and 
England (485) spraying beans with 0.25 percent potassium per­
manganate or 0.25 percent manganese sulfate solution corrected 
deficiency symptoms (285, 667). Adding stable manure to soils 
deficient in manganese gives results as good as those obtained 
where only fertilizers are applied and the plants sprayed with 
manganese. Seed beans grown in manganese-deficient soil will 
give symptoms of this disorder even if planted in normal soil, 
and the seed should be soaked in a 0.25 percent manganese solu­
tion for 4 to 6 hours immediately before plantin~ (285) . 

.- Molybdenum Deficiency 

In the Gosford-Wyong area of New South Wales (4, 6, 748) 
beans grown on dark gray, very acid, fine, sandy loam soils make 
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poor growth and develop symptoms locally referred to as scald. 
The first symptom is a collapse of the tissue between the main 
veins and along the edges of the leaflets. The collapsed tissue is 
light greenish brown, later yellowish brown. This is followed by 
stunting, defoliation, and failure to set pods. 

An abnormally high uptake of manganese, iron, and possibly 
aluminum by "scalded" plants, as well as chlorosis associated 
with magnesium deficiency, was characteristic of the disorder. 
The scald and chlorosis symptoms were believed expressions of 
mineral depletion of soils, giving rise to excessive acidity (748). 
Scald was associated with seed raised and again planted in acid 
soils of pH 4.2 to 5. Similar seed pladed in fertile soil of low 
acidity produced healthy plants. 

Wilson (1129) found that adding sodium molybdate in amounts 
as low as one-quarter ounce per acre caused plant recovery. Com­
bined with the evidence regarding the association between seed 
origin and scald, the responses of affected plants to molybdenum 
suggest that deficiency of this element is responsible for the con­
dition, which develops only when the supply from both seed and 
soil is inadequate. 

Zinc Deficiency 

In many of the peat soils of Florida zinc has been found to 
occur in insufficient amounts to produce a good crop of beans 
(1030). The plants may grow normally for 4 or 5 weeks in such 
soils, after which time growth is retarded and the leaves (fig. 
29, B) become distorted, thick, and tough. At about this time yel­
low, brown, or even white ch:vrotic areas develop between the 
principal veins. The leaves fall prematurely. 

Under these conditions, zinc deficiency can be corrected by the 
addition of 100 pounds of zinc sulfate to a ton of fertilizer. If the 
zinc sulfate is used alone, about 10 to 20 pounds should be applied 
to an acre. Townsend (1030) found that the best results were 
obtained by spraying the plants with 2 pounds of zinc sulfate in 
50 gallons of water. About 50 gallons of this solution should be 
applied to an acre. 

In California (78) zinc-deficiency symptoms developed on 
beans grown on an old corral site. A foliage spray of 2 pounds 
zinc sulfate and 1 pound of hydrated lime in 50 gallons of water 
per acre restored normal growth. 

Beans grown on some of the newly irrigated lands in Yakima 
Valley and in the Columbia Basin Project of Washington make 
poor growth because of zinc deficiency (1051, 1052). Severely 
affected plants are stunted, yellow or light green, and all or parts 
of the lower leaves may turn brown and fall off. Flowers are 
scarce, and the few pods that do set do not fill normally and are 
conspicuously slow to mature. In milder cases of deficiency, early 
growth is stunted and the plants are very light green or chlorotic. 
But early in July the vines start to grow and appear to catch up 
with normal beans. Applications of 0.3 percent ZnS0..7H20 as a 
foliage spray at low pressures to Red Mexican bean produced a 
resumption of growth and restoration of the normal color of 
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foliage. Fifty gallons of spray per acre when the plants have 
about four true leaves is recommended. 

Boawn and coworkers (105) found that phosphate fertilizers 
had no effect on the uptake of either applied zinc or native soil 
zinc in bean plants. 

Boron Toxicity 

In California beans are listed among the crops sensitive to ex­
cessive concentrations of boron (314). In Holland an excess of 
boron causes leaf stunting, chlorosis, marginal necrotic spotting, 
and upward curving of the lamina (505). This condition may arise 
when beans follow beets, as borax is usually added to this crop in 
California to control heart rot. 

Manganese Toxicity 

L6hnis (608, 60.9) reported that beans are highly susceptible 
to manganese toxicity in acid soils in the Netherlands. The leaves 
of affected plants have interveinal chlorosis and later spotting and 
curling of the leaves, a brownish-purple spotting of the petioles 
and stems, general stunting of the plants, and poor development 
of the root system. The addition of calcium carbonate corrected 
the condition. 

Chlorosis Induced by Excess Water 

Zimmerley (1207) reported a chlorosis of beans after periods 
of heavy rainfall on soils whose pH reaction ranged from 7.0 to 
7.2. During periods of drought, the apical leaves developed nor­
mally and the older, yellowed foliage returned to its normal color. 
Deep planting and excessive irrigation may also induce chlorosis 
(460). Beans are especially sensitive to excessive moisture in the 
soil, which may result from frequent rains and from too heavy and 
too frequent irrigation. 

Phyllody 

Phyllody (fig. 27, C) on snap and lima beans is apparently in­
duced by one or more strains of aster yellows virus. It has ap­
peared on aster, scabiosa, delphinium, chrysantheum, marigold, 
cosmos, and carrot, which are known to be hosts of the aster 
yellows virus. On beans, it occurs late in the growing season and 
is associated with late branc.hing, renewed growth, and witches'-

I'" 	 brooms (5, 269). A similar malformation occurs on other crops, 
such as alfalfa, sweetclover, carrots, and squashes. In general it 
causes changes of the floral parts into leaf structures and an ex­
tension of the axis between whorls of the phylloid flower where 
there was no close union of vascular traces that supply these ad­
jacent whorls. In the snap bean secondary 01' accessory phylloid 
flowers, inflorescences with phylloid flowers, and deformed shoots 
are found (266, 269). 



140 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

Dana found that a large amount of starch accumulation, which 
characterized the big bud of tomatoes (26J,.) and which is a similar 
disease, also occurred in the pith of the bean plant and to a less 
extent in that of soybean. He reported metamorphosis of the car­
pels into leafy structures with marginal veins and that ovular leaf­
It!ts arranged alternately and attached at the margin of such struc­
tures sometimes developed. 

Dana (269) cleft-grafted scions from phylloid inflorescences 
of naturally infected bean plants on greenhouse-grown bean 
plants. Phyllody occurred in 9 of 10 inoculated plants, and scions 
from their phylloid inflorescences transmitted phyllody to 11 of 
20 plants. No transmission was obtained by inserting wedges of 
tissue from phylloid plants into stems of 32 inoculates. 

Sand Iniury 

Injury to beans by blowing sand is not common, although it 
does occur occasionally in certain parts of the United States where 
strong winds prevail. The drifting sand not only causes mutila­
tion of leaves but abrasion of pods as well (fig. 38, D). In 1924 
Burger (151) reported serious sand injury to young plants and 
tender foliage in certain parts of Florida. The unsightly appear­
ance of the pods reduces the market value of the product. Fol­
lowing injury to the pods a layer of cork cells, which serves to 
protect against invasion by fungi and bacteria, eventually forms 
beneath the wounded tissue. 

Seedcoat SpliHing 

Seedcoat splitting (fig. 27, E) appears to be the result of an 
uneven growth of the cotyledon and seedcoat. Under favorable 
conditions such seed when planted germinate as well as normal 
seed. If, however, the environmental conditions for germination 
are not favorable, the seed may rot. Seedcoat splitting can usually 
be detected early in the development of the ovule by opening the 
young pod. The cotyledons protrude beyond the seedcoat and 
somewhat resemble a cone in shape. The exposed part is pointed, 
roughened, and serrate. The protrusion points toward the pedicel 
in practically all, if not all, cases. Not every seed in a pod is 
involved. 

Seedcoat splitting is more prevalent in some varieties than 
others. It is very common in the Commodore and also noted in 
Pencil Pod Black Wax, Brittle Wax, and Full Measure. 
. Results obtained by the writers in crosses between certain 
varieties indicate that this tendency is heritable, and many hybrid 
lines have been discarded because of the high percentage of split 
seedcoats. 

Farooqui and McCollum (337) reported the highest amount of 
seed rupture occurred in pods from the earliest flowers that de­
veloped while the plants were in the most vigorous condition. 
The data indicated a relation between high yields and increased 
seed rupture. They also showed that the rate of development 
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in the testa in relation to that of cotyledons may also be a factorin rupture. 

Sunscald 
Sunscald, or light injury (fig. 27, D), occurs everywhere inthe United States and may affect leaves, stems, branches, and pods.Leaves that have about completed their growth and nearly maturepods are more apt to be affected. This condition is apparentlydirectly connected with intense sunlight following conditions ofhigh humidity and cloudy weather. There also appears to be someassociation with heavy applications of fertilizers. In fields wherelight injury occurs, the uppermost and outermost leaves, whichare exposed to the direct rays of the sun, are mostly the ones thatshow the characteristic symptoms. In general the leaves that areprotected from the direct rays of the sun during the warmer partof the day are least damaged.
Light injury begins on the leaf as a slight browning or bronzingof the epidermis in small patches between the veins, often at thecentral part of the leaf or sometimes near or at the margin. Inlater stages the discoloration increases in extent and results inthe production of large islands of dead tissue. The tissue becomesthin and brittle and crumbles readily when dry. If the causativeconditions continue long enough, a considerable amount of defolia,·tion follows.
The first indication of sunscald on the pods is the developmentof tiny brown or reddish spots on that part exposed to the directrays of the sun (629). The spots gradually enlarge and finallydevelop into short streaks extending from the ventral toward thedorsal sutures. In 2 days they may appear water-soaked, some­times becoming slightly sunken and often tinged with red. Severalsmall spots often coalesce (fig. 27, D), forming a larger one, thatmay involve the entire side of the pod exposed to the sun, whereasthe other side may be practically without this discoloration. Lightinjury on the pods, especially in the early stages, is frequentlymistaken for primary infection of bacterial blight. No varietiesare known to be immune.
By using the arc lamp MacMillan (630) and the writers showedthat light injury is caused by the short waves. The epidermalcells are killed, and indeterminate symptoms similar in somerespects to those of mild mosaic result. 



FIELD DISEASES OF LIMA BEANS 

Fungus Diseases 

Anthracnose 

Although anthracnose, caused by Colletot1'ickum lindemu­
tkianum, is a common and potentially a serious disease of the snap 
and dry beans (p. 5), it is not of the lima bean. It was reported 
from West Virginia, Maryland, Ohio, and Mississippi, but in no 
case were the losses of any consequence. 

Edgerton (31.'» attempted inoculation experiments and ob­
tained a slight infection on the small, white pole lima and later 
good infection on the Fordhook Bush lima. Edgerton and More­
land (318) noted varietal differences in susceptibility. They also 
observed that some isolates of the organism would attack varieties 
of different species but would not infect all varieties of the same 
species. Barrus (75) inoculated lima beans with two physiologic 
races of the anthracnose organism and obtained slight or no infec­
tion in most cases. On the other hand, some varieties gave fair 
infection and others good infection, showing variations existed 
in susceptibility to different races as with varieties of Pkaseolu)3 
'Vulgaris. Leaves, stems, and pods of a number of the sieva and 
Fordhook lima beans, both dwarf and pole, have been successfully 
infected. 

Downy Mildew 

Geographical Distribution and Economic Importance 

Downy mildew, caused by Phytopktkora 1Jhaseoli Thaxt., was 
found by Thaxter (1001) to be widespread in Connecticut about 
1889 and by Sturgis (980) in 1898, where it caused serious 
damage to the lima bean crop. Since its early discovery by Thax­
ter, it has been studied by a number of investigators and reported 
in Delaware (925), Maryland (214), Virginia (358), Minnesota 
(955), West Virginia, and Ohio (40). In addition, downy mildew 
is known to occur in New Jersey, Kentucky, Louisiana, Pennsyl­
vania, Massachusetts, and Vermont. In 1941 it was reported from 
Colorado (453). In most of the States listed, downy mildew has 
been reported to be very destructive during one or more years. It 
has not been reported from California (948). Outside the United. 
States downy mildew has been reported in Ceylon (768), Canada 
(310), Puerto Rico (478), and Russia (now U.S.S.R.) (951). 

Symptoms 

The downy mildew fungus attacks the pods (fig. 30) more 
readily than any other part of the host, but it may occur also on 
young leaves, shoots, and floral parts. The infected leaves often 
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show irregular-shaped spots with a somewhat purplish discolora­
tion, especially in the region of the Yeins, with little evidence of 
mycelial growth. From an infected spot the fungus growth spreads 
and eventually may cover a considerable part of the pod with a 
dense, pure-white fungus felt (fig. 30) in irregular-shaped 
patches. In the arid regions of the West, the fungus felt is more 
appressed than it is in the more humid regions of the Atlantic 

J~IGURE 30.-Downy mildl'w, eall~ed by f'hlliophllwl"Cl plwseo/i. Infected pods 
m·c CO\·Cl"cc! with white myeclial growth. 

seaboard, and in that respect it differs from the cottony, feltlike 
mycelial covering of the pod as described by Thaxter (1001). As 
the pods become more completely covered, they shrivel, wilt, and 
slowly die. The mycelium penetrates the pod and may even enter 
the seeclcoat. During the acth-e growth of the fungus, a reddish 
band, 1 to 2 cm. in width, which changes to almost black when 
the pod hecomes dry and shriveled, separates the healthy from the 
diseased tissue. Other fungi, such as Pll.';aria, Alte1"lutria, or 
CI(uZo!;jH)1·ia, may follow the mildew and discolor the pure white of 
the mildew mycelium. 



144 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

Causal Organism 

Nomenclature 
Phytophthora phaseoli was described by Thaxter in 1889. In 

1925 Leonian (604) proposed to m.ake P. phaseoli a variety of 
P. infestans (Mont.) DBy., so that, according to his studies, P. 
phaseoli would ·become P. infestans var. phaseoli Leon. In general 
this arragement has not been followed. 

Morphology 

Thaxter (1001) described Phytophthom phaseoli as follows: 
Mycelial hyphae branched, rarely penetrating the cells of the host by irregu­
lar haustoria. Conidiophores slightly swollen at their point of exit through 
the stomata, arise singly or one to several in a cluster; simple or once 
dichotomously branched, and once to several times successively inflated 
below their apices. Conidia oval or elliptical, with truncate base and 
papillate apex; 35-50 p. X 20-24 p.. Germination by zoospores, usually 15 in 
number,. or rarely by a simple hypha of germination. Oospores unknown. 

De Bruyn (145) later found oospores, which were said by 
Du Porte (310) to carry the fungus through the winter. The 
conidia of Colorado material mentioned above ranged in length 
from 30p. to 55p. and in width from 20p. to 35p.. 

Wilson (1122) stated that Phytophthom pha15eoli differs rather 
markedly from the other American species of the genus in the 
method of branching of the conidiophore, which is very long, sim­
ple, or commonly branched at the base and bears a single apical 
conidium; below this are several swellings on which the majority 
of conidia fail to develop. 

Physiology 
Hyre and Cox (507,508) studied the effect of relative humidity 

and temperature on longevity of sporangia and the effect of tem­
perature on germination of sporangia and zoospore·] and germ tube 
growth of zoospores. At 20° C., viability was 37 percent after 27 
hours at 100 and 95 percent relative humidity; less than 10 percent 
after 4 hours at 90; after 1 hour at 86; or after 15 minutes at 81 
percent relative humidity. At 30°, the viability of sporangia was 
greatly reduced even at 93 to 100 percent relative humidity. After 
24 hours at 10°,15°,20°,25°, and 30°, percentage of indirect spo­
rangial germination was 90, 88, 20, 1, and 0, respectively; per­
centage of zoosporial germination was 16, 77, 87, 83, and 64; and 
average zoospore germ-tube growth was 62, 79, 99, 114, and 
19mm. 

Maximum radial growth on oat agar occurred at 20° C.; no 
growth occurred at 5° and 30°. Two weeks' exposure to 30° ap­
parently was lethal to the fungus (508). Cox (247) found that 
when sporangia were used to inoculate host tissue at constant tem­
peratures no disease developed at 10°; symptoms developed after 
10 days at 15°; symptoms appeared after 4 days at 20°; symp­
toms occurred only once at 25° ; and no disease developed at 30°. 
Disease development occurred after 21f2 days on sporangia­
inoculated leaves when successfully incubated at 15° for 6 hours 
and at 25° for 18 hours. 
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Sakseno and Bhargava (860) found that the fungus is unable 
to grow on mineral salts, dextrose, and inorganic nitrogen but 
requires for its growth a special amino acid, d-alanine, supple­
mented with thiamine. The ammonium ion was toxic to the growth 
of the fungus. 

Dissemination 

The fungus may be spread by infected seed plant debris, wind, 
rain, and insects. It is unlikely that infected seed is important in 
disseminating the fungus, as most of the lima bean seed is pro­
duced in California where the disease is not known to occur. In 
Delaware the fungus overwintered on lima bean refuse (248, 
249). All observations suggest that airborne sporangia are a fac­
tor in local spread but they are not important in introducing 
inoculum from outside areas. The percentage of infected flowers 
is usually small and the symptoms inconspicuous, but insects visit­
ing diseased blossoms spread the organism to healthy pods, leaves, 
and petioles. The spread of the fungus and the destructiveness 
of the disease are increased during cloudy, rainy weather. 

Hosts 

Cox and Hyre (248) inoculated 21 crop and weed plants of 
the Leguminoseae and Solanaceae and obtained infection only on 
lima bean. Leonian (604) reported isolating Phytophthora 
lJhaseoli from navy bean. The writers have repeatedly inoculated 
Phaseolus vulga1'is with negative results. 

Control 

De Bruyn (145) recommended crop rotation to control downy 
mildew of lima beans, and Du Porte (810) advised burning the 
dead leaves and other parts of plants, since the resting spores 
survive the winter in them. Heuberger (481) suggested: (1) Use 
only western-grown seed; (2) do not spread lima bean refuse on 
fields to be used for lima bean production; (3) rotate crops; 
(4) plant only in well-drained soil; and (5) plant rows in the di­
rection of the prevailing wind. 

Spraying or dusting with copper sprays has been recommended 
by several workers (88, 213, 230, 259, 483, 484). Some injury 
may occur from the use of copper fungicides (259,484). In Dela­
ware, zineb and Parzate sprays and dusts were not so effective as 
copper compounds, but they caused no visible injury to plants 
(488) . 

Zaumeyer and Wester (1205) reported the control of the dis­
ease with the commercial streptomycin formulations, Agri-mycin 
100, Agristrep, and Phytomycin under greenhouse conditions. 

Spore traps have been used by Hyre (506) as an aid in fore­
casting the appearance of downy mildew. 

Several resistant lima bean lines were found among a colIec­
tion of foreign and domestic lima beans (1007). None of the 
resistant lines were of acceptable type, and a hybridizing program 
has been initiated to develop desirable resistant varieties. 
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Gray Mold 

Gray mold of lima beans, caused by Bot1"ytis cinerea Fr., is 
seldom important in the field. It has been reported causing a pod 
rot in California and Washington (40). A severe outbreak was 
reported in Ventura County, Calif., in 1948 (556). 

The symptoms on lima beans are similar to those on snap and 
dry beans. The name comes from the grayish cast on affected parts 
produced by abundant sporulation of the fungus under humid con­
ditions. Lesions originate on any portion of the plant in contact 
with Botrytis-contaminated plant debris. All aboveground parts 
of the plant may be attacked. According to Kendrick and Middle­
ton (556) blossoms may be directly invaded by germinating spores 
and may be infected at any stage of maturity. Pods may also be­
come infected at various stages of maturity. 

Proper spacing of rows to allow adequate air circulation and 
avoidance of excessive irrigation, especially after the foliage closes 
the rows, are suggested for control rather than the use of fungi­
cides (556). 

Podblight 

Geographical Distribution and Economic Importance 
Podblight, caused by DicL]JOl'the 1)ha.'ieolo1'wn (Cke. & Ell.) 

Sacc., appears to be restricted largely to the Eastern and Southern 
States. Outside the United States podblight has been reported in 
Cuba (143), Bermuda (732) , and Tanganyika Territory (1075). 
In 1924 Doidge (287) reported a podbJight of beans caused by 
Phoma subcininata in southem Africa. 

The loss caused by Dia]Jo1'the phase%non is not generally very 
great, although considerable damage has been reported locally 
(231) from several States. It is not a serious trouble on the pods 
until the season is well advanced, and in many cases only after 
the marketing of the green beans has been discontinued. 

Symptoms 
Although the ascigerous and conidial stages of this fungus 

have been connected, the conidial stage alone is responsible for the 
damage of the crop. In view of this fact the symptoms are largely 
those caused by the imperfect stage of the fungus. During the 
earlier part of the season the leaves function as a host for the 
fungus; from them, it spreads to the pods. Large, subcircular, 
brown, often bordered, patches (fig. 31, A), which often attain a 
diameter of 1 to 3 cm., are produced on the leaves. Infection may 
occur on any part of the leaf, but it is largely restricted to the 
region bordering the mid vein. The fungus spreads in all directions 
from the infection point but may often be delimited by the veins. 
In this moribund or dead tissue the pycnidia are produced. They 
are arranged concentrically and appear first as gray or grayish 
raised pimples, which later darken and become nearly black. The 
dead tissue finally becomes dry and falls out, leaving ragged holes. 

Podblight should not be confused with a leaf spot of lima and 
other kinds of beans, as well a~ cowpea, caused by Phyllosticta 

. 
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I"Ir.URE 31.-Podb;ig-ht of lima bean, caused by Diaporthe 1J/wse%noll: A, 
Leaflet showillg a large, ragged spot studded with pycnidia; B, small initial 
lesions on green pod; C, late pycnidial stage on gl'een pod, 

lJ1w.c;eoiin(L; such spots are smaller and more nearly round and 
have smaller and fewer pycnidia, 

In New Jersey, Delaware, and Maryland the disease appears 
on the pods in the latter part of July or August, at a time when 
the vines have reached almost full growth. It progresses slowly, 
requiring 7 to 10 days after inoculation to produce a spot 4 or 5 
mm. in diameter. Infection occurs at any point on the pod (fig. 
31 B, C), but more fl:equently at or near the ventral suture. In­
fedion then spreads in all directions in a circular or semicircular 
~n<ll1ner. Later, numerous minute elevations, which represent the 
early stages in the formation of pycnidia, appear (fig. 31, C). 
After the death of the pod the fungus grows rapidly through the 
tissue. forming pycnidia over the entire surface. Fruiting bodies 
are rarely found on the stem until after the death of the plant. 

Invasion of dead branches and pods by Dia1JOrthe phaseolo1'wn 
val'. soiae and production of pycnidia has been reported by Lut­
tt'ell (612). 

Infected seed is dark and !Shriveled, and if it is attacked when 
immature its growth is much retarded if not entirely arrested. 

The disease is much more prevalent on the pole than on the 
bush lima bean. 
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Causal Organism 

Nomenclature 

Podblight was reported by Halsted (418) in 1892 as the cr:'use 
of damage to the pods and 'leaves of pole lima beans in New J"y;.;ey. 
He attributed it to a species of Phyllosticta. 

In 1893 Ellis and Everhart (326) apparently observed the 
same organism on the pods of lima beans at Newfield, N. J., and 
described it as a new species Phoma subci1'cinata, pointing out 
that it differed from P. leguminwm West. in the subcircinate ar­
rangement of the pycnidia and the rather large binucleate spo­
rules. The name given by Ellis and Everhart was apparently ac­
cepted by Halsted (1,21), who in 1901 referred to the cause of 
podblight by that name and somewhat enlarged his earlier de­
scription. Two illustrations showed the characteristic appearance 
of the disease on the pods and on the leaves, both typical of the 
trouble as known at the present time. When Ellis and Everhart 
described P. subcin;inata, they were unaware that the fungus was 
the pycnidial stage of Diap01·the (Sphae1'ia) phaseolO1'um de­
scribed by Cooke and Ellis (236) on the stalks of beans a number 
of years previously. 

The relationship between Phoma s~tbci1'cinata and Diap01·the 
1Jhoseolorum was established by Harter (438), who obtained a 
typical culture of P. subci1'cinata from a single ascospore of D. 
phaseolorum. The cultures of ascospore origin likewise produced 
typical symptoms of the disease. 

Before the perf{\ct, or ascigerous, stage was known, the fungus 
was referred to either Phyllo.sticta pha.'1eolina or Phoma subci1'­
cinata. A study of the morphological structures showed a cham­
bering of the pycnidia, formation of a sclerotial stroma, the pres­
ence of stylospores, and other characters typical of the form genus 
Phomopsis (438). According to Diedicke's (283) revision of cer­
tain closely related genera, the imperfect stage of the podblight 
fungus belongs to the form genus Phomo]J.sis. 

Morphology 

The perithecia are small (l58p. to 355p. in diameter), buried, 
and gregarious. The asci are clavate, 28p. to 46p. long by 5.0p. to 
8.0p. wide (average 37.4p. by 6.7p.). Ascospores are biseriate, 
oblong, lanceolate, four-nucleate, only slightly constricted, lOp. to 
12p. long by 3/L wide. 

The pycnospores range from 6.0p. to 8.6p. long by 2.4p. to 4.1p. 
wide (average 7.5p. by 3.23p.). The pycnidia range in diameter 
from 158p. to 475p. (average about 245/.l). Stylospores mayor 
may not be present. 

Pathogenicity 

Harter (438) obtained infection with both pycnospores and 
ascospores. Wounding of the pod was not necessary for infection. 
Diap01·the phaseolo1'U1n has been reported on snap bean (899), 
pepper (1034), and tomato (123,495). Luttrell (612) inoculated 
snap bean, cowpea, lima bean, soybean, peanut, tomato, and pep­
per with pycnospores from cultures of D. phaseolontm and D. 
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phaseolorum var. sojae. D. pkaseoloru,m infected. only lima beanand did not produce lesions on any of the other plants and neverfruited on them after they had died from other causes. On limabean it was definitely pathogenic, entering through the non­wounded epidermis of immature pods and producing characteris­tic lesions. D. phaseolo1'um var. sojae never infected seedlingplants and never produced lesions on mature plants of any hostwith the exception of pepper and tomato. 

Control 
In 1901 Halsted (421) published some experimental results onthe control of the podblight of lima beans and showed that spray­ing the dwarf Iimas with bordeaux mixture or soda-bordeauxmixture produced very favorable results. Since the fungus attacksthe leaves and later the pods, spraying should be started when theplants are 1 to 2 feet high and repeated often enough to keep thefoliage covered.
As the fungus is seedborne, only disease-free seed should beused for planting. However, the use of infected seed is not likely,since so far as known the disease does not occur where lima beanseed is grown commercially. Infected seed would be a source ofdanger only in those cases where a grower might choose to saveseed for the next crop in some locality where podblight occurred. 

Root Rot 

In California, root rot of lima bean may be caused by a com­plex group involving the fungi Fusa1'imn 801ani f. phaseoli,Pythium 'ltltimum, Rhizoctonia solani, and Thielaviopsis basicola(673) .
Root rot is found more prevalent in light soils than in heavysoils. Kendrick (554) found less rhizoctonia root rot on limabeans planted when the mean soil temperature was 65° to 70° F.at 6-inch depth for the initial 12-week period than those plantedwhen soil temperature was above 70°. He found that the optimumtemperature for disease development for different isolates variedfrom 59° to 95°, This prevents any generalization as to what con­ditions favor rhizoctonia root rot, unless the growth behavior ofthe strains in a locality is known.
Increased stands of lima beans have been obtained by treatingthe seed with various fungicides (13, 258,482, 596, 628, 635, 668,1022, 1070). Arasan and Spergon are the two most commonlyused products (635).
The severity of the root rot complex on lima beans was reducedby the application of fumigants and insecticides over that forlima beans grown on untreated soil (673). This reduction wasattributed in part to a decrease in the wireworm population.High tolerance to root rot, caused principally by Rhizoctoniasolani and Fusa1'iwn solani f. plwseoli, was found in a breedingselection in California (555). This line is being used as a root-rot­tolerant parent in crosses with susceptible green processing-typelima beans. 
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Scab 

Geographical Distribution and Economic Importance 

The scab of lima bean:s. caused by Elsinoe lJhaseoli Jenkins, 
has never been found jn the United States. Its known distribution 
is in Puerto Rico, Cuba, Dominican Republic, Jamaica, Guatemala, 
Mexico (211, 525, .'527), Costa Rica, and Nicaragua (527). 

It occurs on all wHd or naturalized lima beans and on all culti­
vated (527) varieties. It is the most serious disease of lima beans 
in Cuba and Puerto Rico. It was known by the growers in Cuba 
as velTuga and was at first confused with bean anthracnose, 
caused by Colletoll'iclwm Ullclenwlhicmmn, to which it bears :some 
resemblance. 

J 

A 8 

FIGURE 32.-Scab, caused by Elsinoc lJhuscol'i: A. Light-colored linear lesions 
on stems; B, pod infection. 
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Symptoms 
Lima bean scab (526) occurs on the stems (fig. 32, A), leaves, 

and pods (fig. 32, B). The lesions, varying from a few to several 
hundred, are generally more conspicuous on the upper than on the 
lower'surface of the leaf. They are usually circular in outline and 
buff-colored and range from minute spots to th,)se 4 mm. or more 
in diameter. Those neal' the veins are somewhat larger and elon­
gated in the direction of the vein. The lesions may be convex 011 
the upper surface of the leaf and concave on the lower. 

The stem cankers are raised, elliptical, or elongated spots as 
much as 1 cm. in length. They extend parallel to the long axis of 
the stem. Some malformation frequently occurs when young suc­
culent shoots are attacked. 

The symptoms on the pods, which may be badly disfigured, are 
more noticeable than on any other part of the plant. Individual 
lesions are irregular, elliptical, or subcircular in outline and range 
in size from mere flecks to more than 1 cm. in diameter. They may 
be grouped or scattered and more abundant near one suture of the 
pod than the other. 

According to Jenkins (526) immature lesions often range in 
color from brick red to brown with age, becoming light drab or 
deep red bordered by maroon. 

Causal Organism 

Nomenclature 

In 1931 the lima bean scab fungus was tentatively identified as 
Elsinoe canavaliae Rae. by Jenkins (526), who later described it 
as a new species, E. phaseoli. Bruner and Jenkins (144) made a 
series of inoculations in which the parasitism of the causal or­
ganism was studied and its morphology compared with closely 
related species on other hosts. Their results showed that E. 
phaseoli differed from E. canawliae and E. calopogonill1n Syd., 
two closely related species. These three fungi are similar mor­
phologically but differ parasitically and in their geographical 
distribution. 

The form genus Elsinoe is an ascomycete belonging to the 
Myriangiales. Its conidial stage is a S1Jhaceloma. 

Pathogenicity 

Bruner and Jenkins (144) obtained infection of young leaves 
of wild and several ho!:'ticultural lima bean varieties, both by the 
cotton-plaster method and by spraying the plants and then con­
fining them for 24 hours under bell jars. The best results were 
obtained on young leaves and pods. Infection on the leaves became 
evident in 5 to 9 days. 

Control 
No control has been worked out for scab of lima beans. Spray­

ing at intervals with 4-4-50 bordeaux mixture has been suggested 
(143) . 

In Cuba (621) the fungus is believed to overseason on living 
lima bean plants, either wild or escaped plants. Any infected 
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plants adjacent to new plantings should be removed, as field evi­
dence suggests that the spores are wind borne (621). 

Stem Anthracnose 

Geographical Distribution and Economic Importance 
Stem anthracnose, caused by CoUetot?'ichu?n tnmcat1.Lm 

(Schw.) Andrus & Moore, has a wide distribution, especially in 
the Southeastern States where it occurs on both lima and snap 
beans. Its known distribution includes Alabama, Georgia, Loui­
siana, Mississippi, North Carolina, Pennsylvania, South Carolina, 
Texas, Virginia, Maryland, and Iowa. 

In some fields in the South a large percentage of the crop has 
been reported destroyed in certain years. A loss of 5 to 10 percent 
is not uncommon. Additional losses have been reported after the 
beans have reached the wholesale markets (123). 

Symptoms 
Stem anthracnose occurs on the stems, leaves, pods (fig. 33), 

and seed. In severe cases of infection the plant is dwarfed and 
the leaves show marked chlorosis. Drooping of the foliage and 
death of the plant are not uncommon. The initial infections usually 
occur along the veins on the undersides of the leaves and on the 
young succulent part of the stem and petioles (fig. 33, B), where 
a brick-red color is produced. Cox (246) reported lesions on 
various parts of the inflorescence, causing abscission of flowers 
and immature pods. 

FIGURE S3.-Lima bean stem anthl'achose, caused by Colletot?'ichm1L trunca­
tum: A, Pods showing different stages of the disease; B, necrotic lesions 
on leaf and petiole. 

http:tnmcat1.Lm
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Elongated cankers, more or less irregular, rough, and some­what fissured, may occur on the stem, which may be partially orcompletely girdled. Complete stem girdling causes the death ofthe plant.
Initial infection of the pod (fig. 33, A) is characterized bysmall, reddish blotches, which may later spread over the entiresurface. At this stage there are no definite lesions. Cox (246) hasoccasionally found sunken lesions on green pods. Later the in­fected areas, in which are embedded the acervuli containing theconidia and setae, become light brown or tan. Macroscopically, theacervuli resemble pycnidia. Dead pods covered with these struc­tures closely resemble the pod symptoms produced by the imper­fect stage of DULpoJ'the 1JhaseoZormn. However, a careful study ofsuch specimens reveals the fact that there is no similarity in thefruiting structures.
The causal organism penetrates the pod and frequently de­velops the fruiting structures on the inside of the pod wall. Theseed is often infected and may serve as one of the means ofdisseminating the fungus, 

Causal Organism 
Nomenclature

The stem anthracnose fungus was first collected on Phaseolussp, by Schweinitz (887) in Pennsylvania in 1832 and described asVenniCUZ(L1'ia truncata, Schw, In 1883 Cooke (235) collected whatwas probably the same fungus in South Carolina and described itas V. polytriclu(' Cke. What appears to be the same fungus waslater collected in Texas on the Kentucky Wonder variety by Healdand Wolf (459, 460), who described it as a new species, Colleto­t'richU1n caulicolwn Heald & Wolf.
Andrus and Moore (47) compared Schweinitz's type materialwith several collections of field material from various sections ofthe country and came to the conclusion that the different descrip­tions by Von Schweinitz, Cooke, and Heald and Wolf were allmade of the same organism. They concluded that it was a Colleto­t1'iclmm" and accordingly formed the combination of C. tJ'uncatwnwithout examining type specimens of the organism described byHeald and Wolf. The morphology of the fungus studied by Andrusand Moore does not agree in several important details with thatdescribed by Heald and Wolf (459), so it is possible that theremay be two distinct species. The symptoms differed also; thismight be expected, as Heald and Wolf described symptoms onsnap beans and Andrus and Moore on lima beans. 

Morphology
The acervuli are very different in appearance from those ofthe common bean anthracnose caused by Colletot1'ichu1n linde1nu­thianu1n. Macroscopically, they bear a close resemblance to pyc­nidia. They are black on the outer surface, somewhat rugose, andsometimes sclerotiumlike in appearance. Numerous long, thread­like, brown setae that range in length from 60ft to 300ft and from3.5ft to 8ft in width are present, The conidia are hyaline and 
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curved to sickle-shaped, and range in length from 18,). to 30,... and 
in width from 3,). to 4,).. The fruiting structures may be found on 
the leaves, stems, petioles, and pods. 

Pathological Histology 

Cox (2.46) found that on inoculated lima bean leaves spores 
germinate, produce appressoria from which minute infection 
hyphae penetrate the cuticle directly, and form primary intra- and 
inter-cellular hyphae in epidermal cells within 22 hours. Within 
46 hours, subepidermal cells are penetrated and their contents 
collapsed. Symptoms become visible within 48 to 72 hours. A vas­
cular discoloration as far as 150 mm. from the point of inoculation 
was evident within 5 days after injecting spore suspensions into 
stems and petioles with a hypodermic needle. The occurrence of 
discoloration at disjunctured intervals along the stem and the 
presence of mycelium in the ves~"ls, according to Cox, suggest 
that spores were transported in the xylem when introduced in 
this manner. 

Hosts 
Andrus and Moore (.4.7) successfully infected 18 varleties of 

PhaKeol/l.<; l'l£lgar~,;, the symptoms ranging from slight scarifica­
tion of the stem and leaves to severe injury of the stem accom­
panied by defoliation. 

The writers have ~1rtifi' -,Hy inoculated a number of varieties 
of lima beans and have found considerable difference in their sus­
ceptibility. The lea yes and petioles of some varieties were so badly 
damaged that the plant died in a few days, while others showed 
only a few inconsequential lesions. 

Cox (2.4.6) reported that in addition to Plw.'ieolliS vulgaris and 
P. lun(l.t/l.~ the followh1g legumes were susceptible: M edicago sa­
til'CL, Lotus ('orniClllatlls L., Trifolium jJJ'(l.ten.'ie, l'igna sineu.<;is, 
Glycine ma:r, Ficia .<;atil'CL, Lathyrlls hirsutus L., Lespecleza ~tl'iata 
Thunb., and Pi810n .';(l.tiL'wn. No infection was obtained on one 
snap bean selection and T1'ifol'iwn incarnatmn, T. subte1'l'anean, 
A1'CLChis h!J1Jogea L., and Melilotzu:; alba. Persons (765) isolated 
Colletot?'ichwn tl'uncaillln from eggplant (Solanum integl'ifoliwn 
Poir.) . 

Control 

Cox (.246) noted the fungus lived over for at least 1 year in or 
on the seed. Seed grown in western United States where the 
disease does not occur should be planted. The fungus may over­
winter on exposed lima bean refuse, and fall plowing may elimi­
nate this source of inoculum. In North Carolina (246,323) several 
fungicides were effective in controlling stem anthracnose. Weekly 
applications of zineb (Dithane Z-78) or dichlone (Phygon) sprays 
were recommended. 

The writers have artificially inoculated a number of varieties 
of lima beans and have found that there was considerable dif­
ference in their susceptibility. Cox (247) found one lima bean 
breeding line to be resistant in greenhouse tests and Jackson 
Wonder lima bean tolerant. 
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Seed Pitting 

Geographical Distribution and Economic Importance 
Seed. pitting, often referred to as yeast spot, seed puncture, 

or dimpling, was observed on common bean in 1895 in Michigan 
(271), in 1919 in New York (458), and Idaho (911), where it 
also occurred on lima bean. This injury was attributed to lygus 
bug feeding. A similar injury was reported in Illinois (38) on 
dried lima beans from California. Yeast spot, a similar type of 
injury associated with a yeast carried by the southern green 
stinkbug, was observed in lima bean and cowpea in Virginia in 
1921 (1130). Yeast spot of lima bean has been reported in the 
United States from Alabama (1181), Illinois, Maryland, Missis­
sippi, North Carolina, Tennessee, Virginia, and West Virginia. 
Elsewhere it has been reported from Bermuda (1087), Ceylon 
(749), and the West Indies (729, 730). 

Losses from seed pitting of 90 to 100 percent have been re­
ported (1131), but in general they do not exceed 10 to 20 percent. 
In California (65) losses from lygus feeding also resulted from: 
(1) Shedding of blossoms and. young pods; (2) discarding beans 
having conspicuous pits or lowering the grade in fresh and frozen 
lima beans, particularly the latter, if such seeds were not re­
moved; (3) cost of hand removal of pitted seeds from dry beans 
and from fresh limas to be used for quick-freezing; (4) occasional 
withering of the affected bean in an otherwise normal pod. 

Symptoms 

Seed pitting, as described by Wingard (1130), occurs on the 
seed in the pod. It causes numerous dark sunken areas on the 
cotyledons. The organism is apparently able to attack the seed at 
any time during development, but the most severe injury seems 
to result when infection takes place before the seed is half grown. 
In case of early infection the seed may either die prematurely or 
fail to grow to normal size. In the majority of cases the testa 
remains unbroken, the infected spot being dark brown and some­
what sunken and wrinkled (fig. 34). This, however, is not always 
true, since in some cases the testa is ruptured, the presence of the 
disease being evident from the craterlike lesions on the cotyledons. 
The lesions are grayish brown and granular, and masses of asci 
and a small number of vegetative cells occur in them. Pods that 
appear healthy may contain badly diseased seed. 

Similar symptoms on lima bean seed produced by lygus bug 
feed.ing have been described (65, 911). However, in California 
the yeast Nematospora coruli Pegl. was not found associated with 
the damaged seeds. If lygus bug feeding took place on blossoms 
or young pods the blossoms and pods were quickly shed. At the 
time of puncture of the pod a small hole would be visible from 
which sap oozes, and. internally the tissue surrounding the punc­
ture would soon turn brown (911). Older pods have smooth, firm 
intumescences up to 10 mm, across and 2 mm. high on the inside 
surfaces. These intumescences frequently cause distortion by pres­
sure against the developing seeds and usually are in contact with 
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pitted areas of a seed. It is not possible to detect accurately either 
internal pod intumescences or seed pitting by external appearance 
of the pod, except by the infrequent incidence of slight swellings 
at the point of feeding. 

FIGURE 34.-Seed pitting of lima bean seed, caused by lygus bug: feeding. 
Yeast spot, a similar or identical type of injury, is associated with a yeast 
carried by the southern green stinkbug. 

Causal Organism 

Nomenclature 

Seed pitting of lima beans is reported to be caused by the yeast 
Nenwtos]Jol"CL torJjli Pegl. (N. phaseoli Wingard), which enters 
through punctures made by the southern green stinkbug (Nez(trct 
Vi1'iclllla (L.» and probably other insects. 

In California and Idaho seed pitting results from activity of 
two Jygus bugs (LlfYWi hesperu.,:; Kngt. and L. elisll.':l Van Duzee) 
and possibly other insects. The toxin secreted by these insects 
apparently causes the death of a considerable number of cells 
around the puncture.

It is possible (65) that the pitting attributed to yeast in certain 
areas may involve also an effect of insect toxins. 
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Morphology ond Physiology 

The cells of the yeast organism show a wide variation in form. 
The elliptical and spherical ones predominate in young cultures. 
Myceliumlike strands and cells shaped like tennis rackets and 
walking sticks are not uncommon in 24-hour-old cultures. 

In young cultures one to five buds arise from the mother cells. 
In some cases the mother cells send out a group of bud cells from 
one end and myceliumlike strands from the other. The strands are 
septate and in most cases form buds at the cross walls. 

Elliptical cells in young cultures range from 8p. to 14p. long 
and from 6p. to lO,L wide. The mature spherical cells are about 
20p. in diameter, and the myceliumlike strands range in length 
from 90p. to 140p. and in width from 2.5p. to 3.5p.. 

The methods of spore germination have been observed. In one 
case, which is the most common, the basal cell swells at the trans­
verse septum, forming a sphere about 6p. in diameter; from this a 
germ tube protrudes and grows into a myceliumlike strand of 
considerable length, with cross walls and branches that give it 
the appearance of a true mycelium. In the other case, the sphere 
is formed as just described but instead of its sending out a septate 
strand a spherical cell buds from it. 

The minimum and maximum temperatures for the growth of 
N ematosp01"a C01"yli on media are about 15° and 40° C., respec­
tively, and for successful infection about 25° to 30°. The minimum 
temperature for ascospore formation is about 18°, the optimum 
25° to 30°, and maximum 34°. 

Pathogenicity 

Infection is apparently restricted entirely lo the fruiting struc­
tures of the host; this restriction suggests that infection is de­
pendent upon the presence of an abundant supply of available 
carbohydrates, such as is found in the cotyledons of certain seeds. 

Spraying the young lima bean pods (1180) with a water sus­
pension of a pure culture of the organism as well as smearing 
them with a pure culture failed to produce infection. The seed was 
readily infected when the pods were punctured with a needle 
dipped into a pure culture of the yeast. The symptoms were evi­
dent within 2 or 3 days after inoculation. They were very con­
spicuous within 7 to 10 days. Infection rarely occurred on snap 
beans, but it may occur on tomatoes. 

The only tests that have been reported (1181) on transmission 
of the yeast to lima bean by the southern green stinkbug were 
made by transferring the insects from previously infected bean 
plants, and no results with uncontaminated bugs have been re­
ported. Baker and others (65) suggested that the possibility exists 
that a toxin introduced by the bugs might have caused damage, 
sometimes accompanied by yeast infection. 

Dissemination 

According to Wingard (1181) natural infection is depefldent 
on the puncture made by the green bug (Nezara hila'ris (L.», 
more properly called southern green stinkbug (N. Vi1'id1tla (L.», 
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and probably by other insects. This insect is always present 
wherever infection occurs, and lesions always develop on the co­
tyledons around its punctureR. The severity of infection and dis­
tribution depend directly upon the number of insects present. 
Leach and Clulo (594) failed to find yeast spot in association with 
stinkbugs on lima beans in West Virginia. When inse:!ts were 
taken from yeast-spot-infected plants they failed to find Nema­
tospom within the body of the insects, indicating that transmis­
sion may be entirely external and mechanical. Underhill (1038) 
found that lima beans were not the preferred host of the stinkbug 
and that they usually migrated to beans after feeding for some 
time on certain preferred noncultivated plants. 

Hosts 
The results of different investigators indicate that there are 

numerous hosts for N el1wto8}Jom coryli. Wingard (1131) obtained 
positive infection of Plw8f'olu8 lllnatu8, P. l'ulg(t1'i8, Jponwea bata­
taB, and Figna Hinen.<;iH. Other hosts are cotton (72.9, 975), soy­
bean (588), mung bean, Bcwhi1l'ia golpini (688), birdseye bean 
(1130), Viglln catjc(.)t.g, V. IIIIgll iClllatCL, Dolichos lctblab, Cana­
l'allin gladiatc~, CrotaZaria juncea, C. 1'et1£8(/" and Tephrosia, Indi­
gofem, and Cculsia spp. (7,]0), citrus, pomegranate (338), toma­
toes (880), and pecan (1092). 

Control 

No control measures lor the yeast-spot type of seed pitting have 
been developed. The large FOl'Clhook lima bean was reported to 
be less susceptible than the small sieva type (1131). 

In California and Idaho, seed pitting that results from lygus 
bug feeding and possibly other insects has been controlled by the 
use of 5 percent DDT (65, 670). Field experience in California 
suggests that the growers of 1ima beans should carefully avoid 
planting limas next to perennial plants favored by these insects, 
such as seed beets and alfalfa. 

Other Field Diseases 

Bacterial Spot 

Geographical Distribution and Economic Importance 

Bacterial spot of lima beans, caused by Pseudomona8 s!f1'ingae, 
may occur wherever lima beans are grown in the United States, 
with the possible exception of the Pacific coast and certain inter­
mounblin regions where it has never been reported so far as the 
writers know. Little is known about its occurrence in foreign 
countries. Gardner and Kendrick (37,9) stated that it may possibly 
occur jn Japan, Cook (233) reported it from Puerto Rico, and 
Wilson (1125) reported it from New South Wales. 

The heaviest losses, which may range from 5 to 20 percent of 
the crop and are the result of defoliation and of damage to the 
pods, occur along the Atlantic coast ~lncl in the Southern States. 

. 
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Symptoms 

Bacterial spot (fig. 35) occurs on the leaves, stems, and pods. 
The leaves are usually infected first, and from them the organism 
spreads to the stem and pods. The lesions appear first on the 
upper surface of the leaf as small spots, which soon develop 
reddish-brown borders. As the spots enlarge the centers turn light 
gray, become dry and papery, and later fall out (fig. 35, A). Two 
or more spots often coalesce, forming one large lesion of irregular 
shape and outline. Single lesions range from 1 to 3 mm. in diam­
eter. The leaves sometimes become distorted or malformed, but 
this malformation is not a constant characteristic of the disease. 

On the leaves the bacterial spot resembles in many respects the 
symptoms of common blight, caused by Xanthomonas phaseoli, 
and of halo blight, caused by Pseud01nonas 1nedicagini.<; var. 
phaseolicola. There are, however a few macroscopic differences 
that assist in distinguishing them. In the early stages of infection, 
the common and halo blights cause water-soaked lesions on the 
leaves. Such lesions never result from infection by the bacterial 
spot organism. The lesions are more regular in outline and gen­
erally somewhat smaller than those of common and halo blights. 
The reddish-brown color surrounding the lesion is very charac­
teristic of bacterial spot. On the lower surface the spots are de­
pressed and their margins are lighter than those on the upper 
surface; these symptoms are not characteristic of the common and 
halo blights. 

Reddish-brown lesions and streaks may occur on the stems and 
petioles. On the pods (fig. 35, B) they are more nearly circular in 
outline except when they are on or adjacent to the sutures, in 
which case they may be largely confined to and extend along them 
for some distance. A cream-color exudate frequently occurs on the 
pods, stems, and petioles. Early infection of the peduncle is gen­
erally followed by the dropping of the blossoms. Pod lesions are 
brown at first and surrounded by a water-soaked halo. They are 
never as large as tho~e produced by the common blight organism 
(fig. 35, C). 

Causal Organism 

Pseudomonas sl1ringae was first observed in 1892 by Beach 
(82), who noted that it caused symptoms on snap beans that dif­
fered from those caused by Xnnthonwnas 1Jha.seoli. He success­
fully infected lima beans but not snap beans. His description of 
the symptoms indicated that the causal organism was the same as 
P. s?/1'ingae described some years later as the cause of a similar 
disease of cowpeas. The same disease was reported (981) to occur 
in Connecticut in 1897. In 1921 Tisdale and Williamson (102,5) 
announced that a bacterial disease of lima beans had been under 
their observation since 1917. In 1923 they (1026) published an 
account of the disease as it occurred on the lima bean and de­
scribed the causal organism as a new species, BCLcterill1nri1'idi­
/nciens Tisdale and Williamson. Gardner and Kendrick (378), 
who were investigating a bacterial disease of cowpea at the same 
time, described the causal organism as a new species, Bact. 'vignae 
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FIGURF. 35.-Bactel'hd spot and bacterial blight caused by PsclIliOmOl/ClS 
syrillgae and XcozthOJltOllOs p/w8l'o/i, respectively: A., Leaf infected with 
bacterial spot showing snwl\ lesions and the characteristic ragged, necrotic 
tissue at the margin; D, pods infected with bacterial spot; C, pods infected 
with bacterial blight. 

Gardner and Kendrick. The organism originally described by 
'l'isdale and Williamson on lima bean and the one described by 
Gardner and Kendrick on cowpea were later shown (379) to be 
identical. Gardner and Kendrick's article appeared in March 1923 
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and the one by Tisdale and Williamson in July 1923; consequently, 
Bact. vignae takes precedence over Bact. Vi1·idifaciens. Bact. 
vignae is now regarded as a synonym of P. syringae (212). 

Elliott (321) gives a complete description of P. sYl'ingae. 
Beach (84) found that the migration of Bacte1'i1trn vignae 

through the tissue of lima bean is in the form of zoogloea. Prog­
ress through a tissue is mostly intercellular. 

Hosts 

Elliott (321) reported the following hosts to be susceptible: 
Desmodi'U1n canescens (L.) DC., Dolichos lablab, Phaseo~lts angll­
la1'is, P. limensis, P. limensis val'. limenanlls (P. lmwtus f. macl'O­
cm'pus) , Stizolobiwn deel'i'ngicmmn, Vigna catjnn{J (V. c!Jlin­
d1'ica), V. sesquipedctlis, and V. sincn.cri.s. Wilson (112/5) obtained 
infection on P. v'lLlgari,,>, P. 1nultijtonls, Glycine l1W.l', Vicict Jaba, 
M edicago sativa, Citnls limonia" S!Jl'in{Javulgal'is. A blossom 
blighting of Pm'us (151, 848, 1121), p1'llnllS (751, 1121), and 
Mnlu8 (751, 848) has been reported as caused by Pscudo?nona.'3 
8Y1·ingae. This organism has been reported on Long Island, N. Y., 
as infecting Sm'inga plantings and also Pl'unu,.'i spp. in the fence 
rows. From these plants the organism spreads to lima beans where 
at times .it becomes very troublesome (751). 

Control 

Since the organism causing bacterial spot of lima beans is 
seedborne, the use of clean seed reduces the chances for its estab­
lishment. No information is available as to how the organism lives 
from one season to the next, except in the seed. Most of the lima 
bean seed used in the United States is produced where bacterial 
spot is not known to occur; as a consequence, the danger from 
that source is probably not important. The organism is known to 
be parasitic on a number of hosts, some of them grown as cover 
crops in the winter. It is likely that infection may originate in 
the spring from such sources. The use of resistant varieties and 
crop rotation help to hold the disease in check. 

Clayton (21:1) has shown that spraying the plants both before 
and after blooming prevented a large part of the loss in New York, 
the yield being increased thereby as much as 43 percent. A 4-6-50 
bordeaux mixture gave excellent control and was safe to apply. 
Copper-lime dust was somewhat less effective than liquid bor­
deaux. Since first infections are usually on the lower leaves, the 
first spraying should be applied while the plants are still young. 

Mosaic, a Virus Disease 

Geographical Distribution and Economic Importance 

Lima bean mosaic is caused by a strain of the cucumber mosaic 
virus (442,444) (cucumber virus 1 of Johnson). In 1917 McClin­
tock (619) reported a mosaic on several varieties of lima beans in 
Virginia. Since then, it has been reported in Delaware (19), In­
diana (742), Puerto Rico (232), and Cuba on the Challenger va­
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riety.15 The writers have observed lima bean mosaic in Delaware, 
Maryland, New York, Michigan, and New Jersey, in addition to 
the locations already reported. 

Ho and Li (1,90) reported a mosaic of lima beans from China. 
Whether this is the same virus reported here is unknown. Yu 
(1167) reported a mosaic disease of cowpea that was transmitted 
mechanically to lima bean. 

FIGURE 3G.-Lima bean mosaic: Lima bean leaves, showing differcnt stages 
in the development of symptoms. 

Symptoms 
The earliest symptoms of the disease are characterized by a 

slight clearing of the veins of the juvenile leaves. Soon thereafter, 
the lamina of the leaflet may bend downward to an angle of 45° 
or more, accompanied at the same time by a downward recurving 
of the midrib. The apical end of the vine often curves downward 
instead of assuming the erect position of a normal plant. Under 
the most favorable conditions, symptoms appear in 5 to 6 days 
when the inoculations are made on nearly full-grown primary 
leaves. If the plant survives the initial attack, the drooping leaves 
slowly return to their normal position and at about the same time 
develop a slight yellow flecking. Sometimes instead of flecks, large 
light-colored areas of various sizes occur (fig. 36); often these 
are near the margin. By the time the leaf reaches maturity, the 
necks combine to form alternate light and dark spots charac­
teristic of mosaic of many other plants; irregularities in the 
growth of different parts of the leaf or other causes result in the 
production of islands of raised or depressed spots of various sizes 
that are composed of dark-green tissue. The entire series of .symp­
toms is completed by the time the plant has developed the third 
or fourth set of trifoliate leaves. 

15 Unpublished data, from W. A. McCubbin. 
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Relationship to Other Viruses 
The close resemblance of the lima bean mosaic to the cucumber 

mosaic has already been suggested. While the differences between 
the lima bean and cucumber mosaic viruses are not wide, they are 
considered sufficient to justify classifying the lima bean mosaic 
virus as a strain of the cucumber mosaic virus (cucumber virus 1 
of Johnson). Some of the differences between the two are as fol­
lows: (1) On tobacco, lima bean mosaic virus produces a type of 
local lesion not caused by the cucumber mosaic virus; (2) on 
Vicia, fCLber, it produces both local and systemic infections, which 
are not produced by the cucumber mosaic virus; (3) the lima bean 
mosaic virus is destroyed by heating for 10 minutes at 70° C., 
while 75° is necessary to destroy cucumber mosaic virus; (4) the 
lima bean mosaic virus will withstand aging in vitro for 8 days 
at a temperature of 22", while the cucumber mosaic virus is inac­
tivated in 3 to 4 days. 

Transmission 
The lima bean mosaic virus is apparently not seedborne. Apld$ 

gos8ypii and Myzns 1Jersicae, the only aphids tested, transmitted 
the virus. It is also readily transmitted mechanically by rubbing 
the juice of mosaic-infected plants into the lea\'es of healthy ones. 

Hosts 
In addition to the small-seeded sieva types of lima beans, the 

following hosts are susceptible (~.H) : Cllczonis S(£ti~'ll~ L., Nico­
tiana tabacWii val'. Turkish, Zinnia clcgcms Jacq. var. Double 
Fantasy, L!lcOper8icon esculent 11 III val'. Globe, Phytolacc(£ cone1"i­
ecma, Solanum ))I ('10 11g(')/(/, val'. Superior High Bush, Ca}nieliln 
anmtrn L. (C. jrutesce'ns L.) val'. World Beater, Petunia hy­
lJrida Vilm., TTicia [abc(" Viglla sillew;i<; val'. Black and Blackeye, 
and Zea mays val'. C'l'c)'ta Bailey. 

Control 
Plants of 23 varieties of lima beans were inoculated (44·0 

with the virus from infected plants. Eight varieties, all of the 
small-seeded sieva type, expressed typical symptoms of the dis­
ease, whereas the large-seeded Fordhook sorts were resistant. 
Among the resistant varieties are a number that are extensively 
grown commercially, as, for example, Fordhook, Challenger, 
Burpee Best, Carpinteria, Large White, and Leviathan. Pryor 
and Wester (7{)/j) reported U.S. 243 lima as resistant and U.S. 
343 susceptible, even though both were selections from the same 
Fordhook X sieva cross. 

Blossom Drop, a Nonparasitic Disease 

Dropping of the blossoms of lima beans is a conmlon occurrence 
during the summer months when the soil and atmosphere are dry 
and the air temperatures high. In some cases no pods set until 
the growing season is rather well advanced. Under normal condi­
tions many of the blossoms fail to produce fruit, but shedding of 
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practically all the blooms must be attributed to some definite 
cause. 

Cordner (242) found that plant size and pod set are related to 
environment during the preblooming and flowering stages, re­
spectively. He also found a correlation between blossom abscission 
and a high air temperature and a dry atmosphere. A similar 
relation between weather and blossom drop has been shown by 
Binkley (99) for a number of varieties of snap beans. A correla­
tion between shedding of the blossom and a fluctuation in the 
supply of soil moisture has also been shown. Clore (Z16) obtained 
poor yields 'when, in the Yakima Valley of Washington, lima bean 
seed was planted early in the season and came into bloom when 
the temperature was high and the relative humidity low. On the 
other hand, if the seed was planted after June 1, when mild tem­
peratures and relatively high humidities prevailed during the 
blossoming period, the yield was higher and the quality better. 
Andrews (4Z) corroborated in general the conclusions of other 
investigators, by experiments in two localities in South Carolina 
conducted under different sets of conditions with Henderson and 
Fordhook varieties. His experiments, designed primarily to study 
the influence of environment on yield, showed that the best results 
were obtained where the mean temperature was low and the rela­
tive humidity high. A high yield of pods was found to be associated 
with a high chlorophyll content of the leaves. 



MISCELlANEOUS FUNGI AND BACTERIA REPORTED ON 
SNAP, DRY, AND LIMA BEANS 

Ag1'obacte1'ium tume/aciens (E. F. Sm. & Towns.) Conn.­
Crown gall, occasional in experimental cultures (1103). 

Alte1'1'w,1"ia /asciculata (Cke. & Ell.) Jones & Grout.-Described 
by Jones and Grout (544) as the cause of a leaf disease of potatoes 
and reported by them on the dead leaves of beans. Anderson and 
others (40) reported its occurrence on beans in Illinois, Louisiana, 
Michigan, North Dakota, and Utah. 

Aristastoma occonomicum (Ell. & Tracy) .-Tehon (1103) re­
ported it as a leaf spot of beans from Virginia and Georgia. 

Ascochyta phaseolo1'um Sacc.-Reported to cause ochraceous 
leaf spots on Phaseol'U8 vulgaris in Japan, Uganda, and Europe 
(972), and also from Peru (81). Reported by Ellis in 1952 (322) 
from beans in North Carolina. 

Ascochyta pisi Lib.-Reported on beans in southern Africa 
(289) 	and in Russia (now U.S.S.R.) (912). 

Aspe?'giU'U8 jf,avtts Lk.-Reported on lima beans in Indiana 
(1045) . 

Aste1'oma phaseoli Brun.-Reported on Phaseohts htnatus and 
P. vulgaris in the Philippines (64, 833). The ripening pods and 
unhealthy leaves were frequently fO'.md covered with large, felt­
like black spots. 

Brachyspo1'ium pisi Oud. (perhaps a GU1'VUla1'ia) .-Reported 
from Alaska causing a leaf spot of beans (1103). 

Gephalosp01'ium gregat~tm Allington & Chamberlain.-Causes 
a brown stem rot of beans; reported from Illinois (1103). 

Gemtophorwn .setosum Kirchn.-Reported as infecting beans 
(843). 

Ge1'cospom caracallae (Speg.) Greene.-Reported from Wis­
consin as causing a leaf spot (1103). 

Gercospora columnaris Ell. & Ev.-Saccardo (860) reported 
the fungus as causing pale to grayish-yellow spots on the 1eaves 
of cultivated beans in New Jersey. Chupp (209) considers this 
synonymous with Isariopsis g1'iseola (p. 51). 

Get'cospora /abae Faut.-Woodward (1147) found that, al­
though it does not readily infect beans, it causes round, black 
spots with grayish centers on the stems, The conidia are seven­
to nine-septate, 60p. to 100p.long, and 5p. to 7p. wide. This organism• 
has not been reported in the United States and is probably not a 
serious pest of beans anywhere. 

Ge1'cospom l'U8soniensis Sacc.-Reported from the Philippines 
to cause a leaf disease of snap and lima beans (63, 833). The• conidiophores are 28p. to 35p. long and 3.5p. to 5p. wide; conidia are 
35p. to 45p. long and 3.5p. wide, commonly three septate. Welles 
(1104) found that the conidia and conidiophores varied in size, 
depending on whether they were collected during a rainy or dry 
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season. Chupp (209) considers this fungus synonymous with C. 
C1·uenta,. 

Cm'cospora phaseolina Speg.-Reported to occur on beans in 
Colombia and Argentina (201). . 

Cm'cospo1'a 'phaseolO1''U?n Cke.-Reported to cause a leaf spot 
of beans in South Carolina (235). Chupp (209) considers this 
synonymous with C. C1''Uenta. 

Ce1'cospom stuhl?nanni P. Henn.-Produces dark, irregular­
shaped spots on the upper side of the leaves of beans in Tanga­
nyika (971). The organism was originally described by Hennings 
(475). The conidia are dark, three- to five-septate, cylindrical to 
somewhat club-shaped or fusoid, not constricted at the septum. 
They measure from 40". to 65ft in length and 6ft to 8ft in width. 
Chupp (209) considers this synonymous with C. coltt?nnaris. 

Ce1'cospom zonata Wint.-Reported (972) to occur on beans 
in Brazil, Portugal, Union of Soviet Socialist Republics, Italy, and 
Germany. 

Chaetomium indicum Cda.-Reported on beans in Canada by 
Skolko and Groves (917). 

Chaetosept01'ia weUmanii Stevenson.-Causes spots on bean 
and cowpea leaves in EI Salvador (803, 973). 

Cladosp01'i1tm albnm Dows.-Reported on beans in Uganda 
(426, 427). 

Cladospol'i1tm he1'bantm Lk. & Fr.-Reported on lima beans 
(63, 833) from the Philippines. Baker (63) reported Diplodia 
phaseolina Sacco and Ce1'cospom lussoniensis to be associated with 
Cladospo1'ium he1'ba1'U1n. 

Cladospol'iun~ heTba1'ttm Pers. ex Fr.-Causes a spotting of 
pods and seeds from California, Florida, Georgia, Maryland, New 
Jersey, and Virginia; also on lima beans from the Philippines 
(63, 834). Baker (63) reported Diplodia phaseolina Sacco and 
Ce1'cospom lussoniensis to be associated with Cladospo1'i1tm her­
ba1'um (1103). 

CO?'ynebactm'ium fascians (Tilford) Dows.-Reported to pro­
duce galls on Phaseolus vulga1'is in England (583,584). 

Diapol'the sp.-Reported from Alabama as a secondary root 
rot (1103). 

DiapO?'the a1'ctii (Lasch) Nits.-Reported on bean stems from 
Georgia (1103). 

Di?ne1'ium g1'ammodes (Kze.) Garman.-This fungus was 
found by Stevens (969) and Garman (380) to occur ccmmonly on 
the snap and lima beans in Puerto Rico. See also Pa1'odiella. 

Diplodia natalensis P. Evans.-Reported on bean seed from 
Brazil (1050). 

Diplodia phaseolina Sacc.-Cause of small black spots on 
ripening pods of snap and lima beans (831) in the Philippines. 

Epicoccum duriaeanu?n Mont. - Reported on Phaseolus 
lunatus.16 

·Epicoccum neglectum Desm.-Isolated from bean in Japan but 
unable to infect healthy beans (519). Also on beans as a second­
ary leaf spot from Maryland and New Jersey. 

16 ELLIS, J. B. .NORTH AMERICAN FUNGI [ExsiccatiJ. No. 638. 1881. 

http:lunatus.16


167 !JEAN' :01SEASF.!S 

Fomes lignosus Ki.-Hanson (428) produced infection in navy
beans artificially. 

Fusa1'ium maC1'ocems WI'. & Reinking.-On mature pods of 
beans (1146) in Honduras. 

Fusa1'iu1i1, 1'oseum Lk.-Reported on lima bean in Missouri 
(1139). 

Fusa1'ium vasinjecilwn Atk.-Reported on beans in England
and Wales. 

Gloeospo1'ium comllinum (Peyl.) Sacco & Trav.-Reported on 
.beans (862). 

Glome1'ella cingulata (Ston.) Spauld. & Schrenk.-Reported by
Halsted (204) on beans in New Jersey. 

Helminthospo1'ium victo1'iae Meehan & Murphy.-Reported on 
beans in North Carolina (1138). 

Hypochnus cent1'ijugus (Lev.) Tul.-Reported by Endo (331) 
on lima bean and more than 160 other hosts. 

Hypochnus c1lcU1neris Frank.-Parasite of Phaseolus vulgaris 
(972) in Japan, Great Britain, Denmark, and Germany. The stem 
is attacked at the ground level, where a thin grayish layer of 
hyphae forms. The plants turn yellow, collapse, and finally die. 

/sariopsis laxa (Ell.) Sacc.-Reported from New Jersey (327) 
and Indiana by Van Hook (1044). It appears first on the leaves 
and then on the pods, which become spotted and later rot. Muller 
(698, 700) reported it from Brazil and Guatemala. 

LeptoS1Jhae1'ia phaseolontm Ell. & Ev.-Reported (327) on old 
vines in association with Diapo1'the phaseolontm. 

Mac1'osporium, C01nl1~une Rab.-Reported on beans from 
Sweden (1140). 

Mac?'ospo?'i~tm conso1·tiale Thuem. (Stemphyli~tm conso1'tiale 
Thuem.).-Reported from bean and Scarlet Runner bean seed by
Groves and Skolko (402). 

Mac1'ospo1'ium leg~tminis plutseoli P. Henn.-Reported on lima 
beans in South America (477). 

Mac1'OSpo?'i~tm phaseoli Faut.-Reported on beans in southern 
Africa (289). 

MiC1'osphaem clijJusa Cke. & Pk.-Reported on beans in Geor­
gia (40), Maryland, and Illinois (1103). 

Mic?'osphaem euph01'biae (Pk.) Berk. & Curt.-Reported by 
Gardner (376) to cause reddish-brown patches on leaves of lima 
beans in Indiana. 

Myco?'1'himl jungus.-Jones (543) listed bean and other le­
gumes among the plants in which the roots are parasitized by a 
nonseptate mycorrhizal fungus found only in the cortex. Jones did 
not determine the taxonomic position of the parasite, but he sug­
gested its possible connection with the Phycomycetes. Some inves­
tigators have suspected a symbiotic relation between the host and 
parasite, but Jones suggested that there was some evidence ivdi­
,cating that the fungus was more or less injurious. 

Mycospham'ella C1'uenta (Sacc.) Latham.-Causes a leaf blotch 
on beans and reported from New Jersey to Florida; also in Texas,
Arkansas, and Wisconsin (1103). 

Mycosphae?'ella 1Jhaseolicola (Desm.) Ideta.-Reported to 
cause (972) pale, reddish leaf spots on beans in Japan and France. 



168 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

N ectrea sp.-Reported on lima beans in Costa Rica (771). 
Nematospora coryli Peg-I.-Reported on lima beans and other 

legumes in the West Indies (5J,,) , the Tanganyika Territory 
(1071), and Ceylon (750). Ashby and Nowell (55) believed that 
N. phaseoli, earlier described by Wingard (1130), is a strain of 
N. coryli. 	See Yeast Spot, page 155. 

Oedocephalum 1'oseum Cke.-Reported on beans in Michigan 
(238) . 

Parodiella perispo'rioides (Berk. & Curt.) Speg.-Reported on 
Phaseolus vulga:,.is and P. lunatus in the West Indies (891). 
Dime1'ium g1'ammodes is given as a synonym. 

Phakospora vignae (Bres.) Arth.-Reported on Phaseolus lu­
natus in Puerto Rico (891) and in Venezuela (557). 

Phoma te1Test1'is Hansen.-Isolated from the roots of lima 
beans (J,,2J,,) and other legumes in Texas, also from bean roots 
in California. 

Pkyllachora phaseoli (P. Henn) , Theiss. & Syd.-Reported on 
lima beans in Costa Rica (985). 

Pkyllosticta phaseolina Sacc.-Causes a leaf and pod spot of 
beans. Reported occasionally from New Jersey to Florida, Texas, 
Michigan, and Indiana (1103); also from Japan, Formosa, and 
Italy (972). 

Pkyllosticta phaseolO1'um Sacco & Speg.-Reported to cause 
ochraceous spots (972) of beans in Japan, Formosa (Taiwan), 
and Italy.

Physa?'um cine1'eum (Batsch) Pers.-Reported by Johnston 
and Stevenson (5J,,1) and by Seaver and Chardon (891) on green 
leaves of beans in Puerto Rico. 

Physopella concors Arth.-Reported on lima beans in Puerto 
Rico (968). Synonym of Phakospora vignae. 

Pkytophthora sp.-A disease of tomato caused by a species of 
Pkytopkthora was investigated by Reddick (817), and when the 
fungus was inoculated to young navy bean pods in wounds it 
caused watery lesions in 24 hours, and in 4 days the pods were 
nearly destroyed. 

Pkytopktkora sp.-Reported by Coombes and Julian (237) as 
affecting beans in Mascarene Islands in the Indian Ocean. 

Pkytopkthora cact01'um (Leb. & Cohn) Schroet.-Reported by 
Young (1165) to infect beans. No data are availabl~ as to the 
extent of the disease and its occurrence under natural conditions. 

Pkytophthora capsici Leon.-Reported on Phaseolus lunatus 
from Argentina (356). 

Pkytopkthora pa?'asitica Dast.-Causes a stem and pod rot of 
beans. Reported from Puerto Rico (1103); also from India 
(10J,,8).

Pleospora herbarum (Pers. & Fr.) Rab.-Stempkylium bo­
tryosum Wallr. Reported causing leaf spot of beans (295, 1103). 

Pseudomonas aptata (Brown and Jameson) F. W. Stevens.­
The bacterial blight of sugar beet reported to infect bean (50). 

Pseudomonascoadunata (Wright) Chester.-Causes a sticki­
ness of green beans (1103); reported from California. 

Pseudomonas ovalis (Ravenel) Chester.-Reported as causing 
a stickiness of seed from Virginia (1103). 
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Pseudornonas tabaci (Wolf and Foster) F. L. Stevens.-The 
"wildfire" disease of tobacco. First described by Wolf and Foster 
(1144, 1145). Reported as causing a bacterial leaf spot of beans 
from Massachusetts and North Carolina (1103). Also Phaseolus 
lunatus in Formosa (876). 

Pullulm·ia pullulans (DBy.) Berkhout.-Reported as a seed 
spot from New York (1103). 

Rarnulm·ia sp.-Reported on beans in Brazil (699). 
Rhizoctonia fen"uyeno, Matz.-Reported parasitic on snap 

beans (1033) and sugarcane (660) in Puerto Rico. 
Sclerophoma phaseoli Karak.-This organism was found to 

occur on mature beans in Union of Soviet Socialist Republics 
(547), and to cause dark, small, irregular-shaped, slightly convex 
spots on the pods. In some cases the whole surface of the pod 
becomes thickly covered with pycnidia. They ranged from lOOp. to 
300p. in diameter. The spores were hyaline, oval, sometimes almost 
spherical or irregular in shape, 5.5p. to 11.5p. long, and 3p. to 5.5p.
wide. Condiophores were absent. 

Scle1·otinia fuckeliana Dby.-Reported on beans in Argentina
(455). 

Scle1'otinia t1·ifoliorwn Erikss.-Reported on stem of beans in 
Belgium (649). 

SlJhaerotheca hurnuli var. /'Illiginea (Schlecht.) Salmon.-Re­
ported on Phaseolus vulga1·is from China (987). 

Stagonospom phaseoli Deal'll. & Barth.-Said to be (274) a 
parasite associated with Cercospora canescens on the leaves of 
beans. 

Sternphyliwn botryosurn Wallr.-Causes a leaf spot of beans 
in Washington (1103). 

St1·eptomyces scabies (Thaxt.) Waks. and Henrici.-Experi­
mentally, it infected beans (1103). 

U1·o1nyces fabae (Pers.) DBy.-Reported on broadbean in 
England (245) and on Phaseolus vulgaris in England and New 
Zealand (565). 

Vennicula1'ia lJolytricha Cke.-Reported in South Carolina 
(764). 

Xanthornona.s vignicola Burk.-PathogelJic on beans inoculated 
experimentally in United States (169). 



TRANSIT AND MARKET DISEASES 
The term "market di.seases," as used in this bulletin, is in­

tended to cover deterioration of snap and lima beans that takes 
place in transit, at the markets, and in the kitchen. Snap beans 
are not subjected to long storage for two reasons: (1) Probably • 
because they are available most of the year, thereby eliminating 
the necessity for storage; and (2) they deteriorate rapidly at 
temperatures above 20° C. independently of any micro-organisms 
that may be involved. In experiments conducted by Lauritzen, 
Harter, and Whitney (591) it was shown that at a temperature 
of 6° to 7°, they were edible for 4 to 15 days; and at a tempera­
ture below 6°, for 6 to 15 days. It was also shown that shipment 
below a temperature of 10° was desirable when both the quality 
of the bean and the damage from diseases were taken into con­
sideration. The destructive activity of the micro-organisms and the 
physiological deterioration are considerably reduced at tempera­
tures of 10° or below. 

Most of the market diseases originate in the field. However, 
those caused by Rhizopu.s nigrican.sEhr. ex Fr. and R. t?·itici Saito 
are two possible exceptions; where the infections caused by them 
originate is uncertain. As they are cosmopolitan in their distribu­
tion, it is probable that infection might take place in the field, in 
transit, or on the market. Most of the organisms that cause leaf 
diseases do not cause market diseases. The common and halo 
blight and anthracnose organisms are exceptions, as they all cause 
much loss both in the field and on the market. 

Fungus Diseases 

Anthracnose 

Anthracnose, caused by Colletot'l'ichurn lindemuthianum, is 
best known as a field disease of the pods (fig. 4, B) and the leaves 
(fig. 4, D), (p. 5). Infected spots on pods in the field enlarge in 
transit and the spores spread to healthy pods, thereby exposing 
all the beans to infection. Infection is possible at temperatures 
from 7° to 29° C., the optimum being from 22° to 25°. The time 
for visible infection spots to develop after inoculation increases 
as the temperature decreases. Lauritzen, Hartel', and Whitney 
(591) showed that the shortest incubation period was 5 days at 
22° to 27°, and, like the lesions of the bacterial blights, they 
developed on apparently healthy beans after all the pods with 
anthracnose cankers had been sorted out. 

CoHony Leak 

Cottony leak may be cause~ by several different species of 

Pllthium. anyone of which ma/ produce a nesting (fig. 37, A) 
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FIGURE 37.-.-1, Cottony leak, caused by various species of Pylhiwll; che illus. 
tration shows the condition of the product 011 arrival at market. B, Gray
mold rot, caused by Botrllt is dlle/"('II, Oll beans in transit. 
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in the shipping container resembling those caused by the several 
species of Sclerotinia and in general appearance indistinguishable 
from them. Species of Pythium often cause a more rapid destruc­
tion of beans than Scle1'otinia does and produce abundant growths 
of almost pure-white, cottony mycelium. 

Pythium butleri, the cause of a field disease of beans (p. 28), is 
also the most prevalent species occurring in transit, especially 
dUring the warmer months of the shipping season, and is able to 
infect either wounded or Unwounded tissue. Like the species of 
Scle1'otinia, it is prevalent in most soils. The initial infection takes 
place on pods resting on the ground. From these primary infec­
tions the fungus spreads to other pods in the shipping hampers. 

Harter and Whitney ('US) showed as a result of inOCUlation 
experiments that P1fthi~tm ultim1.(m, P. splendens Braun, and P. 
mY1'iotylu,m Drechs., although not isolated from shipped beans, 
caused a nesting similar to that produced by P. bu,tleri. P. deba­
1'yanun~ (p. 28) caused some decay when pods were inoculated 
by wounding, but it was unable to attack sound tissue. 

None of the species of P1Jthium with spiny oogonia that were 
tried would parasitize beans. 

The range of temperature at which infection would occur, ac­
cording to Lauritzen, Harter, and Whitney (591), ranged from 
12° to 35.6° C. Infection at 12° and 15.5° was limited to inocu­
lated beans in storage for 16 days. The optimum temperature for 
infection was found to be about 31°. 

Downy Mildew 

Downy mildew of lima beans, caused by Phytophthom phaseoli, 
is a field disease (p. 142) and not a transit and storage disease. 
except that pods affected in the field might not be sorted out and 
as a result would be shipped to the market. There is no evidence, 
so far as the writers know, that the fungus develops or spreads 
in transit. In the early stages of infection the tissue of the pod 
is watery and soft. Later a dense fluffy, white mycelial growth 
covers the affected area (fig. 30). The mycelium may even 
penetrate the pod wall and later the seed. Affected seed are unfit 
for food. 

Gray Mold Rot 

Gray mold rot is caused by Botrytis cinerea, another cosmo­
politan fungus that seems to be present in most soils. It produces 
a grayish, powdery fungus growth on the surface of bean pods 
(fig. 37, B) that distinguishes it from watery soft rot and cottony 
leak, both of which are characterized by an abundance of almost 
white, fluffy mycelial growth. B. cinerea attacks a large number 
of different food plants in storage and transit over a range of 
temperature from 0° to 35.5° C. Infection (591) occurs at 6° and 
8° in 6 days, at 2° in 11 days, and at 0° in 15 days, and it is 
greatly facilitated by high humidities. Its development can be 
arrested by a reduction of the moisture in the air. 
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Podblight 

PodbIight of lima bean, caused by the fungus Diaporthe 
phaseolo1'u1n, is primarily a field disease (p, 146) of the leaves 
(fig. 31, A) and pods (fig. 31, B, G). It is not a transit or market 
disease and is important only when diseased pods are overlooked 
at the time the crop is gathered and sorted. The fungus penetrates 
the pod enough to affect the seed only in cases of very severe 
infection. The losses are caused entirely by a reduction in market 
value because of the unsightly appearance. spots on infected pods 
enlarge in transit and storage. 

Rhizopus Soft Rot 

Rhizo]Jus nigricans and R. t1'itici are present everywhere. Both 
species cause rapid decay of beans. In the early stages at least, a 
characteristic, sour, acid odor that distinguishes rhizopus soft 
rot from rots produced by Sclerotinia, Pythiu11L, Botrytis, and 
Gorticium is noted. Other distinguishing characteristics are the 
fluffy, stringy mycelium and the dark to nearly black sporangia1 
heads that stand erect above the mycelium, causing what is often 
referred to as ·whiskers. Rhizopus soft rot, being favored by high 
humidity, is likely to cause considerable loss (807) in cars that 
have been kept too warm and poorly ventilated. R. stolonife1' 
(Ehr. ex Fr.) Lind has also been reported as causing a soft rot 
of beans. 

Infection takes place mostly through wounds. The infected 
areas enlarge rapidly and often lead to a watery condition of the 
beans. Careful attention to handling so as not to bruise the pods, 
together with proper ventilation and refrigeration, will serve as 
an effective control measure. 

Sc~b 

Scab, a disease of the stem, pods (fig. 32, A, B), and leaves 
of lima beans, is caused by the fungus Elsinoe 1Jhaseoli (p. 150). 
It produces unsightly scab marks on the pods but does not affect 
the seed. It has been reported to occur in the United States, but 
it has been collected frequently on the markets from beans shipped 
from some of the islands of the West Indies. The food value is 
not generally impaired, but the scabby appearance reduces the 
market value. 

Slimy Soft Rot 

Slimy soft rot is caused by a group of closely related, actively 
motile, rod-shaped bacteria that are collectively referred to as 
Erwinia ca1'otoV01'U (L. R. Jones) Holland (Bacillus ca1'otovorU8 
L. R. Jones). These organisms are not always able to attack sound, 
healthy plant tissues, but they are capable of entering cells that 
have been weakened or predisposed to infection and decay by 
chilling, freezing, wounding, sunscald, and aging. They are 
present everywhere and have been found to invade plant tissue 
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FIGURE 38.-A, Soil rot, caused by Rh'izo(:to/lict so/cwi; this common transpor­
tation disease usually originates in the field. B, Southern wilt, caused by 
Scierotimlt rolfsii; this disease originates in the field and spreads rapidly 
in the hampers during shipment. 0, Russet, which may be due to various 
causes. D, Sand injury. 



175 

.• 


BEAN DISEASES 

parasitized by fungi and eventually to overrun and crowd out the 
original invader. This organism has been reported to attack beans 
under field conditions in Australia (7). Under favorable environ­
mental conditions, such as an abundance of moisture and a fairly 
high temperature, the bacteria multiply rapidly and disintegrate 
the plant tissue by dissolution of the middle lamella, which per­
mits the cells to fall apart. 

The organism causes a slimy, somewhat watery rot accom­
panied by a putrid odor. Unless second8.ry infection has occurred 
mycelia are absent, a characteristic that serves to distinguish 
it from other transit and storage diseases. "Vhen beans are picked 
and sorted for shipment dl.Ting damp, rainy weather there is 
grave danger that large losses may be caused by slimy soft rot 
before the beans reach the market. Transportation at low tem­
peratures would tend to retard the progress of the decay. 

Soil Rot 

Soil rot is caused by Rhizoctonia solani, another common in­
habitant of all soils; like species of Pythimn and Scle1'otinia, this 
fungus infects the pods (fig. 38, A) resting on the ground (p. 
31). Soil rot causes neither as much loss in transit as the rots 
caused by Pythium, and Scle1'ot'inia nor as much nesting in the 
container. 

Rhizoctonia solani grows at a wide range of temperatures. 
Lauritzen, Harter, and Whitney (591) showed that infection of 
snap beans occurred at temperatures from 9° to 35.5° C. It grows 
somewhat more slowly than Sclerotinia" requiring 20 days for 
infection to start on inoculated beans stored at 0.9 0 and 2°, and 
16 days at 5.5 0 and 80 The optimum temperature for infection• 

ranges from 24 0 to 32°. 

Southern Wilt 

Southern wilt is caused by Sclerotiu?n 1'ol,fsii, a very common 
soil-inhabiting fungus. It is better known as the cause of a field 
disease (p. 47) than as a transit or storage trouble. S. 1'ol/8ii 
persists indefinitely in the soil and attacks pods (fig. 38, B) rest­
ing on the ground. If infected pods get into the shipping con­
tainer, the fungus grows rapidly under the influence of high 
humidity and spreads to other pods, forming a mass of rotted 
beans more or less bound together by the coarse mycelium. S. 
1'olfsii develops somewhat parallel, fan-shaped, coarse strands of 
mycelium that cling close to the invaded bean pods. The destruc­
tion of the host tissue is finally followed by the production of 
numerous, small, at first white, but later brown, sclerotial bodies 
about the size of mustard seed, which, together with the charac­
teristic mycelium, serve as an easy means of distinguishing the 
southern wilt from all other transit and storage diseases. 

Sclerotium, 1·ol/.sii will grow and infect beans at temperatures 
from 8° to 36° C. Infection is favored by a high temperature and 
high relative humidity. . 

http:second8.ry
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Watery Soft Rot 

Watery soft rot is caused by four different species of Sclel'o­
tinia, of which S. 8cle1"otio1"Uln is the most important. They are 
primarily soil fungi and attack mostly the lower part. of the stem 
and those pods that rest on the soil. Pods that become infected 
in the field (p. 42) serve as the means of introducing the disease 
into the containers in which the beans are shipped to the market. 
Any badly diseased pods if detected would probably be sorted 
out, but the slightly infected ones might be overlooked. Under 
the influence of high humidity and high temperature, the organ­
isms spread rapidly in the shipping container to other pods in 
contact with them. In the course of a few days many may be 
involved, and it is not unusual for a peck or more to be decayed 
in a bushel hamper, forming a watery, slimy mass known as 
nesting (fig. 39). Infection has been obtained with S. sclaotio1"Uln 
under controlled conditions from 0° to 28° C., the optimum tem­
perature being about 19C to 240. 

", 

FIGURE 39.-Nesting in hampel'S of beans on arrival at mal'ket, caused by 
Sclcrotinin sclerotionon. 

f{amsey (806) investigated the relation of four species of 
SclerotiJdn to decay in vegetables, including beans. S. sclel'otio1"lt'ln 
was obtained in about 90 percent of the isolations, indicating that 
it was by far the most prevalent and destructive species, The 
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three other species studied were S. ?nino?', S. inte1'1nediGr Ramsey, 
and S. 1'icini Godfrey, and all were capable of decaying beans. 
S. 1nino)' caused a more rapid decay than any of the others. 

The Sclerotinin species as a group parasitize a large number 
of different hosts and are able to adapt themselves to a wide range 
of temperatures. They are probably present in all soils in either 
the mycelial or the sclerotiaI stage. Any of the species parasitic 
on bean will infect unwounded as well as wounded tissues. 

In case of doubt as to the identity of any of the fungi causing 
transit and storage rots, it is suggested that some of the material 
be collected and incubated in a warm, damp chamber. If a white 
cottony mycelium develops in 25 to 48 hours, the fungus is prob­
ably either ScleJ'otilliCL or P!Jthiwn. If the surface of the incubated 
beans is covered by a stringy mycelium with nearly black spo­
rangia, it is probably Rhizo]Jlls. If sclerotia are present, the or­
ganism is very likely to be Scle1'otiwn, Scle1'otiniCL, or BotJ',I}tis. 

Bacterial Diseases 

Bacterial Blights 

The bacterial blights, being almost identical in their mode of 
infection and behavior, in general will be discussed together. 
Extensive investigations showed that wound-free beans could not 
be infected (591) by spraying them with a water suspension of 
Xnnthomanos pha.c;eoli. Infections through wounds made by a 
needle readily occurred at temperatures from 2' to 31 0 C. When 
all visibly infected pods (fig. 15, D) were sorted out from com­
mercial lots, blight lesions developed at temperatures from 1.2 0 

to 35.0" on many pods. The development of the lesions was very 
slight above 35° and slow at 7° and below. As long as the blights 
continue to be diseases of economic importance in the bean­
growing sections of the country, they will continue to be a hazard 
in transit and on the market. 

Stickiness and Spotting 

Stickiness and spotting are two diseases of shelled lima beans 
that develop during shipment. Both have been studied in detail 
by Brooks and McColloch (142), whose results indicate that 
stickiness may be caused by several bacterial organisms, the 
more active ones being identified as probably Pselldomonas o7Jalis 
(Ravenel) Chester, Achromob(tcter coacillnatwn (Wr.) Bergey 
et aI., and A. lipol!JticlllIL (Huss) Bergey et aJ. Cladosporiuln he/,­
bco'imn caused spotting, although other fungi were occasionally
found associated with it. 

The spots caused by Cladosporium range from 1 to 3 mm. in 
diameter and have indefinite margins. In the early stage only the 
testa is affected, but later brown spots occur on the cotyledons. 
The color is usually brown but may become oli vaceous if the beans 
are held under very humid conditions. 
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Nonparasitic Diseases 

Russet 

Various types of surface injuries to the pods (fig. 38, C) in 
the field and in transit are often referred to as russet. The symp­
toms may be roughly characterized as brownish disct..:orations of 
various shapes and sizes arranged more or less indiscriminately 
over the surface of the pod. The discolored tissue is usually sound 
and mayor may not be sunken. 

Some of the so-called russet originates in the field as the result 
of light injury to the pods. The writers have definitely established 
the fact that the injury caused by powdery mildew has been re­
fen·ed to often as russet (fig. 38, C) by the shippers and by the 
consignees at the terminal markets. Natura1 deterioration also 
causes a condition known as russet. Beans that have passed their 
prime before they were picked frequently become russeted, espe­
cially in the fall crops grown in some of the Southern States. 
Apparently healthy when picked and shipped, they develop russet 
s~rmptoms by the time they reach the market, especially if they 
have been enroute many clays. The outer 1ayers of cells are often 
damaged, thus predisposing the cells to the attack of slimy soft 
rot bacteria or even to fungi, if the temperature and humidity 
are favorable. 

Sunscald 
SUl1scald caused by too long exposure of the pods to the direct 

rays of the sun is sometimes referred to as russet. The first symp­
toms are very small reddish-brOW~l spots, which later may develop 
into diagonal streaks (fig. 27, D) on the side of the pod exposed 
to the sun. The side of the pod not exposed to the sun is generally 
normal in color. In early stages of sunscald the spots are water­
soaked and might be confused with the common and halo blights. 

Control of Transit and Market Diseases 
The losses from tran~it and market diseases of beans and lima 

beans (807) can be reduced (1) by controlling, in the field, cer­
tain diseases such as bacterial blights and anthracnose, (2) by 
picking the beans only when the vines are dry, (3) by sort­
ing out all damaged beans before they are packed for shipment, 
(4) by keeping the beans out of the sun and rain when awaiting 
transportation, and (5) by keeping the beans cool during 
transportation. 

Fl!ngi and bacteria require plenty of moisture for their best 
growth. In view of this fact, it is important that the beans should 
be picked when the vines are dry. Picking beans when the vines 
are wet not only introduces conditions favorable for decay in the 
hampers but also actually spreads the disease organisms on the • 
hands of the pickers to other plants in the field. If, however, the 
beans must be picked when the vines are wet, care should be 
taken to dry them if possible before they are packed. If the pods 
are packed in the shipping container while wet, molds represented 
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by many kinds of parasites and saprophytes immediately begin 
to develop. Some of them grow very rapidly, and in the course 
of a few days mold may damage a considerable percentage of the 
shipment. When beans are brought in from the field, all those 
showing any kind of blemishes and wounds should be discarded. 
After they are harvested and dried they should be kept out of 
the rain and sun while awaiting shipment. 

The growth of most organisms is retarded by cool tempera­
tures. Precooling of beans before shipment would contribute 
greatly to their arrival at the market in sound condition. Beans 
resting on the ground are likely to be infected by such organisms 
as Rhizoctonia solani, Scle1'otinia scle1'otio1"lon, Pythimn butleri, 
and other soil-inhabiting fungi. They are the source of initiaJ 
infections that may result in extensive nesting and consequently 
considerable loss by the time the shipment reaches the market. 

Stickiness and spotting (142) of lima beans appear to be fa­
vorer! by high humidity and a high temperature. Lowerin.g the 
humidity reduced the amount of stickiness but did not give satis­
factory control. Temperatures of 50° or even of 41 0 F. held the 
troubles in check for only a few days. Complete control was ob­
tained by washing the beans in a 30-percent solution of ethyl 
alcohol. Washing the pods in a 4-percent solution of chlorinated 
lime gave complete control of spotting and commercial control of 
Rtickiness. 



INHERITANCE OF DISEASE RESISTANCE AND OF 
CERTAIN ABNORMALITIES 

The extreme susceptibility of many of the most popular snap 
and dty..oean varieties to such diseases as anthracnose, mosaic, 
bacte!'lal 'blights, rust, and powdery mildew and the inefficacy of 
many of the control measures developed up to the present time 
have probably been the means of initiating and stimulating in­
terest in the development of resistant varieties. The epidemics of 
bean anthracnose that have occurred in the past in certain sec­
tions of the United States and the subsequent discovery that 
there were several physiological races of the causal organism 
were convincing proof of the hopelessness of growing susceptible 
beans in spite of the disease. The idea soon became general that 
possibly most varieties would be susceptible to one or the other 
of the physiological races. . 

Studies on the varietal susceptibility and resistance to several 
of the bean diseases have shown that a few varieties are tolerant 
or resistant to a number of the important diseases. Advantage 
has been taken of this fact to develop disease-resistant strains by 
hybridization. Coincidental with the production of disease resist­
ance by hybridization, studies on the mode of inheritance were 
condu.:!ted, in many instances, in connection with not only the 
diseases but also certain leaf abnormalities, the symptoms of 
which in some cases resembled those of virus diseases. Although 
more intensive research in the field of disease resistance has 
been conducted on crops other than beans, it is believed that as 
large a number of bean diseases and other abnormalities as of 
other crops have been investigated with reference to their mode 
of inheritance. 

For a more comprehensive review of the literature dealing 
with the inheritance of disease resistance and physiological 3,bnor­
malities in general, the reader is refen'ed to articles by Wingard 
(1136), Walker (1068, 1069), Wade (1057), Boswell (116, 117), 
Frazier (352), and Thomas and Zaumeyer (1009). 

ilisease Resistance 
Anthracnose 

The first contribution on the inheritance of resistance to a 
bean disease was made by Burkholder (158), who investigated 
disease resistance to anthracnose, caused by Colletot1'ichum lin­
demuthianum. Crosses between Wells Red Kidney, a strain resist­
ant to the two physiological races (alpha and beta) known at 
that time, and White Marrow, resistant to only one of them, when 

180 



181 

• 


BEAN DISEASES 

inoculated in the F2 generation with a single race of the ()rgan­
ism, indicated a single-factor difference in resistance to the race 
used and showed that resistance was dominant to susceptibility. 

Later McRostie (636) crossed Wells Red Kidney and Robust 
and reported a two-factor difference when two races of the or­
ganism were used in the inoculations. 

Schreiber (882) supplemented these studies by the use of 37 
races, which he divided into 3 main groups corresponding to 
alpha, beta, and gamma. Reciprocal crosses between anthracnose­
resistant Dry Shell No. 22 and Konserva and between Dry Shell 
No. 22 and Wachs Best von Allen showed a 3:1 ratio, with re­
sistance as dominant when inoculated in the F2 generation with 
only 1 race of the organism. When progenies of the same crosses 
were inoculated with 2 races together, a 9:7 ratio of resistance 
t.o suscept.ibilit.y was noted, indicating a 2-factor difference. When 
inoculations were made with all 37 races together, a 3-facto!" 
difference was indicated. If the races used for inoculation were 
selected from 2 of these groups, the F2 hybrids always showed 
a 9:7 ratio, but if 2 strains were chosen from the same group, 
the resulting ratio was always 3:1. Schreiber concluded that 
each of the 3 factors for resistance depended on a different 
chromosome. 

In 1933 Schreiber (883) reported on the inoculation of the 
same crosses with a mixture of a number of other physiologic 
races of the pathogen. The first generation was entirely resistant, 
but the succeeding generations segregated into ratios that led to 
the conclusion that at least eight different dominant genes were 
responsible for resistance. 

Andrus and Wade (48) studied the inheritance of resistance 
to beta, gamma, and delta races. Fifteen parent varieties and 
selections were used in 30 combinations. In crosses of resistant X 
tolerant and resistant X susceptible parents, resistance was al­
ways dominant. In 2 crosses of tolerant X susceptible parents, 
susceptibility was dominant in theF1 generation and subsequent 
generations. Monohybrid and dihybrid ratios were obtained with 
all 3 races, and trihybrid ratios also were obtained with 2 races. 
A system of 10 genes in 3 allelomorphic series, involving both 
duplicate and complementary genes for resistance, 1 dominant 
gene for suceptibility, and gene interactions at 3 points, is pro­
posed as the simplest Mendelian hypothesis that will coordinate 
all the data for beta and gamma anthracnose. A simple explana­
tion of 3 independent pairs of genes would account for delta race. 

Common Mosaic 

Several investigators have conducted studies on the inheri­
tance of resistance to bean virus 1, but their results did not agree; 
this disagreement may have been caused by difficulty in trans­
mitting the virus as well as by the influence of environment. 

In 1921 McRostie (637) reported on crosses with several dry 
bean varieties, including Robust, and found that resistance to 
the virus was partially recessive to susceptibility. The type of 
inheritance was explained on the basis of more than 1 factor. 
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The grouping of his data indicated a ratio of approximately 9 
susceptible to 7 resistant plants.

Pierce (775) found that when Robust was crossed with String­
less Green Refugee, the F1 progenies were susceptible; but when 
either Great Northern D.L No.1 or Corbett Refugee were crossed 
with Robust, the F 1 plants were resistant. Corbett Refugee crossed 
with Stringless Green Refugee and the reciprocal were also re­
sistant in the F1 generation, and in the F~ gave 88.8 percent and 
82.2 percent resistant plants, respectively. The F1 generation of 
a cross of Great Northern D.L No. 1 with Stringless Green 
Refugee was susceptible. The F2 progenies segregated 15 to 18 
percent resistant plants. No factorial explanation of the results 
was attempted, although it was suggested that the inheritance of 
resistance may have been in part non-Mendelian. 

Parker (7.5.0 showed that plants from a cross between String­
less Green Refugee (mosaic-susceptible) and Robust (mosaic­
resistant) were susceptible in the F1 generation, and 99 percent 
of the F2 individuals were susceptible. The reciprocal cross gave 
82 and 56 percent resistant plants in the F 1 god F 2, respectively. 
In F 3 some plants classed as resistant in Ii'2 gave rise to both 
susceptible and resistant plants, and susceptible F2 plants gave 
rise to some resistant plants in Fa. When Stringless Green Refu­
gee was used as the female parent and. Corbett Refugee as the 
male parent,. some of the F2 results gpproached a 3:1 ratio of 
resistance to susceptibility. Parker interpreted his results on the 
basis of cytoplasmic inheritance. 

Crosses between two resistant varieties produced some sus­
ceptible plants in F 2 ; thb indicated that the resistant varieties 
differed in their type of resistance. This behavior was also noted 
by Pierce (77.5).

Results of a cross of Black Valentine, which is tolerant to 
bean virus 1, with mosaic-resistant U.S. No.5 Refugee and its 
reciprocal made by Wade and Andrus (1060) indicated that re­
sistance to bean virus 1 was dominant to tolerance and that a 
single Mendelian factor was responsible for resistance. Their data 
were collected under field conditions where insects were respon­
sible for the transmission of the virus. 

Ali (26) utilized the approach-graft inoculation technique de­
veloped by Grogan and Walker (401) to distinguish between va­
rieties with the Corbett Refugee type of resistance and those with 
the Robust type of resistance. The Corbett Refugee varieties 
showed top necrosis, while the Robust-type varieties remained 
healthy.

The crosses Stringless Green Refugee X D.S. No.5 Refugee 
and Stringless Green Refugee X Idaho Refugee showed an F!! 
ratio of 3 resistant to 1 susceptible plant following rub-inocula­
tion. This indicated a single dominant gene difference controlling 
the resistance of these varieties. 

In crosses between Stringless Green Refugee and Robust it was 
found that the resistance of Robust is controlled by a single reces­
sive gene difference. 

Crosses between Robust and Corbett Refugee gave an F2 ratio 
of 13 resistant to 3 susceptible, following rub-inoculation. By 
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using the approach-graft inoculation, the above ratio was broken 
down into 9 necrotic: 4 healthy: 3 mottled. These data suggested 
2 pairs of genes acting with dominant and recessive epistasis. 

Ali presented the following factorial scheme to explain the 
results. A dominant gene A is required for virus infection. An­
other dominant gene, I, when present with the basic gene A, 
permits the development of top necrosis. The genotypes of the 
four varieties used are Stringless Green Refugee, AAii (suscep­
tible); V.S. No. 5 Refugee and Idaho Refugee, AAII (field 
resistant, top necrotic) ; Robust, aaii (resistant, no top necrosis). 

The necrotic reaction following graft-inoculation is conditioned 
by gene I only in the presence of A. Plants with the genotypes 
aaI-, aaii, or A-ii do not show this reaction. The first two geno­
types remain healthy while the third develops mosaic symptoms. 

Andersen ,~nd Down (36) studied the resistance of the variant 
strain of the common bean mosaic virus and reported that resis­
tance in V.S. No. 5 Refugee is governed by a single dominant 
gene. Crosses between Great Northern V.I. No. 31, a resistant 
variety, and six susceptible varieties gave two different types of 
reaction, depending upon the resistance of the susceptible parent 
to common bean mosaic virus. The common bean mosaic virus 
resistant bean plants crossed with Great Northern V.I. No. 31 pro­
duced F1 plants resistant to mosaic and F2 plants that segregated 
three resistant to one susceptible, indicating that resistance IS 
governed by a dominant gene. Common bean mosaic virus suscep­
tible plants crossed ·with Great Northern V.I. No. 31 produced FJ 
and BC l plants that were susceptible and the F~ generation segre­
gated one resistant to three susceptible, which indicates that 
resistance is governed by a recessive gene. 

Curly Top 

Schultz and Dean (884) reported that resistance to curly top 
virus was dominant in its mode of inheritance. Common Red 
Mexican, Burtner, and Great Northern V.I. No. 15 were used as 
resistant parents and Red Kidney, Dark Red Kidney, and Bounti­
ful as susceptible parents. The accumulated data indicated that 
two factors in dominant and recessive epistasis may explain the 
mode of inheritance to the curly top virus. 

Downy Mildew of Lima Bean 

Resistance to downy mildew of lima beans was found in four 
lima bean collections (1006). Crosses made between these and 
the susceptible Thorogreen variety showed that resistance to 
the fungus was controlled by a single dominant gene. 

Fusarium Root Rot 

McRostie (637) reported that resistance to fusarium root rot, 
caused by Fusa1·iu111, SOl(Lni f. phaseoli, was recessive to suscepti­
bility and that two factors were involved in the inheritance. The 
Fa generation corroborated the results of the F 2• 
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Halo Blight 

Schuster (885) studied the inheritance of resistance to Pseudo­
mO'IW8 phaseolicola in crosses between Red Mexican and U.S. No. 
5 Refugee, Arikara Yellow X U.S. No.5 Refugee, and Red 
Mexican X Asgrow Stringless Green Pod. The resistant varieties 
Red Mexican and Arikara Yellow when crossed with U.S. No.5 
Refugee indicated a monofactorial type of inheritance, with 
susceptibility dominant. The F 2 progeny from the cross between 
Red Mexican and the susceptible variety segregated into a ratio 
of nine susceptible to seven resistant plants. This suggests a 
bifactorial mode of inheritance. 

In South Australia (1065) two genes were found to govern 
resistance of bean varieties to halo blight. Disease-resistant selec­
tions have been isolated from a Canadian Wonder X Burnley 
Selection cross. 

Lima Bean Mosaic 

In crosses between certain lima bean varieties resistant and 
susceptible to lima bean mosaic virus, the F 1 plants from a cross 
between Fordhook (resistant) and sieva (susceptible) varieties 
were resistant (1012). A segregation of nine resistant to seven 
susceptible plants was obtained in the F2 generation when the 
resistant variety was Fordhook or Peerless varieties and the 
susceptible was Triumph or sieva. 

Pod Monle 

Thomas and Zaumeyer (1008) found that the inheritance of 
the expression of symptoms of pod mottle virus was governed 
by a single allelomorphic pair of Mendelian factors. Plants carry­
ing the dominant factor are susceptible to a local-lesion type of 
infection. The homozygous recessive plants are susceptible to a 
systemic mottle type of infection. 

Powdery Mildew 

The inheritance of resistance to powdery mildew in certain 
varieties of field and garden beans has been studied by Dundas 
(305, 306, 307). Most of the varieties carried a single dominant 
factor for resistance to 12 of the 14 forms of mildew studied. 
There is also a dominant factor for semiresistance and one for 
susceptibility during 5 to 7 days after emergence (307). These 
studies were in part based upon the dish-culture method in which 
detached leaflets were floated on a 10-percent sucrose solution in 
petri dishes and inoculated with spores of the powdery mildew 
fungus to determine susceptibility to the fungus. 

Root Knot 

Barrons (72) studied the inheritance of resistance to root­
knot nematodes in a cross between the resistant bean Alabama 
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No.1 and susceptible Kentucky Wonder variety. The Fl plantswere susceptible to root knot. An F2 segregation of approximately11 susceptible: 4 intermediate: 1 resistant was obtained. It wasconcluded that resistau::!e to root knot in Alabama No.1 bean isinherited as a double recessive. Barrons believed that the inheri­tance is on a quantitative basis, with all individuals possessing2 or more dominant genes appearing susceptible to root knot andthose with 1 dominant gene appearing intermediate. 

Rust 

The inheritance of rust resistance was shown by Wingard(1133) in 1933 to be dependent on a single dominant factor. Hiswork was conducted before the discovery of various physiologicraces of the organism, and it is assumed that he worked with asingle race.
'l'he study of the inheritance of resistance was extended byZaumeyer and Harter (1189) to six physiologic races of rust,involving four different crosses of six bean varieties. The resultsshowed that resistance to races 1 and 2 in the hybrids investigatedwas the result of a single Mendelian factor, but that more thanone factor was involved in the resistance to races 6, 11, 12, and 17.Resistance was dominant in the hybrids inoculated with races1, 2, 6, and 12, and incompletely dominant in those inoculatedwith races 11 and 17. A transgressive segregation was indicatedin the progenies inoculated with race 11, since one-fourth of theF 2 plants exhibited more resistance than the tolerant parent. 

Southern Bean Mosaic 
Zaumeyer and Harter (1190) studied the inheritance of symp­tom expression to infection with southern bean mosaic virus infive bean crosses involving nine parents. Inheritance was gov­erned by a single gene with local lesion development dominantto systemic mottling. 

Heritable Abnormalities 
Leaf Variegations 

Parker (753) studied and described the inheritance of a leafvariegation in beans characterized by large, irregular patchesdeficient in chlorophyll (fig. 40, A. B). In a single leaf pure whiteand all gradations from normal green to light and yellow greenwere observed. Retarded growth of chlorophyll-deficient areas re­sulted in malformation of the leaflets.
The inheritance proved to be maternal. When a variegatedplant was used as the female parent, all of the offsprings in theF1 generation were variegated. When a reciprocal cross was madewith the variegated plant as the male parent and the normal greenas the female parent, the F 1 progeny were normal green. In theF2 generation the highest percentage of offspring from crosses 
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FIGURE 40.-Heritable abnormalitics: 11, B, Leaf variegations; 0, distorted 
and malformed pods affectcd by mottle-leaf; D, E, leaves affected by ll1ottle­
leaf, showing (D) color sectoring and (E) dwarfing and curling; F, leaf 
affected by yellow spot; G, leaf affected by mottle-leaf. 
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between variegated female and normal green male were varie­
gated. In 5 F!! families consisting of 313 plants, 262 were 
variegated and 51 were normal green. In the reciprocal cross 
where a normal green plant was used as the female parent, only
28 plants of 381 were variegated. 

The variegated character appeared to be inherited independ­
ently of nuclear factors. Parker explained hiR re~mlts by assum­
ing that the cytoplasm governed in some manner the expression 
of the variegated character. Whether the plastids or other constit­
uents of the cytoplasm were responsible or the cytoplasm alone 
was capable of causing this condition is not known. 

Another heritable leaf variegation resembling mosaic was 
described by Zaumeyer (11'1'8, 1180). The symptoms somewhat 
suggested those produced by a virus, but inoculation studies 
proved that it ,vas not of a virus nature. The symptoms varied 
considerably. The primary leaves (fig. L10, G) in some cases were 
practically devoid of chlorophyll, and in such instances they fre­
quently died. In other cases sectors of yellow (fig. 40, D) char­
acterized the abnormality. 

When severely vm iegated plants grew beyond the seedling 
stage they were always stunted, their leaves (fig. 40, E) and pods 
(fig. 40, C) were distorted, and their internodes were shortened. 
Frequently they manifested this condition on only half of each 
leaflet; this manifestation was accompanied by a curling (fig. 
40, E) of the normal portion toward the variegated, owing to the 
unequal growth of the normal and affected parts of the leaf. 

In the above-cited studies two types of leaf variegation were 
encountered. One appeared on the primary and later on the tri­
foliate leaves, and the other 'with similar symptoms was confined 
to the trifoliate leaves. 

Breeding studies on the primary-leaf type showed the Fl plants 
from reciprocal crosses of variegated by normal green plants 
were green. A ratio of 15 normal green to 1 variegated plant was 
obtained in the F!! generation. The F:l progenies of the green F ~ 
plants segregated into 3 classes: All green, 15 green to 1 varie­
gated, and 3 green to 1 variegated. These progenies segregated 
approximatly in the ratio of 7:4 :4, respectively. The variegated 
recessive progenies, except in a few i.nstances where the popula­
tions were small, did not breed true in F:l . It is assumed that this 
lack of true breeding was caused by 1 or several inhibiting fac­
tors which suppressed the variegation character. 

Wa,de (1058) also studied the inheritance of a variegation that 
occurred 011 the trifoliate leaves of certain hybrids. In crosses be­
tween variegated plants of U.S. No.5 Refugee and normal green 
plants of Black Valentine, he interpreted his results on a Mende­
lian 3-factor difference. A ratio of 27 normal green plants to 37 
variegated plants resulted in the F!! generation. The F:J generation 
appeared to corroborate the F!J data, although there was a defi­
ciency of variegated plants noted in the segregating families. In 
the 3:1 segregating families of the Fa generation 3 types of varie­
gated plants were observed. It is not improbable, however, that 
Wade may have actually been dealing with 3 distinct types of 
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trifoliate leaf variegation, each being inherited on a monofactorial 
basis instead of 1 type inherited on a triplicate-factor basis. 

In Australia, Conroy and Wilson (226) described a seed­
transmitted noninfectious leaf mottling of Tweed Wonder bean. 
Primary leaves showed a mottling, varying from a few scattered 
yellow patches to a general yellowing. On the trifoliate leaves, one 
or more leaflets displayed a few small islands of yellow or white 
tissue, giving a speckled appearance to the leaflet. A leaflet distor­
tion resembling the leaf variegation described by Zaumeyer • 
(1180) developed on severely affected plants. 

Pale 

A heritable chlorophyll deficiency in beans known as pale, 
characterized by a slightly paler green color than normal leaves, 
was reported by Smith (934) in a cross between Robust and Pink. 
The plants were apparently normal in growth habit and in seed 
characteristics. The pale color persisted throughout the life of 
the plant. 

Reciprocal crosses between Robust and a pale selection showed 

that the inheritance of this character was controlled by a single 

recessive gene. The F 1 generation produced normal plants, and 

the F!! generation, three normal green to one pale green. The data 

of the Fa generation substantiated the F~ results. 


Pseudo-Mosaic 

Pseudo-mosaic was described by Burkholder and Muller (174) 

in 1926. The leaves manifested pseudo-mosaic symptoms and were 

longer and narrower than those affected with bean virus 1. The 

dark areas on the leaves were fairly normal in appearance and 

were not raised or cupped as in the true mosaic. The light areas 

were yellowish and at times occurred as streaks on the leaves. At 

the center of the light areas occurred an anastomosing of the 

veins, which may have been the main cause of the yellow ap­

pearance. Pseudo-mosaic did not stunt the plant or affect the yield. 


Investigations showed that pseudo-mosaic was not of an infec­

tious nature but was a heritable abnormality. In the Fl genera­

tion, the pseudo-mosaic character did not appear, indicating that 

it was recessive. In the F2 generation 15 normal green to 1 ab­

normal plant resulted, indicating that the inheritance was gov­

erned by 2 factors. 


Seedling Wilt 

A seedling wilt that appeared to be of an infectious nature 

was described by Burkholder and Muller (174). No organism was 

found to be associated with such plantR, and it was later shown 

to be of a genetic nature. 


No symptoms were noted until the young trifoliate leaves be­

gan to unfold. The color of the seedlings was somewhat abnormal 

but hardly noticeable except in contrast with healthy plants. The 
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primary leaves became pale and somewhat bronzelike in ap­
pearance. They showed no rapid flagging but curled slightly and 
dropped off. Growth of the plant ceased and death followed. 

Seedling wilt was first found in crosses between Wells Red 
Kidney and Robust varieties (72) and appeared only in those 
hybrids of which one of the parents was Robust, California Won­
der, or London Horticultural. This same condition has been ob­
served by the writers in crosses between Red Kidney by Corbett 
Refugee and Corbett Refugee by U.S. No.1 Refugee. ' 

Genetic stUdies (72) gave a ratio of 15 normal green to 1 
wilted seedling in the F2 generation, indicating a 2-factor differ­
ence. The Fa data did not fully confirm these results. No wilted 
seedlings appeared in more than one-half of the families, while 
those that did produce them segregated into a ratio of 15 normal 
green to 1 wilted plant. The expected 3:1 ratio was not obtained. 

Yellow Spot 

The inheritance of yellow spot (fig. 40, F), a chlorophyll 
defiiciency characterized by definite circular, yellow spots on the 
primary and compound leaves, was investigated by Parker (752). 
The spots were numerous on some leaves and formed yellow 
blotches upon coalescing. Affected plants did not lack vigor and 
produced as well as normal plants. 

Parker (7'52) made reciprocal crosses between normal-green 
and yellow-spotted plants and found that in the Fl generation all 
plants were moderately yellow spotted, indicating that the yellow 
was dominant to normal green. The resu1ts in the F2 generation 
showed that the inheritance was governed by a single factor, with 
a ratio of 3 yellow-spotted to 1 normal-green plant. Nine families 
consisting of 755 plants were grown; 564 of these showed the 
spotted character, and 191 the the normal green. When the plants 
were classified into intensely yellow and moderate-yellow spot, 
a 1:2:1 ratio resulted \vith the moderately spotted plants rep­
resenting the heterozygous class. The F:1 results corroborated 
those of the F 2, thus proving that this character was governed
by a single Mendelian factor. 



SEED TREATMENT 
Seed treatment of beans and lima beans is used for two pur­

poses: (1) To destroy disease-producing fungi or bacteria in or 
on the seed and thus prevent seedling infections; and (2) to 
coat the seed with a fungicide that will protect the seed and young • 
seedlings against decay and damping-off caused by organisms in 
the soil. 

There have been many treatments suggested to free the seed of 
such seed borne diseases as the bacterial blights and anthracnose. 
The organisms causing these diseases may be borne within the 
seed, and an effective treatment must destroy the mycelium and 
spores without greatly impairing its germination. This is dif­
ficult, and none of the treatments so far reported are in gen­
eral use. 

For the control of the bacterial blights hot-water (127, 574), 
various chemkals (108, 152, 172, 406, 576, 763), and antibiotics 
(152, .4.89, 9.4.2,964) have been tried. These treatments, although 
in many cases they reduce the incidence of blight, have not been 
commonly used. 

To control anthracnose, a number of investigators (3.4., 82, 86, 
250, 317, 344, .4.06, 422, 70.4., 898, .967) have applied chemicals to 
the seed with varying degrees of success. Dry and wet heat treat­
ments have been tried, but in general these treatments were not 
satisfactory. 

Bean and lima bean seed are more commonly treated to protect 
the seed from rotting and the young seedlings from infection by 
such soil-inhabiting organisms as Rhizoctonia, Fusa1'ium, and 
Pythium. The degree of effectiveness of seed treatment in increas­
ing stands of snap and field beans is uncertain. Bean varieties vary 
in their tolerance to damping-off (35). This probably accounts for 
some of the variation in the effectiveness of seed treatment re­
ported by different workers. Lima beans, particularly the large­
seeded Fordhook types, are generally treated because of the exces­
sive rotting and damping-off that may occur under moist soil con­
ditions (633). Heuberger (480) found Spergon and Arasan equally 
effective for controlling lima bean seedling diseases. In California 
an insecticidal compound such as lindane is often added to lima 
bean seed for the control of wireworms (Limonius spp., Mela­
notus spp., and Aleous spp.) and seed-corn maggots (Hylemya 
cilicrum (Rond.». In the absence of serious insect damage this 
treatment usually causes a reduction in the emergence of Ford­
hook and Ventura lima bean seed. When the insecticide is com­
bined with a fungicide, however, this adverse effect is eliminated 
or greatly reduced (584, 597). 

Various chemicals have been used as seed protectants (13, 35, 
219, 257, 258, 260, 279,482, 575, 599, 628, 668, 783, 1022, 1070). 
The results of State experiment stations have been summarized 
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(184, 1040, 1041). Cohn and DeZeeuw (219) reviewed the litera­
ture and reported that Spergon proved to be the best protectant 
for beans. According to McNew and coworkers (635) choranil 
(Spergon) and thiram (Arasan) are the most commonly used 
materials. Cuprocide, Semesan, New Improved Ceres an, and cor­
rosive sublimate are also used. The use of insecticides to control 
seed-corn maggot in combination with a fungicide is used. Howe 
and Schroeder (498), working with lima beans, found chlordane, 
lindane, dieldrin, and aldrin gave the best control of seed-corn 
maggot, and Arasan the most effective in preventing seed decay 
and in counteracting the toxic effects on the seeds exhibited by the 
insecticides. 

One of the disadvantages to hot-water treatment of beans has 
been the wrinkling and slipping of the seed coat. The use of carbon 
tetrachloride instead of water eliminated this trouble (1089). 
Beans and lima beans were able to survive extended exposures 
in hot carbon tetrachloride, while the seeds were killed in a rela­
tively short time when exposed to water of the same temperature. 



LITERATURE CITED 

(1) ANONYMOUS. 
1937. 	 LA GRAISSE DU HARICOT. [Morocco Bur. de laJ Defense des 

Veg. Mem. 50, 6 pp., mus. 
(2) 	 • 

1938. 	 !JEAN ANTHRACNOSE. Agr. Gaz. N. S. Wales 49: 257-258, ilIus. 
(3) 

1941. 	 FUSARIUM ROOT ROT OF BEANS. Agr. Gaz. N. S. Wales 52: 
41-42, ilIus. 

(4) 

1942. DISEASES OF BEANS. Agr. Gaz. N. S. Wales 53: 424-428, ilIus. 


(5) 
1943. 	 PRlNCIPALES ENFERMEDADES DE ORIGEN PARASITARIO QUE FUERON 

ORJETO DE CONSULTA EN EL SEMESTRE ENERO-JUNIO DE 194a. 
[Chile] Min. de Agr., Dept. de Sanid. Veg. Bol. 3: 38-39. 

(6) 

1944. CERTIFICATION OF FRENCH BEAN SEED. Agr. Gaz. N. S. Wales 


55: 495-498, iIlus. 
(7) 

1944. 	 WATERY SOFT ROT OF CARROTS. Victoria Dept. Agr. Jour. 42: 
31-32, mus. 

(8) 

1947. NEW PLANT DISEASES. Agr. Gaz. N. S. Wales 58: 94. 


(9) 
1948. 	 RAPPORT ANNUEL POUR L'EXERCICE 1947. Inst. Nat!. pour 

l'Etude Agron. Congo BeIge Pub., Hor. Ser., 217 pp. 
(10) 

1948. 	 WINDSOR LONGPOD - A NEW FRENCH BEAN. Agr. Gaz. N. S. 
Wales 59: 468, iIIus. 

(11) 
1949. 	 RUST OF FRENCH BEANS. Agr. Gaz. N. S. Wales 60: 646-647, 

mus. 
(12) ABBOTT, E. V. 

1929. 	 DISEASES OF ECONOMIC PLANTS IN PERU. Phytopathology 19: 
645-656. 

(13) 	ABERDEEN, J. E. C. 
1949. REPORT ON NESTINESS IN BEANS. Banana Bul., Sydney 138: 

20. 
(14) ADAM, D. B. 

1938. 	 BACTERIAL BLIGHT QIo' BEANS. Victoria Dept. Agr. Jour. 31: 
[1]-4, illus. 

(15) 
1936. 	 HALO BLIGHT IN FRENCH BEANS. A REPORT ON MEASURES FOR ITJ 

CONTROL. Victoria Dept. Agr. Jour. 34: 34-45, iIIus. 
(16) and PUGSLEY, A. T. 

1934. 	 BACTERIAL PLANT DISEASES IN VICTORIA. Victoria Dept. Agr. 
Jour. 32: 304-311, 323. 

(17) and PUGSLEY, A. T. 
1934. 	 "SMOOTH-ROUGH" VARIATION IN PHYTOMONAS MEDICAGINIS 

PHASEOLICOLA BUKK. Austral. Jour. Expt. BioI. and Med. Sci. 
12: [193]-202. 

(18) and PUGSLEY, A. T. 
1935. 	 A YELLOW BACTERIUM ASSOCIATED WITH "HALO BLIGHT" OF . 

BEANS. Austral. Jour. Expt. BioI. and Med. Sci. 13: 157-164, 
illus. 

(19) ADAMS, J. F. 
1924. 	 PLANT DISEASES AND THEIR PREVALENCE FOR 1923 IN DELAWARE. 

Del. Univ. Agr. Ext. Cir. 14, 29 pp. 

192 



BEAN DISEASES 193 
(20) AFANASIEV, M. 1\1., and MORRIS, H. E. 

1952. 	 BEAN VIRUS 2 (YELLOW) ON GREAT NORTHERN BEAN IN MON­
TANA. Phytopathology 42: 10i-104. 

(21) MORRIS, H. E., and METCALF, H. N. 
1952. CONTROL OF BACTERIAL HALO-BLIGHT DISEASE OF GARDEN BEANS 

IN MONTANA. U. S. Bur. Plant Indus., Soils, and Agr. Engin., 
Plant Dis. Rptr. 36: 135-136. [Processed.]

(22) 	AINSWORTH, G. C. 

1940. THE IDENTIFICATION OF CERTAIN VIRUSES FOUND INFECTING 
LEGUMINOUS PLANTS IN GREAT BRITAIN. Ann. Appl. BioI. 27: 

~ 218-226, iIlus. 
(23) AITKEN, Y., and GRIEVE, B. J. 

1943. 	 A MOSAIC VIRUS OF SUBTERRANEAN CLOVER. Austral. Inst. Agr. 
Sci. Jour. 9: 81-82. 

(24) ALEXANDRI, A. V. 

1933. 	 BOALELE CUNOSCUTE IN ROMANIA LA FASOY"E. Rev. Hort. 
[Roumania] 11: 116-120, illus. 

(25) ALFARO, A., and SILVAN, A. 
1940. 	 LA "TABAQUERA" DE LAS JUDIAS. Bol. de Patol. Veg. y Ent. 

Agr. 9: 9-20, illus. 
(26) 	 ALI, M. A. 

1950. GENETICS OF RESISTANCE TO THE COMMON BEAN MOSAIC VIRUS 
(BEAN VIRUS 1) IN THE BEAN (PHASEOLUS VULGARIS 1.). Phy­
topathology 40: 69-79, illus. 

(27) 	ALLARD, R. 'N. 
1948. ROOT-KNOT NEMATODE; WESTAN VARIETY OF BABY LIMAS IS 

HIGHLY RESISTANT TO THE PEST. Calif. Agr. [Calif. Sta.] 2 
(11): 9, iIIus. 

(28) ALLEN, [W. J.), BLUNNO, FROGATT, and GUTHRIE. 
1899. 	 INSECT AND FUNGOUS DISEASES OF FRUIT-TREES ANI) THEIR 

RElIfEDIES: WITH NOTES ON THE TREATMENT OF SOME GARDEN 
AND VEGETABLE PESTS. N. S. Wales Dept. Agr. Misc. Pub. 238,
78 pp., illus. 

(29) 	ALLESCHER, A. 

1903. FUNGI IlIfPERFECTI: GLOEOSPORIUM LINDElIfUTHIANUM SACC ET 
lIIAGNUS. In Rabenhorst, L., Kryptogamen-Flora von Deutsch­
land, Oest!'rreich und del' Schweiz., Auf!. 2, Bd. 1, Abt. 7, 
iIlus. Leipzig, Germany. 

(30) ALLINGTON, W. B. 

1946. 	 BUD BLIGHT OF SOYBEAN CAUSED BY THE TOBACCO RING-SPOT 
VIRUS. Phytopathology 36: 319-322, illus. 

(31) 	 and CHAMBERLAIN, D. W. 
1949. TRENDS IN THE POPULATION OF PATHOGENIC BACTERIA WITHIN 

LEAF TISSUES OF SUSCEPTIBLE AND IMMUNE PLANT SPECIES. 
Phytopathology 39: 656-·660. 

(32) ANDERSEN, A. L. 

1951. 	 BACTERIAL DISEASES OF MICHIGAN NAVY PEA BEANS. Mich. Agr. 
Expt. Sta. Quart. Bul. 33: 199-200. 

(33) 
1951. OBSERVATIONS ON BEAN DISEASES IN MICHIGAN DURING 1949 

AND 1950. U. S. Bur. Plant Indus;, Soils, and Agl'. Engin., 
Plant Dis. Rptr. 35: 89-90. [Processed.]

(34) 
1952. 	 CONTROL OF BEAN ANTHRACNOSE IN NAVY PEA BEANS BY SEED 

TREATMENT. (Abstract) Phytopathology 42: 1. 
(35) and DE ZEEUW, D. J. 

1952. 	 SEED TREATMENT STUDIES FOR DAMPING-OFF CONTROL IN GARDEN 
AND CANNING BEANS. Mich. Agr. Expt. Sta. Quart. Bul 34: 
357-364. 

(36) and DOWNS, E. E. 

1954. 	 INHERITANCE OF RESISTANCE TO THE VARIANT STRAIN OF THE 
COMMON BEAN MOSAIC VIRUS. (Abstract) Phytopathology 44: 
481. 





194 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(37) 	 ANDERSON, E. J. 
1939. 	 EFFECT OF NUTRIENT VARIATIONS ON HOST AND PARASITE IN THE 

RHIZOCTONIA STEM ROT DISEASE OF BEAN. (Abstract) Phyto­
pathology 29: 1. 

{38) ANDERSON, H. W. 
1924. NOTES ON THE NEMATOSPORA DISEASE OF LIMA BEANS. (Ab­ ,.stract) Phytopathology 14: 31. 

(39) ANDERSON, M. E. 
1941. 	 SENSATION REFUGEES, TWO NEW MOSAIC-RESISTANT VARIETIES. 

Canner 92 (7): 14-15, mus. 
(40) ANDERSON, P. J., HASKELL, R. J., MUENSClIER, W. C., and others. 

1926. 	 CHECK LIST OF DISEASES OF ECONOMIC PLANTS IN THE UNITED 
STATES. U. S. Dept. Agr. Bul. 1366, 112 pp. 

(41) ANDREIEV, N. I. 
1926. 	 A SHORT SURVEY OF THE PRINCIPAL DISEASES OF CULTIVATED 

PLANTS IN NORTH CAUCASUS IN 1925. North Caucasion Plant 
Protect. Sta. Bul. 2: 3-18. [In Russian.] 

(42) ANDREWS, F. S. 
1936. 	 PHYSIOLOGICAL FACTORS ASSOCIATED WITH THE FRUITING OF THE 

BUSH LIMA BEAN. Amer. Soc. Hort. Sci. Proc. 34: 498-501. 
(43) ANDRUS, C. F. 

1931. 	 MECHANISM OF SEX IN UROr.IYCES APPENDICULATUS AND U. 
VIGNAE. Jour. Agr. Res. 42: 559-587, mus. 

(44) 
1938. 	 SEED TRANSMISSION OF lIIACROPHOllUNA PHASEOLI. Phytopath­

ology 28: 620-634, mus. 
(45) 

1948. 	 A METHOD OF TESTING BEANS FOR RESISTANCE TO BACTERIAL 
BUGHTS.Phytopathology 38: 757-759, mus. 

(46) and HOFFMAN, J. C. 
1950. 	 FULLGREEN, A BLIGHT RESISTANT BUSH SNAP BEAN. Seed World 

66 (9): 16, 18. 
(47) and MOORE, W. D. 

1935. 	 COLLETOTRICHUM TRUNCATUM (SCHW,) N. COMB., ON GARDEN 
AND LIMA BEANS. Phytopathology 25: 1.21-125, illus. 

(48) 	 and WADE, B. L. 
1942. THE FACTORIAL INTERPRETATION OF ANTHRACNOSE RESISTANCE 

IN BEANS. U. S. Dept. Agr. Tech. Bul. 810, 29 pp., illus. 


(49;) ARCHIBALD, E. S. 

1921. 	 REPORT OF THE ACTING DOMINION BOTANIST. Canada Expt. 

Farms Rpt. 1920: 58-64. 
(50) 	 ARK, P. A., and LEACH, L. D. 

1946. SEED TRANSMISSION OF BACTERIAL BLIGHT OF SUGAR BEET. Phy­
topathology 36: 549-553, mus. 

(51) ARTEMJEVA, Z. S. 
1938. 	 [EXCITERS OF SOME BACTERIOSES OF HARICOT BEANS.] [Micro­

biology] 7: 899-911. [In Russian. English summary, pp. 
910-911.] 

(52) ARTHUR, J. C. 
1934. MANUAL OF THE RUSTS IN THE UNITED STATES AND CANADA. 

438 pp., mus. Lafayette, Ind. 
(53) ASGROW DEPARTMENT OF BREEDING AND RESEARCH. 

1949. 	 A STUDY OF MECHANICAL INJURY TO SEED BEANS. Associated 
Seed Growers, Inc., Asgrow Monog. 1, 46 pp., mus. 

(54) ASHBY, S. F. 
1927. 	 MACROPHOllUNA PHASEOLI (MAUBL.) COMB. NOV. THE PYCNIDIAL 

STAGE OF RHIZOCTONIA BATATICOLA (TAB.) BUTL. Brit. Mycol. 
Soc. Trans. 12: 141-147. 

(55) and NOWELL, W. 
1926. 	 THE FUNGI OF STIGMATOMYCOSIS. Ann Bot. [London] 40: 

69-83, illus. 
(56) AsUYAMA, H. 

1935. 	 NEW DISEASES AND PATHOGENS REPORTED IN THE YEAR OF 1934 
ON OUR CULTIVATED PLANTS IN JAPAN. Phytopath. Soc. Japan 
Ann. 4: 191-197. 



195 BEAN DISEASES 

(57) 	ATANASOF'F, D., and KOVACHEVSKI, J. K. 
1929. NEW PARASITIC FUNGI OF DULGARIA. Soc. Bot. de Bulgarie Bul. 

(Bulgar. Bot. Druzh. Izv.) 3: 45-52. [In Bulgarian. English 
summary.] 

(58) ATKINS, J. G., JR., and LEWIS, W. D. 
1952. 	 RHIZOCTONIA AERIAL BLIGHT OF SOYBEANS IN LOUISIANA. (Ab­

stract) Phytopathology 42: 1. 
(59) ATKINSON, G. F. 

1892. 	 SOME DISEASES OF COTTON. Ala. Agr. Expt. Sta. Bu!. 41, 
65 pp., illus. 

(60) 	BAEZ, J. R. 
1924. CRIPTOGAMAS PARASITAS DE LAS PLANTAS CULTIVADAS OBSER­

VADAS EN LA REGION SUD DE LA PROVINZ DE CORDOBA. Argen­
tina Min. de Agr. Secc. de Propag. e Informes Cir. 216, 32 
pp., illus. 

(61) BAIN, D. C. 
1950. 	 STUDIES OF SOUTHERN BEAN MOSAIC IN MISSISSIPPI. (Abstract) 

Phytopathology 40: 786. 
(62) BAINER, R., and BORTHWICK, H. A. 

1934. 	 THRESHER AND OTHER MECHANICAL INJURY TO SEED BEANS OF 
THE LIl\IA TYPE. Calif. Agr. Expt. Sta. Bu!. 580, 30 pp., illus. 

(63) BAKER, C. F. 
1915. 	 A REVIEW OF SOME PHILIPPINE PLANT DISEASES. Philippine 

Agr. and Forester 3: 157-164. 
(64) 

1916. 	 ADDITIONAL NOTES ON PHILIPPINE PLANT DISEASES. Philippine 
Agr. and Forester 5: 73-78. 

(65) BAKER, K. F., SNYDER, W. C., and HOLLAND, A. H. 
1946. 	 LYGUS BUG INJURY OF LIMA BEAN IN CALIFORNIA. Phytopathol­

ogy 36: 493-503, illus. 
(66) 	 BALAKRISHNAN, M. S. 

1949. SOUTH INDIAN PHYCOMYCETES. II. SOME LITTLE KNOWN SPECIES 
OF PYTHIUM OCCURRING IN SOUTH INDIA. Indian Acad. Sci. 
Proc., Sect. B., (1948) 28: 27-34, illus. 

(67) BALDACCI, E., and BORZINI, G. 
1934. 	 IL MAL DEGLI SCLEROZI NEI FAGIOLI (SCLEROTINIA LIBERTIANA 

FUCK.) 1st. Bot. della R. Univ. Pavia Atti. 4: 69-86. 
(68) BARIBEAU, B., and RACICOT, H. N. 

1928. 	 STUDIES ON DISEASES CAUSED BY SCLEROTIA-PRODUCING FUNGI IN 
QUEBEC. Canada Dept. Agr. Dominion Bot. Rpt. 1927-28: 
220-222. 

(69) BARRETT, J. T. 
1934. 	 OBSERVATIONS ON THE BASIDIAL STAGE OF SCLEROTIUM ROLFSII. 

(Abstract) Phytopathology 24: 1137-1138. 
(70) 	BARRONS, K. C. 

1938. A METHOD OF DETERMINING ROOT KNOT RESISTANI'E IN BEANS 
AND COWPEAS IN THE SEEDLING STAGE. Jour. Agr. Res. 57: 
363-370, illus. 

(71) 
1939. 	 STUDIES OF THE NATURE OF ROOT KNOT RESISTANCE. Jour. Agr. 

Res. 58: 263-272, illus. 
(72) 

1940. 	 ROOT-KNOT RESISTANCE IN BEANS. Jour. Hered. 31: 35-38, 
illus. 

(73) BARRUS, M. F. 
1911. 	 VARIATION OF VARIETIES OF BEANS IN THEIR SUSCEPTIBILITY TO 

ANTHRACNOSE. Phytopathology 1: 190-195, illus. 
(74) 

1915. 	 AN ANTHRACNOSE-RESISTANT RED KIDNEY BEAN. Phytopathol­
ogy 5: 303-311, illus. 

(75) 
1918. VARIETAL SUSCEPTIBILITY OF BEANS TO STRAINS OF COLLETO­

TRICHUM LINDEMUTHIANUM (SACC. AND MAGN.) B. AND C. 
Phytopathology 8: 589-614, illus. 



196 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(76) BARRUS, M. F. 

1921. BEAN ANTHRACNOi:lE. N. Y. (Cornell) Agr. Expt. Sta. Mem. 


42, pp. 97-209, illus. 
(77) BARSS, H. P. 

1921. 	 BEAN BLIGHT AND BEAN MOSAIC. Oreg. Agr. Expt. Sta. Crop 
Pest and Hort. Bien. Rpt. (1915-20) 3: 192-194, illus. 

(78) 	BASKETT, R. S., and SCOTT, C. E. 
1949. CORRAL SPOT EFFECT ON BEANS IN CALIFOHNIA. U. S. Bur. 

Plant Indus., Soils, and Age. Engin., Plant Dis. RptT. 33: 
93-94. [Processed. J 

(79) BAwm~N, F. C., CUAUDHUlU, R. P., and KASSANIS, B. 
1951. 	 SOl\H; I'ROPEHTIES OF BROAD-BEAN MOTTL.~ VIRUS. An;l. Appl. 

BioI. 38: 774-784, ilIus. 

(80) --- and WANT, .r. P. H. VAN DER. 
1949. 	 BEAN STIPPLE-STREAK CAUSED BY A TOBACCO NECROSIS VIRUS. 

TijdschT. over Plantenziekten 55: [142]-150, illus. 

(81) BAZAN DE SEGURA, C. 
1951. 	 PLANT DISEASES NEW TO PERU. U. S. BUT. Plant Indus., Soils, 

and Agr. Engin., Plant Dis. Rptr. 35: 465-466. [Processed.] 

(82) [BEACH, S. A.]
18!,2. 	 SOME BEAN DISEASES. N. Y. State Agr. Expt. Sta. Bul. 48, 

Pi., 305-333, ill us. 
(83) BEACH, W. S. 

1924. 	 TIm CHARACTERISTICS AND CONTROL OF CERTAIN LIMA BEAN 
DIS.~ASES. 1'a. Agr. Expt. Sta. Bul. 188, pp. 15-16. 

(84) 
1928. 	 Tim RELATION OF BACTERIUM VIGNAE TO TilE TISSUES OF LIMA 

BEAN. Pa. Agr. Expt. Sta. Bul. 226, 14 pp., ill us. 

(85) 	 [B.~AUl\ION·r, A·l 
1935. COl\IPLETE LIST OF D1S~;ASES OF CROPS IN m:VON AND CORNWALL. 

Seale-Hayne Age. Col. Ann. Rpt. (1934) 11: 43-59. (Pam. 
44.) 

(86) BEDFORD, S. A. 
UlOO. 	 Tim VEGETABLE GArumN: FORl\IALIN AS A GERilIICIDF. FOR m~AN 

ANTHRACNOSE. :Min. Agl'. Canada Expt. Farms Rpt. 1899: 
323-328. 

(87) 	BEEMSTI;;R, A. B. R., and "VA NT, J. P. H. \'AN DER. 
1951. SEROLOGICAL INVESTIGATIONS ON THE PHASEOLUS VIRUSES 1 AND 

2. Antonie van Leeuwenhoek JOUT. Microbiol. and Serol. 17: 
285-296, illus. 

(88) BENLLOCH, M. 
1944. NUEVA ENFERilH;DAD In; LAS .JlmfAS PHAEOISAIUOPSIS GRISEOLA 

(SACC.) FERl~. Bol. de Patho!., Veg. y Ent. Agr. 13: 27-32, 
illus. 

(8l) ___ and CANIZO, J. DEL. 
1926. LA ENI'EIU\H;DAD DE LAS ALUBIAS EN BARCO DE AVILA (FUSARIO­

SIS). [Estac. Cent. de Fitopat. Agr.] Estac. de Patol. Veg. 
Bol. [Madrid] 1: 2-7, illus. 

BERGEY, D. H., HARIUSON, F. C., BREED, R. S., and others. 
1925. BERGEY'S MANUAL OF DETERMINATIYE BACTERIOLOGY. Ed. 2,462 

pp. Baltimore, Md. 

(90) 

(91) BERKELEY, G. H. 
1947. 	 A STRAIN OF TIm ALFALFA 1II0SAIC VIRUS ON PEPPER IN ONTARIO. 

Phytopathology 37: 781-78!}, illus. 

(92) 
1953. 	 SOME YIRUS.;S AFFECTING GLADIOI,US. Phytopathology 43: 111­

115, illus. 

(93) 	 [BERKEl,l;;YI, M. J. 
1855. [VInRO FORMING CYSTS ON THE ROOTS OF CUCUMBERS.] Gard. 

ChTon. 	1855: 220, illus. London. 

-, 

!. 

(94) 
1880. KIDNEY BEANS INFESTED WITH A FUNGUS. Gard. Chron. 14: 

.272. London. 



197 BEAN DISEASES 

(95) BERTELLI, L. K. DE. 
1947. 	 CURA DE LA SEMILLA DE ARVEJA. Ul'uguay Min. de Ganad. y 

Agr.Bo!. Inform. 4: 132. 
(96) BEYER, A. H. 

1922. 	 THE BEAN LEAF-HOPPER AND HOPPERBURN WITH METHODS OF 
CONTROL. Fla. Agr. Expt. Sta. Bu!. 164, pp. 61-88, iIlus. 

(97) BHARGAVA, K. S. 
1951. 	 SOME PROPERTIES OF FOUR STRAINS OF CUCUMBER MOSAIC VIRUS. 

Ann. App!. Bio!. 38: 377-388, iIlus. 
(98) BIFFEN, R. H. 

1926.. 	 ANNUAL REPORT FOR 1926 OF THE BOTANIST. Roy. Agr. Soc. 
England Jour. 87: 346--351.

Ii 

(99) BINKLEY, A. M. 
1933. 	 THE AMOUNT OF BLOSSOM AND POD DROP OF SIX VARIETIES OF 

GARDEN BEANS. ArneI'. Soc. Hort. Sci. Proc.29: 489-492. 
(100) 	BITANCOURT, A. A. 

1934. 	 RELACAO DAS DOENCAS E FUNGOS PARASITAS OBSERVADOS NA 
SECCAO DE FITOPATOLOGIA DURANTE OS ANOS 1931 E 1932. 
Arch. Inst. Bio!., Sao Paulo 5: 185-196. 

(101) 	BLACK, L. M., and PRICE, W. C. 
1940. 	 THE RELATIONSHIP BETWEEN VIRUSES OF POTATO CALICO AND 

ALFALFA l\fOSIAC. Phytopathology 30: 444-447, iIlus. 
(102) 	BLACKFORD, F. W. 

1944. 	 SCLEROTINIA OR COTTONY ROT. Queensland Agr. Jour. 53: 
161-163, iIlus. 

(103) 	 BLODGm'T, E. C. 
1946. 	 THE SCL~~ROTINIA ROT DISEASE OF BEANS IN IDAlIO. U. S. Bur. 

Plant Indus., Soils, and Agr. Engin., Plant Dis. Rptr. 30: 
137-144, illus. [Processed.] 

(104) 	BLOOD, H. L. 
1947. 	 AN UNUSUALLY HEAVY INFECTION OF YELLOW BEAN MOSAIC DE­

STROYS THE CACHE VALLEY BEAN CROP. U. S. Bur. Plant In­
dus., Soils, and Agr. Engin., Plant Dis. Rptr. 31: 384. 
[Processed.1 

(105) BOAWN, L. C., VIETS, F. G., JR., and CRAWFORD, C. L. 
1954. 	 EFFECT OF PHOSPHATE FERTILIZERS ON ZINC NUTRITION OF 

.'IELD BEANS. Soil Sci. 78: 1-7, iIlus. 
(106) 	BONING, K. 

1926. 	 UBER DIE ElIlI?FANGLICHKEIT VON PHASEOLUS VULGARIS FUR COL­
LETOTIUCHUJI[ LINDEl\IUTHIANUM 1M LICHTE DER RASSENBILDUNG 
DES KRANKHEITSERREGERS. Forsch. auf dem Geb. Pftanzen­
krank. u. Immunitlit im PflanzenI'. Heft. 2: 1-18. 

(107) 
1934. 	 DIE FETTFLECKENKRANKHEIT DER BOHNEN. [THE GREASE SPOT 

DISEASE OF BEANS.] Prakt. B!. f. Pftanzenbau u. Pflanzen­
schutz (n. s.) 11: 265-269, illus. 

(108) 
1936. 	 VERSUCHE ZUR BEKAMPFUNG DER FETTFLECKENKRANKHEIT DER 

BOHNEN. Prakt. BI. f. Pflanzenbau. u. Pftanzenschutz (n. s.) 
13: 252-260. 

(109) 	BOlIN, G. W., and MALOIT, J. C. 
1947. 	 THE EFFECTS OF CARBORUNDUM IN INOCULATING BEAN PLANTS 

WITH BACTERIA. Phytopathology 37: 196-198, iIlus. 
(110) 	 BOLTSHAUSER-Al\IRISWEIL, H. 

1891. BLATTFLECKEN DER BOHNE. Ztschr. f. Pflanzenkrank. 1: 135­
136. 


(1il l) BONDARZEW fBONDARTSEV], A. S. 

1903. 	 [FUNGOUS PARASITES OF CULTIVATED AND WILD PLANTS COL­

LECTED IN THE VICINITY OF RIGA DURING THE SUMMER OF• 	 1902.] Jarc!. Bot. do:! St. Petersbourg Bu!. 3: 177-200. rln 
Russian. German summary, pp. 197-200.] 

(112) 	BONGINI, V. 
1924. 	 LA "SCLEROTINTA" NEGU ORTAGGI. Difesa delle Piante contro 

Mal. ed i Parassiti 1: 39-42, illus. 



198 

(113) 

(114) 

(115) 

(116) 

(117) 

(118) 

(119) 

(120) 

(121) 

(122) 

(123) 

(124) 

(125) 

(126) 

(127) 

(128) 

(129) 

(130) 

I 
i 

TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

BORTELS, H. 
1942. METEOROBIOLOGISCHE REAKTIONEN EINIGER MIKROORGANISMEN. 

Zentbl. f. Bakt. etc., Abt. II, 105: 305-325, illus. 
BORTHWICK, H. A. 

1932. THRESHER lNJURY IN BABY LIMA BEANS. Jour. Agr. Res. 44: 
503-510, illus. 

BORZINI, G., and PICCO, D. 
1949. ACCERTAMENTO DELLA RESIS'fENZA RELATIVA DI RAZZE Di FAGIOLO 

ALLO SCLEROTIUM ROI,FSI E AD UNO RHIZOCTONIA SP. Notiz. 
Mal. Piante 2: 25-28. [Processed.] 

BOSWELL, V. R. 
1944. DISEASE RESISTANT AND HARDY VARIETIES OF VEGETABLES. Natl. 

Hort. Mag. 23: 59-63. 

1952. PLANT BREEDING AND THE VEGETABLE INDUSTRY. Econ. Bot. 6: 
315-341, illus. 

BOURIQUET, G. 
1934. 	 RAPPORT PHYTOPATHOLOGIQUE SUR UN VOYAGE D'ETUDES EF­


FECTUE A LA REUNION EN OCTOBRE 1932. Rev. Agr. de l'Ile 

Reunion (n. s.) 39: 11-20, iJlus. 


1937. 	 MADAGASCAR: LIST OF THE 
VATED I'LANTS. lnternatl. 
Protect. 11: 66-68. 

BOVEY, R. 
1955. LES MALADIES A VIRUS DU 

147-150, mus. 
BOYLE, L. W. 

PARASITES AND DISEASES OF CULTI~ 


Inst. Agr., Internatl. Bul. Plant 


HARICOT. Rev. Hort. Suisse. 28: 


1944. 	 BEAN DISEASES IN THE WILLAMETTE VALLEY 
Bur. Plant Indus., Soils, and Agr. Engin., 
28: 859-860. [Processed.' 

BRANNON, L. W. 

OF OREGON. U.S. 

Plant Dis. Rptr. 


1934. 	 INJURY FROM CAT,CIUlU ARSENATE-HYDRATED LIllIE SPRAY ON 

SNAP BEANS RETARDED IN GROWTH BY UNFAVORABLE SOIL CON­

DITIONS. Jour. Agr. Res. 48: 447-451. 


BRATLEY, C. 0., and WIANT, J. S. 
1939. 	 DISEASES OF FRUITS AND VEGr~TABLES ON THE NEW YORK 


MARKET DURING THE MONTHS Of' ,TANUARY, FEBRUARY, AND 

MARCH, 1939. U. S. Bur. Plant Indus., Plant Dis. Rptr.23: 

160-165. [Processed.] 


BRAUN, H. 
1930. DEn WURZELTOTER DER KARTOFFEL RBIZOCTONIA SOLANI KUHN. 

Monog. z. Pflanzenschutz 5, 136 pp., mus. Berlin. 
BRf~ED, R. S., MURRAY, E. G. D., HITCHENS, A. P., and others. 

1948. BERGEY'S MANUAL OF DETERMINATIVE BACTERIOLOGY. Ed. 6, 
1529 pp. Baltimore, Md. 

BREM;;;R, H. 
1930. DIE FETTFLECKENKRANKHEIT DER BOHNEN. Obst. u. Gemlise­

bau. 76: 156-157, mus. 
and HAHNE, H. 

1932. 	 HEISSW"\SSERBEIZE ZUR BEKAMPFUNG DEB FETTFLECKENKRANK­

HEIT DER BOHNEN. Nachrichtenbl. f. den Deut. Ptlanzen­

schutzdienst 12: 34-35. 

ISMEN, H. KAREL, G" and others. 


1947. BEITRAGE zun KENNTNIS DEn PARASITISCHEN PILZE DER TURKEl. 

I. Istanbul Univ. Faculte Sci. Rev., Ser. B, 12: [122]-172, 

illus. 

ISMEN, H. KAr.EL, G., and others. 


1947. 	 BEITRAGE ZUR KENNTNIS DER PARASITISCHEN PILZE DER TURKEl. , 
II. Istanbul Univ. Faculte Sci. Rev., Sel'. B, 12: [307]-334. 
rSMEN, H., KAREL, G., and others. 

1948. 	 BEITRAGE ZUlt KENNTNIS DER PARASITISCHEN PILZE DEn TURKEl. 

TElL III. Istanbul Univ. Facu!. des Sci. Rev., Ser. B, 18 (1): 

1-53, illus. 




BEAN DISEASES 199 

(131) BRESADOLA, J. 

(132) 
1903. FUNGI POLONICI. 

BRIDG'MON, G. H. 
Ann. Mycol. 1: 97-131. 

1949. 	 BACTERIAL BLIGHT OF THE BEAN; METHODS OF INOCULATION AND 
VARIETAL SUSCEPTIBILITY TESTS. (Abstract) Wyo. Univ. Pubs. 
14 (4): 63-64. 

(133) and STARR, G. H. 
1948. 	 STUDIES ON THE WHITE MOLD OF BEANS CAUSED BY SCLEROTINIA 

SCLEROTIORUM. (Abstract) Colo.-Wyo. Acad. Sci. Jour. 3 (6):
43. 

(134) and WALKER, J. C. 
1951. 	 THE RELATION OF SOUTHERN BEAN MOSAIC TO BLACK ROOT. Phy­

topathology 41: 865-871, illus. 
(135) and WALKER, J. C. 

1952. 	 GLADIOLUS AS A VIRUS RESERVOIR. Phytopathology 42: 65-70, 
illus. 

(136) 	BRIEN, R. M. 
1932. 	 HOST RANGE OF SCLEROTINIA SCLEROTIORUM IN NEW ZEALAND. 

New Zeal. Jour. Agr. 44: 127-129, mus. 
(137) 	 and JACKS, H. 

1954. FRENCH-BEAN RUST (UROMYCES APPENDICULATUS) IN NEWZEA­
LAND. New Zeal. Jour. Sci. and Technol., Sect. A, 36: 280­
284, mus. 

(138) 	BRIERLEY, P., and SMITH, F. F. 
1947. 	 CARNATION AND GLADIOLUS VIRUS DISEASES POSE SERIOUS PROB­

LEMS. Florists' Rev. 99 (2567): 31-33. 
(139) 	BRIOSI, G. 

1920. RASSEGNA CRITTOGAMICA PER L'ANNO 1915, CON NOTIZIE SULLE 
MALATTIE DEL FRUMENTO DOVUTE A PARASSITI VEGETALI. 1st. 
Bot. della R. Univ. Pavia Atti. 17: 59-80. 

(140) 	 BRITON-JONES, H. R. 
1925. MYCOLOGICAL WORK IN EGYPT DURING THE PERIOD 1920-1922. 

Egypt. Min. Agr. Tech. and Sci. Servo (Bot. Sect.) Bul. 49. 
129 pp., mus. 

(141) 	BROCK, R.D. . 
1951. 	 RESISTANCE TO ANGULAR LEAF SPOT AMONG VARIETIES OF BEANS. 

Austral. lnst. Agr. Sci. Jour. 17: 25-30. 
(142) 	BROOKS, C., and MCCOLLOCH,L. 

1938. STICKINESS AND SPOTTING OF SHELLED GREEN LIMA BEANS. 
U. S. Dept. Agr. Tech. Bul. 625, 24 pp., illus. 

(143) 	BRUNNER, S. C. 
1931. INSECTOS Y ENFERMEDADES DE LAS HABAS DE LIMA. Cuba 

Estac. Expt. Agron. lnforme Dept. Ent•. y Fitopat. 1929-30: 
11-40, illus. 

(144) and JENKINS, A. E. 
1933. 	 IDENTITY AND HOST RELATIONS OF THE ELSINOE OF LIMA BEAN. 

Jour. Agr. Res. 47: 783-789, illus. 
(145) 	BRUYN, H. G. DE. 

1922. [THE SAPROPHYTIC LIFE OF PHYTOPHTHORA IN THE SOIL.] 
[Wageningen.] Landbouwhoogesch. Meded. 24 (4): 1-37, 
illus. [In Dutch. English translation.] 

(146) 	 BUBAK, F., and KABAT, J. E. !
1905. 	 VIERTER BEITRAG ZUR PILZFLORA VON TIROL. <>sterr. Bot. Ztschr. 

55: 73-79; 181-186; 239-245, illus. 
(147) 	 BUCHWALD, N. F. \ 

1947. SCLEROTINIACEAE DANIAE. EN FLORISTISK-SYSTEMATISK OVER­
SIGT OVER DE I DANMARK FUNDN.J KNOLDBAEGERSVAMPE. Frie­
sia 3: 235-330, illus. ((148) BUDDE, A. 

1928. UBER RASSENBILDUNG PARASITISCHER PILZE UNTER BESONDERER 
BERUCKSICHTIGUNG VON COLLETOTRICHUM LINDEMUTHIANUM 
(SACC. ET MAGN.) BRI. ET CAV. IN DEUTCHLAND. Forsch auf 
dem Geb. Pflanzenkrank v. lmmunitiit in Pflanzenr. 5: 115­
l47, illus. 

i 



) 

II 
200 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(149) 	BULLIARD, P. 
1791-1812. 	 HISTOIRE DES CHAMPIGNONS DE LA FRANCE. 700 pp. 

Paris. 
(150) 	BUNTING, R. H., and DADE, H. A. 

1925. GOLD COAST PLANT DISEASES. 121 pp., iIlus. London. 
(151) 	 BURGER, 0. F. 

1925. 	 PLANT DISEASES FOUND IN FLORIDA DURING 192~-1!l2-l. Fla. 
Agr. Expt. Sta. Ann. Rpt. 1924: 95R-11ZR. 

(152) 	BURKE, D. W. 
1949. 	 TESTS m' HYBRID AND VARIETAL RESISTANCE AND DtRECT l\IEAS­

URES FOR THE CONTROL OF BACTERIAL BLIGHT OF BEANS. (Ab­
stract) Wyo. Univ. Pubs. 14 (4): 65. 

(153) 
1954. 	 l'ATHOGl~NICITY OF FUSARIUM SOLANI F. l'HASEOLI IN DH'FERENT 

SOILS. (Abstract) Phytopathology 44: 483. 
(154) and STARR, G. H. 

1948. 	 DIRECT MEASURES USED ON CONTROL-TESTS OF BACTERIAL BLIGHT 
OF B~~ANS. (Abshact) Colo.-Wyo. Acad. Sci. Jour. 3 (6): 43. 

(155) and STARR, G. H. 
1949. 	 STUDIES ON BACTERIAL WILT OF BEANS CAUSED BY BACTERIUM 

FLACCUMFACIENS. (Abstract) Colo.-Wyo. Acad. Sci. Jour. 4 
(1): 49. 

(156) 	 BURKHOLDER, W. H. 
1916. SOJlIE ROOT DISEASES OF THE BEAN. (Abstract) Phytopathology 

6: 104. 
(157) 

1917. 	 BEAN DISEASES IN NEW YORK STATE IN 1916. (Abstract) 
Phytopathology 7: 61. 

(158) 
1918. 	 THE PRODUCTION OF AN ANTHRACNOSE-RESISTANT WHITE MAR­

ROW BEAN. Phytopathology 8: 353-359. 
(159) 

1919. 	 TIm DRY ROOT ROT OF Tim 1l~~AN. N. Y. (Cornell) Agr. Expt. 
Stu. Mem. 26, pp. 998-1033, illus. 

(160) 
1920. 	 THE EFF~~CT OF TWO SOIL TEMPERATURES ON THE YIELD AND 

WATER RELATIONS OF HEALTHY AND DISEASED BEAN l'LANTS. 
Ecology 1: 113-123, iIlus. 

(161) 
1921. 	 THE BACTERIAL BLIGHT OF THE BEAN: A SYSTEMIC DISEASE. 

Phytopathology 11: 61-69. 
(162) 

1923. 	 THE GAMMA STRAIN OF COLLETOTRICHUl\I LINDEl\IUTHIANUIII 
(SACC. ET MAGN.) B. ET c. Phytopathology 13: 316-323. 

(163) 
1924. 	 THE EFFECT OF VARYING SOIL MOISTURES ON HEALTHY BEAN 

l'LANTS AND ON THOS~~ INFECTED BY A ROOT l'ARASITE. Ecology 
5: 179-187. 

(164) 
1924. 	 \'ARIETAL SUSCEPTIBILITY Al\IONG BEANS TO THE BACTERIAL 

BLIGHT. Phytopathology 14: 1-7. 
(165) 

1926. 	 A N~;W BACTERIAL DISEASE OF THE BEAN. Phytopathology 16: 
915-927, ill us. .,

(166) 

1930. THE BACTERIAL DISEASES OF Tim BEAN: A COMl'ARATIVE STUDY. 


N. Y. 	 (Cornell) Agl'. Expt. Sta. Mem. 127, pp. 1--88, illus. 
(167) 

1932. 	 EFFECT m' Tln; HYDROGEN-ION CONCENTRATION OF THE SOIL ON 
THE GROWTH OF THE BEAN AND ITS SUSCEPTIBILITY TO DRY ROOT 
ROT. Jour. AgI:. Res. 44: 175-181. 

(168) 
1944. 	 XANTHOIIIONAS I'HASEOLI VAR. FUSCANS ON BEANS IN NEW YORK 

STATE. U. S. Bur. Plant Indus., Soils, and Agr. Engin., Plant 
Dis. Rptr. 28: 496-497. [Processed.] 



BEAN DISEASES 201 

(169) 	BURKHOLDER, W. H. 

,. 

" 

(1.70) 

(171) 

(172) 

(173) 

(174) 

(175) 

(176) 

(177) 

(178) 

(179) 

(180) 

(181) 

(182) 

(183) 

(184) 

(185) 

(186) 

(187) 

(188) 

1944. 	 XANTHOMONAS VIGNICOLASP. NOY. PATHOGENIC ON COWPEAS 
AND BEANS. Phytopathology 34: 430-432. 

1945. 	 THE LONGEVITY OF THE PATHOGEN CAUSING THE WILT OF THE 
COMMON BEAN. Phytopathology 35: 743-744. 
and BULLARD, E. T. 

1946. 	 VARIETAL SUSCEPTIBILITY OF BEANS TO XANTHOMONAS PHASEOLI 
VAR. FUSCANS. U. S. Bur. '.Plant Indus., Soils, and Agr. En­
gin., Plant Dis Rptr. 30: 446-448. [Processed.] 
and CROSBY, C. R. 

1923. 	 DISEASES AND INSECTS AND OTHER PESTS OF THE FIELD BEAN IN 
NEW YORK. N. Y. (Cornell) Agr. Ext. Bul. 58, 38 pp., illus. 
and CROSBY, C. R. 

1935. 	 DISEASES, AND INSECTS AND OTHER PESTS. OF THE FIELD BEA '" 
IN NEW YORK. N. Y. Agr. Col. (Cornell) Ext. Bul. 58, 38 

pp., illus. (Revised.) 

and MULLER, A. S. 


1926. 	 HEREDITARY ABNORMALITIES RESEMBLING CERTAIN INFECTIOUS 
DISEASES IN BEANS. Phytopathology 16: 731-737, ill us. 
and ZALESKI, K. 

1932. 	 VARIETAL SUSCEPTIBILITY OF BEANS TO AN AMERICAN AND A 
EUROPEAN STRAIN OF PHYTOJllONAS MEDICAGINIS YAR. PHASEO­
LICOLA AND A COMPARISON OF THE STRAINS IN CULTURE. Phy­
topathology 22: 85-94. 

BURLEY, R. H. 
1951. HOT WEATHER LIMA-THE BIXBY. South. Seedsman 14 (5):

32, 40, illus. 
BURT, E. A. 

1926. THE THELEPHORACEAE OF NORTH AMERICA. Mo. Bot. Gard. 
Ann. 13: 173-354, illus. 

BUTLER, E. J. 
1918. FUNGI AND DISEASES OF PLANTS. 547 pp., illus. India. 

CAMPBELL, J. A., and HOFFMAN, J. C. 
1950. CONTENDER, A NEW FRESH-MARKET SNAP BEAN. Seed World 66 

(2): 14, 16, 46, illus. 
CAMPBELL, L. 

1938. BEAN RUST. Wash. Agr. Expt. Sta. (Ann. Rpt. 48) Bul. 368: 
64. 

1949. 	 GRAY MOLD OF BEANS IN WESTERN WASHINGTON. U. S. Bur. 
Plant Indus., Soils, and Agr. Engin., Plant Dis. Rptr. 33: 
91-93, illus. [Processed.] 

CANADA DEPARTMENT OF AGRICULTURE. 
1951. SEEDS. Canada Dept, Agr. Rpt. Min. 1950-51: 34. 

CANIJOLLE, A. P. DE. 
1815. 	 MEMOIRE SUR NOUV~]AU GENRE DE CHAMPIGNEUS QUI ATTAQUENT 

LES RACINES DES PLANTS. Paris Mus. d'Hist. Nat. Mem. 2: 
209-216. 

1830. 	 BOTANICON GALLICUJlL Ex Herbal'iis et Schedis Candollionis 
Propiisque Digestum a J.E. Duby, ed. 2, 1068 pp. Paris. 

1890. ORIGIN OF CULTIVATED PLANTS. 468 pp. Ed. 3. New York. 
CAPOOR, S. P., and VARMA, P. M; 

1948. ENATION MOSAIC OF DOLICHOS LAB LAB LINN., A NEW VIRUS DIS­
EASE. Current Sci. [India] 17: 57-58, illus. 

--- and VARMA, P. M. 
1948. YELLOW MOSAIC OF PHASEOLUS LUNATUS. L. Current Sci. 

[India] 17: 152-153, illus. 
CARDONA ALVAREZ, C. 

1954. 	 PUDRICIONES FUNGOSAS RADICULARES DEL FRIJOL (PHASEOLUS 
VULGARIS L.) EN EL VALLE DE MEDELLIN---'COLOMBIA. [Colom­
bia] Rev. Facult. Nac. de Agron. Medellin. 15: 137-209. iIIua. 

i· 
1 



202 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(189) 	 CAROLUS, R. L., and BROWN, B. E. 
1935. 	 TRUCK CROP INVESTIGATIONS. MAGNESIUM DEFICIENCY. I. THE 

VALUE OF MAGNESIUM COMPOUNDS IN VEGETABLE PRODUCTION IN 
VIRGINIA. Va. Truck Expt. Sta. Bul. 89, pp. 1248-1288, illus. 

(190) 	 CARPENTER, C. W. 
1918. 	 REPORT OF THE DIVISION OF PLANT PATHOLOGY. Hawaii Agr. 

Expt. Sta. Rpt. 1917: 33-42, illus. 
(191) 

1919. 	 REPORT OF THE DIVISION OF PLANT PA'rlIOLOGY. Hawaii Agr. 
Expt. Sta. Rpt. 1918: 35-45. 

(192) 	 CARSNER, E. 
1919. 	 SUSCEPTIBILITY OF VARIOUS PLANTS TO CURLY-TOP OF SUGAR 

BEET. Phytopathology 9: 413-421. illus. 
(193) 

1925. 	 ATTENUATION OF THE VIRUS OF SUGAR BEET CURLY-TOP. Phyto­
pathology 15: 745-758, illus. 

(194) 
1926. 	 SUSCEPTIBILITY OF THE BEAN TO THE VIRUS OF SUGAR BEET 

CURLY TOP. Jour. Agr. Res. 33: 345-348, illus. 
(195) 	 CASS SMITH, W. P. 

1945. THE BEAN MOSAIC MENACE. West. Austral. Dept. Agr. Jour. 
22: 20-25, illus. 

(196) 	--- HARVEY, H. L., and Goss, O. M. 
1951. 	 "WESTRALIA"-A NEW RUST RESISTANT POLE BEAN. West. 

Austral. Dept. Agr. Jour. 28: 317-324, illus. 
(197) 	 CHAlIIBERLAIN, E. E. 

1939. 	 BEAN-MOSAIC (PHASEOLUS VIRUS 1 OF SMITH, 1937). New 
Zea!' Jour. Sci. and Techno!., Sec. A, 20: 381-388, illus. 

(198) 
1939. 	 PEA STREAK (PISUlII VIRUS 3). New Zeal. Jour. Sci. and Tech­

no!. 20 (6A): 365A-381A, illus. 
(199) 

1954. 	 PLANT VIRUS DISEASES IN NEW ZEALAND. New Zeal. Dept. Sci. 
and Indus. Res. Bu!. 108, 255 pp., illus. 

(200) 	 CHARD6N, c. E., and TORO, R. A. 
1927. 	 PLANT DISEASE NOTES FROM THE CENTRAL ANDES. Phytopath­

ology 17: 147-153, illus. 
(201) 	--- and TORO, R. A. 

1930. 	 MYCOLOGICAL EXPLORATIONS OF COLOMBIA. Porto Rico Dept. 
Agr. Jour. 14: 195-369, illus. 

(202) 	 CHEO, P. C. 
1955. 	 EFFECT OF SEED lIIATURATION ON INHIBITION OF SOUTHERN BEAN 

MOSAIC VIRUS IN BEAN. Phytopathology 45.: 17-21. 
(203) and ZAUMEYER, W. J. 

1952. 	 A NEW STRAIN OF TOBACCO RINGSPOT VIRUS ISOLATED FROlll 
BEAN. U. S. Bur. Plant Indus., Soils, and Agr Engin., Plant 
Dis. Rptr. 36: 459-465. iIlus. [Processed.] 

(204) 	 CHILDERS, N. F., WINTERS, H. F., ROBLES, P. S., and PLANK, H. K. 
1950. 	 VEGETABLE GARDENING IN THE TROPICS. Puerto Rico Fed. 

Expt. Sta. Cir. 32, 144 pp., illus. 
(205) 	 CHILDS, J. F. L. 

1940. 	 DIURNAL CYCLE OF SPORE MATURATION IN CERTAIN POWDERY 
MILDEWS. Phytopathology 30: 65-73, illus. 

(206) 	 CHRISTIE, J. R., and PERRY, V. G. 
1951. 	 A ROOT DISEASE OF .PLANTS CAUSED BY A NEMATODE OF THE 

GENUS TRICHODORUS. Science 113: 491-493, illus. 
(207) 	.--- and TAYLOR, A. L. 

1952. 	 CONTROLLING NEMATODES IN THE HOME GARDEN. 11. S. Dept. 
Agr. Farmers' Bu!. 2048, 11 pp., illus. 

(208) 	 CHRISTOW, A. 
1934. 	 EINEGE VERSUCHE tiBER DIE BAKTERIENKRANKHEIR BEl BOHNEN. 

Phytopath. Ztschr. 7: 537-544, illus. 
(209) 	 CHUPP, C. 

1953. 	 A MONOGRAPH OF THE FUNGUS GENUS CERCOSPORA. 667 pp., 
illus. Ithaca, N. Y. 



203 BEAN DISEASES 

(210.) CIFERRI, R. 

1930.. PHYTHOPATHOLlJGICAL SURVEY OF SANTO DOMINGO, 1925-1929. 


Porto Rico Dept. Apr. Jour. 14: 1-44, illus.

(211) 

1938. 	 MYCOFLORA DOllUNGENSIS EXSICCATA (CtJNT. III, NO. 201-300). 
Ann. 1\'fycol. 36: [198 ]-245. 

(212) 	 CLARA, .F. M. 

1934. A COMPARATIVtJ STUDY OF THE GREEN-FLUORESCtJNT BACTERIAL 


PATHOGENS. N. Y. (Cornell) Agr. Expt. Sta. Mem. 159, 36 
pp., illus. 

(213) 	 CLAYTON, E. E. 
1928. 	 SPRAYING EXPERIMENTS WITH BUSH LIMA BEANS. N. Y. State 

Agr. Expt. Sta. Bul. 558, .22 pp., illus. 
(214) 	 CLINTON, G. P. 

190.6. 	 DOWNY MILDEW, PHYTOPHTHORA PHASEOJ.I THAXT., OF LIMA 
BEANS. Conn. (State) Agr. Expt. Sta. Ann. Rpt (190.5) 29: 
278-30.3, illus. 

(215) 
190.9. 	 NOTES ON FUNGOUS DISEAStJS, ETC., FOR 1908. Conn. (State) 

Agr. Sta. Bien. Rpt. 190.7-190.8: 849-871, illus. 
(216) 	 CLORE, W. J. 


1939. VARIETY AND TIME OF PLANTING AS RELATED TO LIMA BEAN PRO­

DUCTION IN CENTRAL WASHINGTON. ArneI'. Soc. Hort. Sci. 
Proc. 37: 747-751. 

(217) 	 COBB, N. A. 
190.3. LETTERS ON THtJ DISI~ASI,S OF PLANTS. Agl'. Gaz. N. S. Wales 

14: 10.57-10.72, iIIus. 
(218) 	 COHEN,1\'1. 

1951. 	 INCREASED RESISTANC~J TO BI~AN RUST ASSOCIATED WITH WATER 
INFILTRATION. (Abstract) Phytopathology 41: 937. 

(219) 	 COHN, A. E., and DEZEEUW, D. J. 
1950.. RESPONSE OF CERTAIN \'ARIETIES OF SNAP BEAN (PHASEOLUS 

VULGARIS) TO SEEDTREATj\IENTS. Mich. Agr. Expt. Sta. Quart. 
Bul. 32: 386-40.1. 

(220.) COLASITO, D. J., KOFFLER, H., TETRAULT, P. A., and. REITZ, H. C. 
1951. 	 ANTIBIO'rIC EFFECTS OF CIRCUT.IN AGAINST CERTAIN GRAM-NEGA­

TIVE PATHOGENS. Soc. Expt. BioI. and Med. Proc. 77: 10.7­
10.8. 

(221) 	 CONNERS, 1. L. 
1929. PREVALENCE OF PLANT DISEASES IN THE DOMINION OF CANADA 

FOR THE ytJARS 1927 AND 1!l28. Canada Expt. Farms Ann. 
Rpt. 9: 1-82. [Processed.] 

(222) 
1936. 	 SOYBEANS. Canada Dept. Agr., Canad. Plant Dis. Survey 

(1935) 15: 20.. [Processed.] 
(223) 	 and SAVILE, D. B. O. 

1943. BEAN. Canada Dept. Agr., Canad Plant Dis. Survey (1942)
22: 37-39. [Processed.] 

(224) 	 and SAVILE, D. B. O. 
.1948. BEAN. Canada Dept. Agr., Canad. Plant Dis. Survey (1947)

27: 40-42. [Processed.] 
(225) 	 CONOVER, R. A. 

1948. 	 STUDItJS OF TWO "mUSES CAUSING MOSAIC DISEASES OF SOYBEAN. 
Phytopathology 38: 724--735, illus. 

(226) 	 CONROY,R•. J., and WILSON, R. D. 
1952. 	 MOTTLE LEAF OF TWEED WONDER BEANS. Austral. lnst. Agr. 

Sci. Jour. 18: 33-38, IIIus. 
(227) 	 COOK, H. T. 

1931. 	 NATURE OF POWDERY-MILDEW INJURY TO SNAP BEANS .IN VIR­
GINIA IN H130. (Abstract) Phytopathology 21: 116. 

(228) 
1931. 	 POWDERY MILDEW DISI~ASE OF SNAP BEANS. Va. Truck Expt. 

Sta. Bul. 74, pp. 931-940., illus. 

i 

http:CIRCUT.IN
http:10.57-10.72


204 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(229) 	 COOK, H. T. 
1932. 	 CON'fROL OF POWDERY MILDEW OF SNAP BEANS. (Abstract) 

Phytopathology 22: 7. 
(230) 	 COOK, M. T. 

1917. 	 COMMON DISEASES OF BEANS AND PEAS. N. J. Agr. Expt. Sta. 
Cir. 84, 8 pp. 

(231) 
1917. 	 REPORT OF THE DEPARTMENT OF PLANT PATHOLOGY.N. J. Agr. 

Expt. Sta. Ann. Rpt. (1917) 38: 521-535. 
(232) 

1936. 	 RECORDS OF VIRUS DISEASES OF PLANTS IN PUERTO RICO. Puerto 
Rico Univ. Jour. Agr. 20 (3): 681-684. 

(233) 
1939. 	 ENFERMEDADES DE LAS PLANTAS ECONOJ\UCAS DE LAS ANTILLAS. 

Puerto Rico Univ. Monog.Phys. and BioI. Sci. Ser. B, No.4, 
530 pp., ill us. 

(234) and HORNE, W. T. 
1908. 	 INSECTS AND DISEASES OF VEGETABLES. Cuba Estac. Expt. 

Agron. Bol. 12, 28 pp., illus. 
(235) 	 COOKE, M. C. 


1883-84. NEW AMERICAN FUNGI. Gl'evillea 12: 22-33. 

(236) 	--- and ELLIS, J. B. 

18.78. 	 NEW JERSEY FUNGI. Grevillea 6: 81-96. 
(237) 	 COOMBES, G. A. H., and JULIAN, J. H. 

1949. 	 THE PRODUCTION OF V~;GBTABLE SEEDS IN MAURITIUS (1943­
1946). Mauritius Dept. Agr. Bul., Gen. Ser., 50, 38 pp., 
illus. 

(238) 	 COONS, G. H. 
1912. 	 A PRELIJ\UNARY HOST INDEX OF THE FUNGI OF MICHIGAN, EXCLU­

SIVE OF THB BASIDIOMYCBTES, AND OF THE PLANT DISEASES OF 
BACTERIAL AND PHYSIOLOGICAL ORIGIN. Mich. Acad. Sci. Ann. 
Rpt. 14: 232-276. 

(239) 
1922. 	 DISEASES OF FIELD AND VEGETABLE CROPS IN THE UNITED 

STATES IN 1921. U. S. Bur. Plant Indus., Plant Dis. Bul. Sup. 
22: 255-414. [Processed.] 

(240) 	 COOPER, H. P., and MOORE, W. D. 
1933. 	 FERTILIZER PROBLEMS WITH TRUCK CROPS. S. C:. Agr. Expt. 

Stu. Ann. Rpt. (1933) 46: 175-183, illus. 
(241) 	 COOPER, W. E. 

1949. 	 TOP NECROSIS, A VIRUS DISEASE OF GUAR. Phytopathology 39: 
347-358, illus. 

(242) 	 CORDNER, H. B. 

1933. EXTERNAL AND INTERNAL FACTORS AFFECTING BLOSSOM DROP AND 


SET OF PODS IN LIMA BEANS. Amer. Soc. Hort. Sci.Proc.30: 
571-576. 

(243) 	--- and WESTER, R. E. 
1953. 	 NEMATODE-RESISTANT BABY LIMA BEANS. South. Seedsman 16 

(2): 30, 46, 57, illus. 
(244) 	 CORMACK, M. W. 


1946. SCLEROTINIA SATIVA, AND RELATED SPECIES,AS ROOT PARASITES 

OF ALFALFA AND SWEET CLOVER IN ALFALFA. Sci. Agr. 26: 
448-459, illus. 

(245) 	 COTTON, A. D. 
1922. 	 REPORT ON THE OCCURRENCE OF FUNGUS, BACTERIAL AND ALLIED 

DISEASES OF' CROPS IN ENGLAND AND WALES FOR THE YEARS 
1920-21. [Gt. Brit.] Min. Agr. and Fisheries Misc. Pub. 38, 
104 pp. 

(246) 	 Cox, R. S. 
1,950. 	 STEM ANTHRACNOSE OF LIMA BEANS. N. C. Agr. Expt. Sta. 

" 

Tech.Bul. 90, 28 pp., illus. 
(247) 

1954. 	 EFFECT OF TEMPERATURE ON THE DEVELOPMENT OF DOWNY MIL­
DEW OF LIMA BEAN. Phytopathology 44: 325-327. 

http:Sci.Proc.30


205 BEAN DISEASES 

(248) 	 Cox, R. S. and HYRE, R. 
1951. DOWNY MILDEW OF LIMA BEAN: OVERWINTERING OF THE CAUSAL 

ORGANISM, PHYTOPHTHORA PHASEOLI THAXT., IN DELAWARE. 
Peninsula Hort. Soc. [Del.] Trans. (Del. State Bd. Agr. Bul. 
41.) 

(249) 	 and HYRE, R. A. 
1951. OVERWINTERING OF PHYTOPHTHORA PHASEOLI ON INFECTED LIMA 

BEAN PODS IN THE SOIL. U. S. Bur. Plant Indus., Soils, and 
Agr. Engin., Plant Dis. Rptr. 35: 354. [Processed.]

(250) 	 CRAIG, J. 
1892. 	 REPORT OF THE HORTICULTURIST. Canada Expt. Farms Rpt.

1892: 86-113, illus. 
(251) 	 CROSIER, W. 

1943. 	 BAJ,DHEADS IN BEANS, OCCURRENCE AND INFLUENCE ON YIELDS. 
Assoc. Off. Seed Anal. Proc. (1942) 34: 118-123. 

(252) 	 CROSSAN, D. F. 

1953. COMPARATIVE STUDIES ON SPECIES OF ASCOCHYTA FROM OKRA, 
BEAN, AND COTTON IN NORTH CAROLINA. (Abstract) Phyto" 
pathology 43: 469. 

(253) CRUMB, 	S. E., JR., and MCWHORTER, F. P. 
1948. 	 DUSTING BEANS AGAINST APHID VECTORS FAILED TO GIVE ECO­

NOMIC CONTROL OF YELLOW BEAN MOSAIC. U. S. Bur..Plant 
Indus., Soils, and Agr. Engin., Plant Dis. Rptr. 32: 169-171. 
[Processed.] 

(254) 	 CUNNINGHAM, G. H. 

1922. 	 SOME RECENT CHANGES IN THE NAMES OF PLANT-DISEASES. New 
Zeal. Jour. Agr. 24: 37-45. 

(255) 
1943. 	 PLANT DISEASES DIVISION, OWAIRAKA, AUCKLAND. New Zeal. 

Dept. Sci. and Indus. Res. Ann. Rpt. 17: 21-22. 
(256) 

1947. 	 PLANT DISEASES DIVISION. New Zeal. Dept. Sci. and Indus. 
Res. Ann. Rpt. 21: 77-78. 

(257) 	 CUNNINGHAM, H. S. 

1944. LIMA BEAN SEED TREATl\IENT ON LONG ISLAND. Phytopathology
34: 790-798, illus. 

(258) 
1945. 	 SEED TREATlIIENT OF LIMA BEANS ON LONG ISLAND. N. Y. State 

Agr. Expt. Sta. Ann. Rpt. (1943-44) 63: 36. 
(259) 

1947. CONTROL OF DOWNY MILDEW OF LIMA BEANS ON LONG ISLAND. 
N. Y. State Agr. Expt. Sta. Bul. 723, 19 pp., illus. 

(260) and SHARVELLE, E. G. 
1940. 	 ORGANIC SEED PROTECTANTS FOR LIl\IA BEANS. (Abstract) Phy­

topathology 30: 4-5. 
(261) 	 CURZI, .M. 

1931. STUDI su LO "SCLEROTIUl\I ROLFSII." Bol. R. Staz. Pat. Veg. 
(n. s.) 	11: 306-375, illus. 

(262) 	 and BARBAINI, 1\r. 
1927. FUNGI ATERNENSES AD FUNGORUlIl rTALICORlTlIl COGNITIONEl\I 

ALIQUO INCREMENTO AUGENDAM DIGESTI AC DESCRIPTI. 1st. Bot. 
della R. Univ. Pavia Atti. 3: 147-202, illus. 

(263) 	 DA CAMARA, E. DE S. 

1936. 	 CONTRIBUTIONES AD MYCOFLORAM LUSITANIAE. Bot. Agr. 
[LisboaJ 2, Sel'. I (1): 80 pp., ill us. 

(264) 	DANA, B. F. 

1940. 	 OCCURRENCE OF BIG BUD OF TOMATO IN THE PACIFIC NORTHWEST. 
Phytopathology 30: 866-869, illus. 

(265) 
1940. RESISTANCE AND SUSCEPTIBILITY TO CURLY TOP IN VARIETIES OF 

COIIUION BEAN, PHASEOLUS VULGARIS. (Abstract) Phytopath­
ology 30: 786. 



206 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(266) 	 DANA, B. F. 
1941. 	 MORPHOLOGICAL AND ANATOMICAL FEATURES OF PHYLLODY IN 

VARIETIES OF TOMATOES AND BEANS. Phyhtopathology 31: 168­
175, illus. 

(267) 
1942. 	 THE CURLY TOP DISEASE OF VEG.ETABLES IN THE PACIFIC NORTH­

WEST. Oreg. Agr. Expt. Sta. Cir. 278, 5 pp. [Processed.] 
(268) 

1944. 	THE PIONEER BEAN RESISTS CURLY TOP. Seed World 55 (8): 
46-47. 

(269) 
1947. 	 PHYLLODY OF COMMON BEANS, A GRAFT TRANSMISSIBLE DISEASE. 

(Abstract) Phytopathology 37: 360-361. 
(270) and VAUGHAN, E. K. 

1950. 	 EXPERIMENTS IN CONTROL OF WHITE MOLD OF BEANS BY FUNGI­
CIDES APl'LIED AS DUSTS AND SPRAYS. U. S. Bur. Plant Indus., 
Soils, and Agr. Engin., Plant Dis. Rptr. 34: 8-14, illus. 
lProcessed. ] 

(271) 	DAVIS, G. C. 
1897. 	 UEPORT OF THE CONSULTING ENTOMOLOGIST. Mich. State Bd. 

Agr. Ann. Rpt. (1895-96) 35: 135-138. 
(272) 	DEAN, L. L., and HUNGERFORD, C. W. 

1946. A NEW BEAN MOSAIC IN IDAHO. Phytopathology 36: 324-326. 
(273) 	--- and .HUNGERFORD, C. W. 

1954. 	 IDAHO BOUNTIFUL AND GOLDEN GEM: CURLY TOP- AND MOSAIC­
RESISTANT SNAP BEANS. (Abstract) Phytopathology 44: 486. 

(274) 	 DEARNESS, J. 

1928. NEW AND NOTEWORTHY FUNGI.-V. Mycologia 20: 235-246. 


(275) 	 DELACROIX, G. 
1901. 	 LA "GRAISSE" MALADIE BACTERIENNE DES HARICOTS. Inst. Nat!. 

Agron. Paris, Ann. (1897-1900) 16: 151-160. 
(276) 	DESLANDES, J. A. 

1944. 	 OBSERVACOES FITOPATOLOGICAS NA AlIIAZONIA. Brazil Min. Agr. 
Bol. Fitossan. 1: [197]-242, illus. 

(277) 	 DESMAZIERES, J. B. H. J. 
1843. 	 DlXlEME NOTICE SUR QUELQUES l'LANTES CRYPTOGAMES J.A PLU­

PART INElDlTESRECEMMENT DECOUVERTES EN FRANCE,ET QUI 
VONT PARAITRE EN NATURE DANS LA COLLECTION PUBLIEE PAR 
L'AUTEUR. Ann. des Sci. Nat. (Ser. 2)19: 335-373. 

(278) 	DEY, P. K­
1919. 	 STUDIES IN THE PHYSIOLOGY OF PARASITISM : V. INFECTWN BY 

COLLETOTRICHUM LINDEMUTHIANUM. Ann Bot. [London] 33: 
305-312, illus. 

(279) 	 DEZEEUW, D. J., and ANDERSEN, A. L. 
1953. LIMA BEAN SEED TREATMENT TRIALS IN MICHIGAN, 1951-52. 

U. S. Bur. Plant Indus., Soils, and Agr. Engin., Plant Dis. 
Rptr. 37: 69-70. [Processed.] 

(280) 	 DIACHUN, S., and VALLEAU, W. D. 
1946. 	 GROWTII AND OVERWINTERING OF XANTHOMONAS VESICATORIA IN 

ASSOCIATION WITH WHEAT ROOTS. Phytopathology 36: .277­
280. 

(281) 	 DICKSON, B. T. 
1922. 	 PLANT DISEASES OF l!121 IN QUEBEC. Quebec Soc. Protect. 

Plants Ann. Rpt. (1921-22)14: 52-58, illus. 
(282) 

1922. 	 STUDIES CONCERNING MOSAIC DISEASES. MacDonald Col. [Mc­
Gill Univ.] Tech.Bul. .2, 125 pp., illus. 

(283) 	DIEDICKE, H. 

1911. DIE GATTUNG I'HOMOPSIS. Ann. Mycol. 9: 8-35, illus. 


(284) 	DIMOND, A. E., STODDARD,E. M., and CHAPMAN, R. A. 
1952. 	 CHEMOTHERAPEUTIC INVESTIGATIONS ON THE COMMON BACTER­

IAL BLIGHT OF BEANS. Phytopathology 42: 72-76. 
(285) 	DIPPENAAR, B. J. 

1943. 	 THE CON'fROL OF DEFICIENCY DISEASES IN PLANTS. Farming in 
So. Africa 18: 189"':194, illus. 



207 BEAN DISEASES 

(286) 	 DOIDGE, E. M. 
1919. 	 THE BACTERIAL BLIGHT OF BEANS: BACTERIUM PHASEOLI ERW. 

SM. SO. African Jour. Sci. 15: 503-505. 
(287) 

1924. 	 A PRELIMINARY CHECK LIST OF PLANT DISEASES OCCURRING IN 
SOUTH AFRICA. SO. Africa Bot. Survey Mem. 6, 56 pp.

(2R8) 
1926. 	 A PRELIMINARY STUDY OF THE SOUTH AFRICAN RUST FUNGI. 

:Bothalia 2: 1-228, ilIus. 
(289) and BOTTOMLEY, A. M. 

1931. 	 A REVISED LIST OF PLANT DISEASES OCCURRING IN SOUTH AFRICA. 
1931. So. Africa Bot. Survey Mem. 11, 78 pp.

(290) 	 DOOLITTLE, S. P., and ZAUJ\IEYER, W. J. 
1953. 	 A PEPPER RINGSPOT CAUSED BY STRAINS OF CUCUMBER MOSAIC 

VIRUS FROM PEPPER AND ALFALFA. Phytopathology 43: 333­
337. 

(291) 	 DOWN, E. E., and THAYER, J. W., JR. 
1938. 	 THE MICHELITE BEAN. Mich. Agr. Expt. Sta. Spec. Bul. 295, 

23 pp., ilIus. 
(292) 	DOWSON, W. J. 

1923. PLANT DISEASES. Kenya Colony Dept. Agr. Ann. Rpt. 1919­
20: 79-93. 


(29H) 

1932. 	 NOTES ON SOME BACTERIAL PLANT DISEASES IN TASMANIA. 

Jour. Pomol. and Hort. Sci. 10: 301-305. 
(294) 

1939. ON THE SYSTEMATIC POSITION AND GENERIC N....MES OF THE 
GRAM-NEGATIVE BACTERIAL PLANT PATHOGENS. Zenthl. f :Bakt. 
[etc.], Aht. II, 100: [177J-'193. 

(295) 	 DOYER, L. C. 
1941. DE BETEEKENIS VAN HET ZAAD ALS OVERBRENGER VAN ZIEKTEN 

EN PLAGEN IN GROENTEGEWASSEN. Tijdschr. over Plantenziek­
ten 47: 14-24, illus. 

(296) 	DRAKE, V. C. 
1943. COllU'ARISON OF YIELD IN SNAP BEANS BETWEEN NORMAL AND 

CERTAIN TYPES OF ABNORMAL PLANTS. Assoc. Off. Seed Anal. 
Proc. (1945, 1946) 36: 164-172. 

(297) 	DRAYTON, F. L. 
1926. A SUMMARY OJ.' THE PREVALENCE OF PLANT DISEASES IN THE 

DOMINION OF CANADA 1920-1924. Canada Dept. Agr. Bul. (n.
s.) 71, 88 pp. 

(298) 	 DRECHSLER, C. 
1930. SOME NEW SPECIES OF PYTlIIUM. Wash. Acad. Sci. Jour. 20: 

398-418. 
(299)-­

1952. BEAN STEM ROT IN MARYLAND AND DELAWARE! CAUSED BY SEV­
ERAL PYTHIUM SPECIES. U. S. Bur. Plant Indus., Soils, and 
Agr. Engin., Plant Dis. Rptr. 36: 13. [Processed.] 

(300) 	DUGGAR, B. M. 
1909. 	 FUNGOUS DISEASES OF l'LANTS. 508pp., illus. New York and 

Boston. 
(301) 

1916. 	 THE TEXAS ROOT ROT FUNGUS AND ITS CONIDIAL STAGE. Mo. 
Bot. Gard. Ann. 3: 11-23, ilIus. 

(302) 	 and STEWART, F. C. 
1901. THE STERILE FUNGUS RHIZOCTONIA AS A CAUSE OF PLANT DIS­

EASES IN AMERICA. N. Y. (Cornell) Agr•.Expt. Sta. Bul. 
186, pp. 51-76, illus. 

(303) 	 DUHAMEL, H. L. 
1728. EXPLICATION PHYSIQUE D'UNE MALADIE QUI FAIT PERIR PLUSI­

EURES PLANTES DANS LE GATINOIS ET PARTICULIERMENT LE 
SAFRON. [Paris] Acad. des Sci. Compt. Rend. 1728: 100-112,
illus. 



208 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(304) 	DUNDAS, B. 

(305) 

(306) 

(307) 

(308) 

(309) 

(310) 

(311) 

(312) 

(313) 

(314) 

(315) 

(316) 

(317) 

(318) 

(319) 

(320) 

(321) 

(322) 

1934. 	 GROWING POWDERY MILDEW ON DETACHED BEAN LEAFLETS AND 
BREEDING FOR RESISTANCE. (Abstract) Phytopathology 24: 
1137. 

1936. 	 INHERITANCE OF RESISTANCE TO POWDERY MILDEW IN BEANS. 
Hilgardia 10: 241-253. 

1941. 	 FURTHER STUDIES ON THE INHERITANCE OF RESISTANCE TO, 
POWDERY MILDEW OF BEANS. Hilgal'dia 13: 551-565. . 

1942. 	 BREEDING BEANS FOR RESISTANCE TO POWDERY MILDEW AND 
RUST. (Abstract) Phytopatholcgy 32: 828. 

1948. MUTATION IN BEAN RUST UREDOSPORES IN COLD STORAGE. 
(Abstract) Phytopathology 38: 914. 

and SCOTT, G. W. 
193!1. PHYSIOLOGIC STRAINS OF BEAN RUST. Phytopathology 29: 

820-821. 
Du PORTE, E. M. 

1914. THE DOWNY MILDEWS. Quebec Soc. Protect. Plants Ann. Rpt. 
(1913-14) 6: 33-38, illus. 

EASTMAN, J. W. 
1939-40. REPORT OF PLANT PATHOLOGIST. British Colombia Dept. Agr. 

Ann. Rpt. (1938) 23: L42-L48; (1939) 24: B56-B61. 

1943. REPORT OF PROVINCIAL PLANT PATHOLOGIST. Brit. Columbia 
Dept. Agr. Ann. Rpt. 1943: R59-R63. 

EATON, E. D., and KING, C. J. 
1934. 	 A STUDY OF THE COTTON ROOT-ROT FUNGUS (PHYMATOTRICHUM 

OMNIVORUM) IN THE SOIL BY THE CHOLODNY METHOD. J OUl'. 
Agr. Res. 49: 1109-1113, illus. 

EATON, F. M., MCCALLUM, R. D., and MAYHUGH, M. S. 
1941. 	 QUALITY OF IRRIGATION WATERS OF THE HOLLISTER AREA OF 

CALIFORNIA WITH SPECIAL REFERENCE TO BORON CONTENT AND 
ITS EFFECT ON APRICOTS AND PRUNES. U. S. Dept. Agr. Tech. 
Bul. 746, 59 pp., illus. 

EDGERTON, C. W . 
.1910. THE BEAN ANTHRACNOSE. La. Agr. Expt. Sta. Bul. 119, 55 pp., 

illus. 

J 915. 	 EFFECT m' TEMPERATURE ON GLOMERELLA. Phytopathology 5: 
247-259, illus. 
and MORELAND, C. C. 

1913. 	 THE BEAN BLIGHT AND PRESERVATION AND TREATMENT OF BEAN 
SEED. La. Agr. Expt. Sta.Bul. 139, 43 pp., iIlus. 
and MORELAND, C. C. 

1916. 	 EXPERIMENTS ON VARIETAL RESISTANCE TO THE BEAN AND COT­
TON ANTHRACNOSE DISEASES. La. Agr. Expt. Sta. Bul. 155, 
24 pp., illus. 

EDSON, H. A., and WOOD, J. I. 
1937. CROP LOSSES FROM PLANT DISEASES IN THE UNITED STATES IN 

1936. U. S. Bur. Plant Indus., Plant Dis. Rptr. Sup. 100: 
47-79. [Processed.] 
and WOOD, J. I. 

1939. 	 CROP LOSSES FROM PLANT DISEASES IN THE UNITED STATES IN 
1938. U. S. Bur. Plant Indus., Plant Dis. Rptr Sup. 118: 
85-118. [Processed.] 

ELLIOTT, C. 
1951. MANUAL OF BACTERIAL PLANT PATHOGENS. 186 pp. Waltham, 

Mass. 
ELLIS, D. E. 

1952. ASCOCHYTA LEAF SPOT OF BEAN IN NORTH CAROLINA. U. S. Bur. 
Plant Indus., Soils, and Agr. Engin., Plant Dis. Rptr. 36: 12. 
[Processed.] 



209 BEAN DISEASES 

(323) 	 ELLIS, D. E. and Cox, R. S. 
1950. 	 CONTROL STEM ANTHROCNOSE OF LIMA BEANS. N. C. Agr. 

Expt. Sta. Spec. Cir. 11, 10 pp., illus. 
(324) 	 ELLIS, J. B. 

1881. 	 NEW SPECIES OF NORTH AMERICAN FUNGI. Torrey Bot. Club 
Bul. 8: 64-66 

(325) 	 and EVERHART, B. M. 
1885. THE NORTH AMERICAN SPECIES OF GLOEOSPORlUM. Jour. Mycol. 

1: 109-120. 
(326) and EVERHART, B. M. 

1893. 	 NEW SPECIES OF NORTH AMERICAN FUNGI FROM VARIOUS LOCALI­
TIES. Acad. Nat. Sci. Phila. Proc. 1893: 128-172. 

(327) and EVERHART, B. M. 
1894. 	 NEW SPECIES OF FUNGI FROM VARIOUS LOCALITIES. Acad. Nat. 

Sci. Phila. Proc. 1894: 322-386. 
(328) and MARTIN, G. B. 

1882. 	 GENERAL NOTES: BOTANY. NEW SPECIES OF NORTH AMERICAN 
FUNGI. Amer. Nat. 16: 1001-1004. 

(329) 	 ELMER, O. H. 
1925. 	 TRANSMISSIBILITY AND PATHOLOGICAL EFFECTS OF THE MOSAIC 

DISEASE. Iowa Agr. Expt. Sta. Res. Bul. 82, pp. 38-91. 
(330) 	 ELROD, R. P., and BRAUN, A. C. 

1947. 	 SEROLOGICAL STUDIES OF THE GENUS XANTHOI\IONAS. III. THE 
XANTHOl\lONAS VASCULARUM AND XANTHOMONAS PHASEOLI 
GROUPS; THE INTERlIfEDIA'l'E POSITION OF XANTHOl\lONAS CAMP­
ESTRIS. Jour. Bact. 54: 349-357. 

(331) 	 ENDO, S. 
1931. 	 THE HOST PLANTS OF HYPOCHNUS CENTRIFUGUS (LEV.). TUL. 

EVER RECORDED IN JAPAN. Tottori Nogaku-Kwaiho (Tottori 
Soc. Agr. Sci. Trans.) 3: 254-270, illus. 

(332) 	 ENXEN, V. B. 
1939. 	 THE SUSCEPTIBILITY OF BEANS TO BACTERIAL DISEASES SELECTION 

AND SEED GROWING. Selek. i. Semen. 9: 17-20. [In Russian.]
(333) 	 FAJARDO, T. G. 

1930. 	 STUDIES ON THE lIIOSAIC OF Tim BEAN (PHASEOLUS VULGARIS L.) 
Phytopathology 20: 469-494, illus. 

(334) 
1930. 	 STUDIES ON THE PROPERTIES OF THE BEAN-MOSAIC VIRUS. Phy­

topathology 20: 883-888. 
(335) and MENDOZA, J. M. 

1935. 	 STUDIES ON THE SCLEROTIUM ROLFSII SACCo ATTACKING TOMATO, 
PEANUTS, AND OTHER PLANTS IN THE PHILIPPINES. Philippine 
Jour. Agr. 6: 387-424, illus. 

(336) 	 FARIS, J. A. 
1923. 	 ENFERMEDADES DE LOS PRODUCTOS DB VALOR ECONOMICO. Rev. 

de Agr. y Com. [Dominican Repub.] 17: 177-187. 
(337) 	 FAROO.QUI, H. M., and MCCOLLUM, J. P. 

1954. 	 RELATION OF MORPHOLOGICAL STRUCTURE AND DF:VELOI'l\IENT TO 
SEED COAT RUPTURE IN BEANS (PHASEOLUS VULGARIS L.). ArneI'. 
Soc. Hort. Sci. Proc. 63: 333-341, illus. 

(338) 	 FAWCETT, H. S. 
1929. 	 NEMA'rospORA ON POMEGRANATES, CITRUS, AND COTTON IN CALI­

FORNIA. Phytopathology 19: 479-482, illus. 
(339) 	 FEDER, W. A., and ARK, P. A. 

1951. 	 WILT-INDUCING POLYSACCHARIDES DERIVED FROM CROWN-GALL, 
BEAN-BLIGHT, AND SOFT ROT BACTERIA. Phytopathology 41: 
804-808. 

(340) 	 FEIGINSON, N. 
1936. 	 AN INVESTIGATION ABOUT CROPS SUSCEPTIBLE TO VIRUS DISEASES, 

GEOGRAPHICAL DISTRIBUTION AND INJURY OF VIRUSES. Lenin. 
Acad. Agr. Sci. Inst. Plant Protect., Sum. Sci. Res. Work 
Inst. Plant Protect. 1935: 505-507. 

(341) 	 FELBER, I. M., and HAMNER, C. L. 
1948. 	 CONTROL OF MILDEW ON BEAN PLANTS 8Y MEANS OF AN ANTI­

BIOTIC. Bot. Gaz. 110: :;124-325. 



210 	 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(342) 	FERNGW, K. H. 
1925. INTERSPECIFIC TRANSMISSION OF MOSAIC DISEASES· OF PLANTS. 

N. Y. 	 (Cornell) Agr. Expt. Sta. Mem. 96, 34 pp., mus. 
(343) 	 FERRARIS, T. 

1909. 	 OSSERVAZIONI l\I1COLOGICHE su SPECIE DEL GRUPPO HYPHALES 
(HYPHOl\IYCETAE). Ann. Mycol. 7: 273-286, mus. 

(344) 	 FISCHER, W. 
1919. 	 DIE BRENNFLECKENKRANKHEIT DER BOHNEN. Fiihling's Landw. 

Ztg. 68: 241-259. 
(345) 	 FISH, S., and PUGSLEY, A. T. 

1936. 	 HALO BLIGHT OF BEANS. CONTROL BY RESISTANT VARIETIES. 
Victoria Dept. Agr. Jour. 34: 278. 

(346) 	 FISHER, H. H. 
1952. 	 NEW 1'IIYSIOLOGIC RACES OF BEAN RUST (UROlllYCES PHASEOLI 

TYPICA). U. S. Bur. Plant Indus., Soils, and Agr. Engin., 
Plant Dis. Rptr. 36: 103-105. [Processed.] 

(347) 	 FOUGEROUX DE BONDAROY, A. D. 
1785. 	 PRElIIIER MEMomE, SUR LA SAFRAN. [Paris] Acad. des Sci. 

Compt. Rend. 1782: 89-105. 
(348) 

1785. 	 SECOND MElIIomE, SUR LA MALADIE DU SAFRAN. CONNUS SOUS 
LE NOM DE TAEON. [Paris] Acad. des Sci. Compt. Rend. 
1782: 105-112. 

(349) 	FRANDSEN, N. O. 
1952. 	 UNTERSUCHUNGENZUR vmUSRESISTENZziiCHTUNG BEl PHASEO­

LUS VULGARIS L. Ztschr. f. Pflanzenzucht. 31: 381-420, illus. 
(350) 

1953. 	 ZUR PHYSIOLOGISCHEN SPEZIALISIERUNG VON COLLETOTRICHUM 
LINDElIIUTHIANUM (SACC. & MAGN.) BRI. & CAY. Ztschl'. f. 
Pflanzenkrank. 60: [113 ]-125, mus. [English summary, p. 
125.] 

(351) 	 FRANK, B. 
1883. 	 UBER EINEGE NEUE UND WENIGER BEKANNTE PFLANZENKRANK­

HEITEN. Landw. Jahrb. 12: 511-539, mus. 
(352) 	 FRAZIER, W. A. 

1949. 	 NEWER METHODS IN THE RAPID DEVELOPMENT OF DISEASE RE­
SISTANT YEGETABLES. In Survey of Biological Pl'ogress, Vol. 
1,. pp. 281-311. New York. 

(353) aTld HENDRIX, J. W. 
1949. 	 HAWAIIAN WONDER. NEW RUST R~;SISTANT POLE GREEN BEAN. 

Hawaii Agl'. Expt. Sta. Cir. 28, 7 pp., illus. 
(354) HENDRIX, J. W., and KIKUTA, K. 

1948. 	 BREEDING RUST RESISTANT POLE GREEN BEANS FOR HA WAil. 
Amer. Soc. Hort. Sci•.Proc. 51: 468-470. 

(355) 	 FREITAG, J. H., and SEVERIN, H. H. P. 
1936. 	 ORNAMENTAL FLmVERING PLANTS EXPERIMENTALLY INFECTED 

WITH CURLY TOP. Hilgardia 10: 263-302, mus. 
(356) 	 FREZZI, M. J. 

1950. 	 LAS ESPECIES DE "PHYTOPHTHORA" EN LA ARGENTINA. Rev. de 
Invest. Agr., Argentina 4: 47-133, mus. 

(357) 	FRIES, E. M. 
1846-49. 	SUl\ll\fA VEGETABILIUM SCANDINAVIAE. 2 v. in I. Stockholm, 

Sweden, and Leipzig, Germany. 
(358)FROl\lME, F. D. 

1917. 	 PLANT DISEASES IN VIRGINIA. Va. Agr. Expt. Sta. Ann. Rpt. 
1915-16: 187-192, illus. 

(359) 

1924. THE RUST OF COWPEAS. Phytopathology 14:67-79, illus. 


(360) and WINGARD, S. A. 
1918. 	 BEAN RUST: ITS CONTROL THROUGH THE USE OF RESISTANT YA­

RIETIES. Va. Agr. Expt. Sta. Bul. 220, 18 pp., illus. 
(361) 	 and WINGAlW, S. A. 

1921. VARIETAL SUSCEPTmIL1TY OF BF'..ANS TO RUST. Jour. Agr. Res. 
21: 385-404, UlUl, 



211 BEAN DISEASES 

(362) 	FRY, P. R. 
1952. 	 OCCURRENCE OF LUCERNE-MOSAIC VIRUS IN NEW ZEALAND. New 

Zeal. Jour. Sci. and Technol., Sec. A, 34: 320-326, iIlus.
(363) 

1953. 	 TWO VIRUS DISEASES OF GLADIOLUS. New Zeal. Jour. Sci. and 
Technol., Sect. A, 34: 460-464, illus. 

(364) 	 FUCKEL, L. 
1869-70. SYlIfBOLAE IIfYCOLOGICAE. BEITRAGE ZUR KENNTNISS DER 

RHEINISCHEN PILZE. Nassau. Vel'. f. Naturk. Jahrb. 23-24: 
1-459, illus. 

(365) 	 FUKUSI, T. 
1939. THE RELATION OF APHIDS TO THE TRANSIIHSSION OF LEGUME 

MOSAICS (2). Soc. Agr. and Forestry Jour., Sapporo, 30: 
399-418. rln Japanese. English summary, pp. 417-418.]

(366) 	 FULTON, H. R. 
1908. 	 DISEASES OF PEPPER AND BEANS. La. Agr. Expt. Sta. Bul. 101,

21 pp., illus. 
(367) 	FULTON, J. P. 

1950. 	 STUDIES ON STRAINS OF CUCUMBER VIRUS 1 FROM SPINACH. 
Phytopathology 40: 729-736. 

(368) 
1952. A TOBACCO NECROSIS VIRUS ASSOCIATED WITH STRAWBERRY 

PLANTS. U. S. Bur. Plant Indus., Soils, and Agr. Engin., 
Plant Dis. Rptr. 36: 313-314. [Processed.]

(369) 	 FULTON, R. W. 
1948. 	 HOSTS OF THE TOBACCO STREAK VIRUS. Phytopathology 38: 

421-428, illu~. 
(370) 

1950. 	 VARIANTS OF THE TOBACCO NECROSIS VIRUS IN WISCONSIN. Phy­
topathology 40: 298-305, illus. 

(371) 
1952. 	 MECHANICAL TRANSMISSION AND PROPERTIES OF ROSE MOSAIC 

VIRUS. Phytopathology 42: 413-416, illus.
(372) 	 GADD, C. H. 

1927. 	 ROOT DISEASES OF' ECONOMIC CROPS. Trop. Agr. [Ceylon] 68: 
363-370. 

(373) 	 GALACUYAN, R. 
1936. BACTERIOSIS OF BEANS, THEIR NOXIOUSNESS, DISTRIBUTION, AND 

WAYS OF INFECTING. Lenin Acad. Agr. Sci. Inst. Plant Pro­
tect., Sum. Sci. Res. Work Inst. Plant Protect. 1935: 513-515.

(374) 	 GALLOWAY, B. T. 
1889. NOTES: POWDERY MILDEW OF TIlE BEAN. Jour. Mycol. 5.: 214­

216. 
(375) 	 GARCIA, R. G., and STEVENSON, J. A. 

1942. LA FLORA FUNGOSA PERUANA. LISTA PRELIIIUNAR DE HONGOS QUE 
ATACAN A LAS PLANTAS EN EL PERU. Lima, Peru, Estac. Expt. 
AgL·. de La :Molina, 112 pp.

(376) 	 GARDNER, :M. W. 
1924. 	 INDIANA PLANT DISEASES 1921. Ind. Acad. Sci. Proc. 33, Ann. 

Rpt. (19~3) 39: 163-201, HIus. 
(377) 

1924. 	 A NATIVE WEED HOST FOR BACTERIAL BLIGHT OF BEAN. (Phyto­
path. note) Phytopathology 14: 341. 

(378) 	 and KENDRICK, J. B. 
1923. BACTERIAL SPOT OF COWPEA. Science 57: 275. 

(379) 	 and KENDRICK, J. B. 
1925. BACTERIAL SPOT OF COWPEA AND LIMA BEAN. Jour. Agl'.Res.

31: 841-863, illus. 
(380) 	 GARMAN, P. 

1915. SOllIE PORTO RICAN l'ARASITIC FUNGI. l\fycoJogia 7: 333-340, 
illus. 

(381) 	 GARZA, MARIA DE LOS ANGELES MELENDEZ DE LA. 
1951. 	 REACCION DEFRIJOL EN MEXICO A TRES RAZAS DE COLLETO­

TRICHUM LINDEIIIUTHIANUM. Mex. Sec. de Agr. y Ganaderia 
Fo!. Tec. 9, 29 pp., illus. [English summary, p. 29.J 



212 

(382) 

(383) 

(384) 

(385) 

(386) 

(387) 

(388) 

(389) 

(390) 

(391) 

(392) 

(393) 

(394) 

(395) 

(396) 

(397) 

(398) 

(399) 

(400) 

(401) 

TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

GASSNER, G. 
1909. ALGUNAS OBSERVACIONES SOBRE EL "POLVILLO" DE LOS POROTOS 

(UROMYCES APPENDICULATUS). Rev. Secc. Agron. Univ. Mon­
tevideo (1908) 4: 125-129, illus. 

GEORGIA EXPERIMENT STATION. 
1942. BOTANY. Ga. Expt. Sta. Ann. Rpt. (1941-42) 54: 68-75. 

[1945.] BOTANY. Ga. Exp. Sta. Ann. Rpt. (1944-45) 57: 48-58. 
GIDDINGS, N. J. 

1938. STUDIES OF SELECTED STRAINS OF CURLY TOP VIRUS. Jour. Agr. 
Res. 56: 883-894, illus. 

1944. ADDITIONAL STRAINS OF THE SUGAR-BEET CURLY TOP VIRUS. 
Jour. Agr. Res. 69: 149-157, iIlus. 

GILBERT, B. E. 
1934. NORMAL CROl'S AND THE SUPPLY OF AVAILABLE SOIL MANGANESE. 

R. I. Agr. Expt. Sta. Bul. 246, 15 pp. , 
GILL, G. A. 

1930. PLANT DISEASES OF THE VEGETABLE GARDEN. Union of So. 
Africa Dept. Agr. Bul. 84: 21-29. 

GOIDANICH, G., and CAl\UCI, L. 
1946. 	 UN PARASSITA l\UCROSCLERozrALE, DEL TrI'O SCLEROTIUM (RHr­


ZOCTONIA) BATATICOLA TAUB., I'RESENTE IN ITALIA. Ricera 

Sci. [Roma] 16: 1655-1661, iIlus. 

and CAIIlICI, L. 


1947. DIFFUSIONE E DANNOSITA DELLA l\lACROI'1I0!lIINA I'HASEOLlNA 

(TASSI) G. GOID. ESISTENTE QUALE POLIFAGO PARASSITA IN 

ITALIA. Al111. della Spero Agr. 3: [485]-520, iIlus. [English 

summary, pp. 516-517.] 


Goss, R. W. 

1940. THE RELATION OF TEMP~~RATURE TO COMMON AND HALO BLIGHT 


OF BEANS. Phytopathology 30: 258-264, iIlus. 

Goss, W. L. 


1935. MECHANICAL INJURY IN FORDI-IOOK LIMA BEANS. Calif. Dept. 

Agr. Mo. Bul. 24, pp. 297-300, illus. 


GRAHAM, R. W. 

1949. 	 PRELIMINARY STUDIES ON THE USE OF INSECTICIDES FOR CON­


TROLLING COLORADO RED NODE. (Abstract) Colo.-Wyo. Acad. 

Sci. Jour. 4 (1): 40-41. 


GRAINGER, 	J. 

1930. THE Al'I'EARANC1'; OF BEAN MOSAIC IN ENGLAND. Leeds Phil. 


and Lit. Soc. Proc. 2: 1-32, iIIus. 

GRAM, E. 


1933. I'LANn~SGGDOMME I DENMARK 1 !l:l2. OVERSIGT, SAMLET VED 

STATENS l'LANTENI'A1'OLOGISKE FORSG. Tidsskr. for Planteavl 

39: 453-506, iIIm:. [English summary, pp. 505-506.] 


GRAY, R. A. 

1955. 	 ACTIVITY OF AN ANTIVIRAL Am~NT FROM NOCARDIA ON TWO 


VIRUSES IN INTACT PLANTS. Phytopathology 45: 281-285. 


1955. 	 INCREASIN(: THE EFFECTIVENESS OF STREPTOMYCIN AGAINST THE 

COMMON BLIGHT OF BEANS WITH GLYCERIN. U. S. Agr. Res. 

Serv., Plant Dis. Rptr. 39: 567-568. [Processed.] 


1956. INCREASING THE ABSORPTION OF STREPTOMYCIN BY LEAVES AND 

FLOWERS WITH GLYCEROL. Phytopathology 46: 105-111. 


GROGAN, R. G., and WALKER, J. C. 

1948. 	 INTERRELATION OF BEAN VIRUS 1 AND BEAN VIRUS 2 AS SHOWN 


BY CROSS-PROTECTION TESTS. Phytopathology 38: 489-493. 

and WALKER, J. C. 


1948. 	 A POD-DISTORTING STRAIN OF TIlE YELLOW MOSAIC VIRUS OF 

BEAN. Jour. Agr. Res. 77: 301-314, mus. 

and WALKER, J. C. 


1948. 	 THE RELATION OF COMMON MOSAIC TO BLACK ROOT OF BEAN. 

Jour. Agr. Res. 77: 315-331, illus. 


i 



213 BEAN DISEASES 

(402) 	 GROVES, J. W., and SKOLKO, A. J. 
1944. 	 NOTES ON SEED-BORNE FUNGI I. STEMPIH"LIU!II. Canad. Jour. 

Res. Sect. C, Bot. Sci. 22: 190-199, illus. 
(403) 	 GRU!IIMER, G., and MACH, F. 

1955. DIE BEHANDLUNG BRENNFLECKENKRANKER BOHNEN MIT PATU­
LIN UND STREPTOMYCIN. Zentbl. f. Bakt., Abt. 2, 108: 449­
664., illus. 

(404) 	 Gussow, H. T. 
1922. 	 BEAN MOSAIC. Canada Expt. Farms, Div. Bot. Interim Rpt. 

1921-22: 26-'-27. 
(405) 	 GUPTA, B. M., aJld PRICE, W. C. 

1950. 	 PRODUCTION OF PLANT VIRUS INHIBITORS BY FUNGI. Phyto­
pathology 40: 642-652. 

(406) 	 HADORN, C. 
1944. 	 BOHNENKRANKln~ITEN UND BEKAlIlPFUNGSVERSUCHE linT SAAT­

BEIZlInTT~~LN. Forsch-Ergebn. Gartenb. 4: 3-33, illus. 
(407) 	HAHNE, H. 

1942. BEITRAGE ZUR FRAGE DER BEKAlIIPFUNG DER DURCH PSEUDOlllONAS 
lIIEDICAGINIS "AR. PHASEOLICOLA BURKH. VERURSACHTEN FETT­
FLECKENKRANKHEIT DER BOHNE. Angew. Bot. 24: 31-61. 

(408) 	 HAGEDORN, D. J. 
1950. 	 A CUCUMBER VIRUS STRAIN WITH A WIDE LEGUMINOUS HOST 

RANGE. (Abstract) Phytopathology 40: 11. 
(409) 

1951. 	THE REACTION OF PERFECTION-TYPE PEAS TO WISCONSIN BEAN 
VIRUS 2 ISOLATES FROM PEA. Phytopathology 41: 494-498. 

(410) and WALKER, J. C. 
1950. 	 THE RELATION OF BEAN VIRUS 2 TO PEA MOSAIC IN WISCONSIl'\. 

Phytopathology 40: 684-698, illus. 
(411) 	HAHMANN, C. 

1932. 	 ABTEILUNG FUR PFLAl'\ZENSCHUTZ. Hamburg lnst. f. Angew. 
Bot. Jahl'esber. 1931: 74-98, ill us. 

(412) 	HAIGH, J. C. 
1928. MACROPHOlllINA PHASEOLI (lIIAUBL.) ASHBY. THE PYCNIDIAL 

STAGE OF RHIZOCTONIA BATATICOLA (TAUB). BUTLER. Trop. 
Agr. [Ceylon] 70: 77-79, illus. 

(413) 
1930. lIIACROPHOlllINA PHASEOLI (lIIAUBL.) ASHBY AND RHIZOCTONIA 

BATATICOLA (TAUB.) BUTLER. Peradeniya, Ceylon Roy. Bot. 
Gard. Ann. 11: 213-249, illus. 

(414) 	 HALLOCK, H. C. 
1946. 	 BEET LEAFHOP.PER SELECTION OF BEAN VARIETIES AND ITS RELA­

TION TO CURLY TOP. Jour. Econ. Ent. 39: 319-325, illus. 
(415) 	 HALSTED, B. D. 

1892. 	 THE ANTHRACNOSE OF THE BEAN-RElIIEDY SUGGESTED. N. J. 
Agr. Expt. Sta. Ann. Rpt. (1891) 12: 284-287, mus. 

(416) 
1892. 	 ANTHRACNOSE OF SOLANACEOUS FRUITS. N. J. Agr. Expt. Sta. 

Ann. Rpt. 13: 330-333, ill us. 
(417) 

1892. A BACTERIUM OF PHASEOLUS. N. J. Agr. Expt. Sta. Ann. Rpt. 
13: 283-285, iIIus. 

(418) 
1892. LIlIIA B~~AN DISEASES. N. J. Agr. Expt. Sta. Ann. Rpt. (1891)

12: 287. 
(419) 

1893. 	 IDENTITY OF ANTHRACNOSE OF' THE BEAN AND WATERlIIELON. 
Torrey Rot. Club Bul. 20: 246-250, illus. 

(420) 
1896. 	 EXPERIMENTS WITH BEANS. N. J. Agr. Expt. Sta. Ann. Rpt. 

(1895) 16: 283-292, illus. 
(421) 

1901. 	 BEAN DISEASES AND THEIR REMEDIES. N. J. Agr. Expt. Sta. 
Bul. 151, 28 pp., iIlus. 



214 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(422) 	HALSTED, B. D. 
1895. 	 FIELD EXPERIMENTS WITH FUNGICIDES ON BEANS. N. J. Agr. 

Expt. Sta. Bul. 108, pp. 24-30. 
(423) 	HAMlIfARLUND, C. 

1933. 	 BEITRAGE ZUR KENNTNIS DER MIKROMYCETENFLORA DER PROVINZ 
SKANE (SCHONEN). Al'kiv for Bot, v. 25, No.3, 126 pp., 
iIlus. 

(424) 	 HANSEN, H. N. 
1929. 	 ETIOLOGY OF THE l'INK-ROOT DISEASE OF ONIONS. Phytopathol­

ogy 19: 691-704, iIlus. 
(425) 	 HANSFORD, C. G. 

1929. 	 ANNUAL R~}I'ORT OF THE GOVERNMENT MYCOLOGIST. Uganda 
Dept. Agr. Ann. Rpt. 1928: 46-47. 

(426) 
1937. 	 ANNOTAT~JD HOST LIST OF UGANDA PARASITIC FUNGI AND PLANT 

DISEASES-PART n. East African Agr. Jour. 2: 498-504. 
(427) 

1937. 	 ANNOTAUJD HOST I,IST O~' UGANDA PARASITIC FUNGI AND PLANT 
DISEASES-I'ART III. East African Agr. Jour. 3: 79-84. 

(428) 	HANSON, E. W. 
1938. 	 l'AUASITISM AND PHYSIOLOGIC SPECIALIZATION IN FOl\IES LIG­

NOSUS. (Abst1:act) Phytopathology 28: 8. 
(429) 	 HARDENBURG, E. V., and ETO, VlT. H. 

1948. 	 THE UOL}J OF SNAKEHEAD PLANTS IN BEANS. Amer. Soc. Hort. 
Sci. Proc. 51: 486-492, illus. 

(430) 	HARRISON, A. L. 
H)35. 	 MOSAIC OF THE REFI'GEE BEAN. N. Y. State Agr. Expt. Sta. 

Bul. 656, 19 pp., ill ,IS. 
(431) 

1935. 	 THF, PHYSIOLOGY OF BEAN MOSAIC. N. Y. State AgL·. Expt. 
Sta. Tech. Bul. 235, 48 pp., illus. 

(432) 
1935. 	 TRANSMISSION OF BEAN MOSAIC. N. Y. State Agr. Expt. Sta. 

Tech. Bul. 236, 19 pp., illus. 
(433) and BURKHOLDER, W. H. 

193(i. 	 CANNING BI~AN DISEASES IN NEW YORK IN l!l!lfi. U. S. Bur. 
Plant Indus., Plant Dis. Rptr. 20: 290-291. [Processed.] 

(434) HORSFALL, J. G., and BURKHOLDER, W. H. 
1932. 	 DISEASES OF CANNING BEANS IN NEW YORK. U. S. Bur. Plant 

Indus., Plant Dis. Rptr. 16: 164-'166. [Processed.] 
(435) 	HARRISON, F. C., and BARLOW, B. 

1904. 	 SOME BACTERIAL DISEASES OF PLANTS PRE\'ALENT IN ONTARIO. 
Ontario Agr. Col. and Expt. Farm Bul. 136, 20 pp., illus. 

(436) 	HARRISON, K. A. 
1925. 	 PRELIMINARY REPORT ON A DISF,ASFJ OF COl\IMON BEAN. Quebec 

Soc. Protect. Plants Ann. Rpt. (1924-25) 17: 62-69, iIlus. 
(437) 	 HARTER, L. L. 

1916. 	 STORAGE ROTS OF ECONOl\IIC AROIDS. Jour. Agr. Res. 6: 549­
572, illus. 

(438) 
1917. 	 I'ODBLIGHT OF LIMA BEAN CAUSED BY DIAPORTHE I'HASEOLORUM. 

Jour. Agr. Res. 11: 473-504, illus. 
(439) 

1927. 	 BEAN DISEASES IN THE WEST. U. S. Bur~ Plant Indus., Plant 
Dis. Rptr. 11: 148-149. [Processed.l 

(440) 
1929. A .'USARIUM DISEASE OF BEANS. (Abstract) Phytopathology 

19: 84. 
(441) 

1930. 	 THRESHEU INJURY A CAUS~: m' BALDHEAD IN BEANS. Jour. Agr. 
Res. 40: 371-384, iIIus. 

(442) 
1936. MOSAIC OF LIl\lA BEANS. (Abstract) Phytopathology 26: 94. 



BEAN DISEASES 215 

(443) 	 HARTER, L. L. 

(444) 

(445) 

(446) 

(447) 

(448) 

(449) 

(450) 

(451) 

(452) 

(453) 

(454) 

(455) 

(456) 

(457) 

(458) 

(459) 

(460) 

(461) 

(462) 

1936. 	 TWO NEW RUST-RESISTANT WHITE-SEEDED KENTUCKY WONDER 

BEANS. Seed World 39 (1): 12-13, mus. 


1938. 	 MOSAIC OF LIMA BEANS (PHASEOLUS LUNATUS MACROCARPUS). 

Jour. Agr. Res. 56: 895-906, illus. 


1939. 	 INFLUENCE OF LIGHT ON THE LENGTH OF THE CONIDIA IN CER­

TAIN SPECIES OF FUSARIUM. Amer. Jour. Bot. 26: 234-243. 


1941. 	 THE PERSONAL ELEMENT AND LIGHT AS FACTORS IN THE STUDY 

OF THE GENUS FUSARIUM. Jour. Agr. Res. 62: 97-107. 

ANDRUS, C. F., and ZAUlIfEYER, W. J. 


1935. STUDIES ON BEAN RUST CAUSED BY UROlllYCES PHASEOLI TYPICA. 

Jour. Agr. Res. 50: 737-759, illus. 

and WHITNEY, W. A. 


1927. A TRANSIT DISEASE OF SNAP BEANS CAUSED BY PYTIlIUM APIIANI­

DERMATUM. Jour. Agr. Res. 34: 443-447, illus. 

and ZAUMEYER, W. J. 


1931. PYTHIUM BUTLERI-THE CAUSE OF A BEAN WILT. Phytopathol­

ogy 21: 991-994. 

and ZAUlImYER, W. J. 


1931. A WILT OF BEANS CAUSED BY PYTHIUlIl. (Abstract) Phyto­

pathology 21: 115. 

and ZAUlIIEYER, W. J. 


1932. BEAN DISEASES AND THEIR CONTROL. U. S. Dept. Agr. Farm­

ers' Bul. 1692, 28 pp., ilJus. 

and ZAUMEYER, W. J. 


1941. 	 DIFFERENTIATION OF PHYSIOLOGIC RACES OF UROlllYCES PHASEOLI 

TYPICA ON BEAN. Jour. Agr. Res. 62: 717-732, illus. 

and ZAUMEYER, W. J. 


1942. DOWNY lIIILDEW OF LIlIIA BEANS IN COLORADO. (Phytopath. 

note) Phytopathology 32: 438. 


HASTINGS, R. J., and BOSHER, J. E. 

1952. 	 THE DISCOVERY OF NEMATODES RELONGING TO THE m~NUS HETE­


RODERA IN BRITISH COLUMBIA AND THEIR HOST RELATIONSHIPS. 

Sci. Agr. 32: 507-510. 


RAUlIIAN-MERCK, L. 
1915. LES PARASITES VEGETAUX DES PLANTES CULTIVEES EN ARGENTINE 

ET DANS LES REGIONS LIMITROPHES. Buenos Aires Mus. Nac. 

de Hist. Nat. An. 26: 163-225, illus. 

and DEVOTO, J. A. 


1908. 	 ENFERMEDADES DE LAS PLANTAS CULTIVADAS. OBSERVADOS EN LOS 

ALREDEDORES DE I,A CAPITAL FEDERAL EN I,OS ANOS l!lOli-l.nos. 

Argentina Min. de Agr. Nac. Bol. 10: 98-113. 


HAWAII AGRICULTURAL EXPERIMENT STATION. 
1943. BEANS. Hawaii Agr. Expt. Sta. Rpt. 1941-42: 100-102. 

HAWLEY, I. 1\f. 
1922. INSECTS AND OTHER ANIMAL PESTS INJURIOUS TO FIELD BEANS 

IN NEW YORK. N. Y. (Cornell) Agr. Expt. Sta. Mem. 55, pp.
945-1037, iIlus. 

HEALD, F. D., and WOLF, F. A. 
1911. NEW SPECIES OF TEXAS FUNGI. Mycologia 3: 5-22, illus. 

and WOLF, F. A. 
1912. A PLANT DISEASE SURVEY IN THE VICINITY OF SAN ANTONIO, 

TEXAS. U. S. Dept. Agr., Bur. Plant Indus. Bu!. 226, 129 pp., 
iIlus. 

REDGES, F. 
1922. A BACTERIAL WILT OF THE BEAN CAUSED BY BACTERIUM FLAC­

CUl\lFACIENS NOV. SP. Science 55: 433-434. 

1924. 	 BEAN WILT (BACTERIUM FLACCUMFACIENS HEDGES). FURTHER 

STUDIES. (Abstract) Phytopathology 14: 27. 


i 



216 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(463) 	HEDGES, F. 
1924. 	 A STUDY OF BACTERIAL PUSTULE OF SOYBEAN AND A COMPARISON 

OF B. PHAS~;OLI SOJENSE HEDGES WITH B. J'IfASEOLr EFS. Jour. 
Agr. ~Res. 29: .229-251, illus. 

(464) 
1926. 	 BACTERIAL WILT OF B~;ANS (BACTERIUM FLACCUMFACIENS 

HEDGES) INCLUDING COlltl'ARISONS WITH BACTERIUM PHASEOU. 
Phytopathology 16: 1-22, iIlus. 

(465) 
1927. BACTERIAL HALO SPOT OF KUDZU. (Abstract) Phytopathology 

17: 48. 
(466) 

1927. 	 BEAN WILT TRACEABI,E TO INFECTED SEED. U. S. Dept. Agr. 
Yearbook 1926: 165-Hi6, illus. 

(467) 
1928. 	 nACTERIAL DlSFJASES OF BEANS IN SOlliE WESTERN COMMERCIAL 

S~JED-GROWING AND CANNING AREAS AND SOUTIf~JRN TRUCKING 
SECTIONS IN J !127 .ANJ) J !l28. U. S. Bur. Plant Indus., Plant 
Dis. Rptr. 12: 121-122. [Processed.] 

(468) 
1928. BACTEIUAL HALO SPOT OF KUDZU CAUSED BY BACTERlUl\I l'mJR­

AIlIAE HEDGES. Jour. Agr. Res. 36: 419-428, iIlus. 
(4(j9 ) 

1930. 	 THFJ mJLATIONSUlI' m' BACT~JRIUi\l lIIEDlCAGlNIS l'HAS~:OLICOLA 
ANn BACTEIUUM. I'UERARIAE. (AbstL'act) Phytopathology 20: 
140. 

(470) 
1939. 	 Bl~AN BACTERIAL WILT. U. S. Dept. AgI:. Leaflet 174, 6 pp., 

illus. 
(471) 

1944. 	 ASSOCIATION OF XANTHOi\lONAS PHASEOLI AND TlIE COMMON 
IHJAN-lItOSAIC VIRUS, l\tAltlllOR PHASEOLI. I. EFFECT ON PATHO­
GENICITY OF THE SEED-BORN~; INFECTIVE AGI~NTS. Phytopath­
ology 34: 662-693, illus. 

(472) 
1946. 	 ASSOCIATION OF XANTHOMONAS I'HASEOLI AND THE COMMON 

llEAN-MOSAIC VIRUS, MARlIIOJ! I'HASEOLI. II. DISSOCIATION STUDIES 
OF X. l'HAS~JOJ,J. Phytopathology 36: 589-612, illus. 

(473) 
1946. 	 EXPERIMENTS ON TUE OVERWINTERING IN THE SOIL OF llACTERIA 

CAUSING LEAF AND j'OD SPOTS OF SNAI' AND UMA BEANS. 
Phytopathology 36: 677-678. 

(474) and FISHER, H. 
1946. 	 ASSOCIATION OF XANTHOMONAS I'HASEOLI AND THE COMMON 

B~]AN-l\lOSAW YmI)S, MAltMOR I'IIASEOLI. III. TilE EFFECT OF 
VARYING AMOUNTS OF NITROGl~N ON PATHOGENICITY. Phyto­
pathology 36: G13-623, illus. 

(475) 	HI~NNINGS, P. 

1902. FUNGI AFRICAE ORn~NTALIS. II. Bot. J ahrb. 33: 34-40. 


(476) 
1902. 	 FUNGI S. PAULgNSIS I. A CL. PUTTgllIANS COLLECTI. Hedwigia 

41; 104-118, illus. 
(477) 

1908. FUNGI S. PAULENSIS. IV. A CL. PUTTEI\1ANS COLLECTI. Hedwigia 
48: 1-'-20. 

(478) 	HENRICKSEN, H. C. 
1906. 	 VEGETABLE G1tOWING IN l'ORTO RICO. Porto Rico Agr. Expt. 

Sta. BuI. 7, 58 pp., illus. 
(479) 	HENSON, L., and VALLgAU, W. D. 

1937. 	 SCLEROTIUM BATATICOLA TAUBENUAUS, A COMlIroN I'ATfWGgN 
OF UED CLOVER ROOTS IN KENTUCKY. Phytopathology 27: 913­
918, illus. 

(480) 	HgUBERGEU, .J. W. 
1945. 	 CONTROL OF LIMA BEAN DISEASES. Del. Agr. Expt. Sta. Ann. 

Rpt. (1944-45), BuI. 259: 34-35. 



217 J.3E'AN DISEASES 

(481) 	HEUBERGER, J. W. 

(482) 

1--; 
(483) 

(484) 

(485) 

(486) 

(487) 

(488) 

(439) 

(490) 

(491) 

(492) 

(493) 

(494) 

(495) 

(496) 

(497) 

(498).. 
(499) 

1948. 	 THE DOWNY MILDEW DIS~JASE OF HENDERSON BUSH LEIlA 
BEANS. Peninsula Hort. Soc. [Del.] Trans. 38 (5): 111-113. 

1952. 	 KF467 (gTHYL MERCURIC I'ERTHIOCYANAU;): A NEW CHEMICAL 
FOR SEED TREATMENT OF VEGETABLES AND CEREALS. (Abstract) 

Phytopathology 42: 11. 

Cox, R. S., and HYRE, R. A. 


1950. 	 OUR PRESENT KNOWLEDGE OF THE DOWNY MILDEW DISEASE OF 
HENDERSON BUSH LIMA BEANS AND ITS CONTROL IN DELAWARE. 
Peninsula Hort. Soc. [Del.] Trans. 40: 44-49. 
and CROSSAN, D. F. 

1949. THE DOWNY MILDEW DISEASE OF LIlIIABEANS: CONTROL IN 1949. 
Peninsula Hort. Soc. [Del.] Trans. 39: 46-49. 

HEWI'l'T, E. J. 

1945. 'lIIARSH SPOT' IN BEANS. Nature [London] 155: 22-23, illus. 
HIGGINS, B. B. 

1922. NOTES ON TIlE MORPHOLOGY AND SYSTEMATIC RELATIONSHIP OF 
SCLEROTIUM ROLFSII SACCo Elisha Mitchell Sci. Soc. Jour. 37: 
167-172, iIlus. 

1927. 	 I'HYSIOLOGY AND PARASITISM OF SCLEROTIUM ROLFSII SACCo 
Phytopathology 17: 417-448, iIIus. 

1930. "HALO SPOT" OF BEANS AND KUDZU. Ga. Expt. Sta. BuI. 161,
21 pp., iIlus. 

HILDRETH, R. C., and STARR, G. H. 
1950. 	 ANTIBIOTICS ALONE AND IN COMBINATION FOR THE CONTROL OF 

BACTERIAL BLIGHT OF BEANS. (Abstract) Colo.-Wyo. Acad. 
Sci. Jour. 4 (2): 58. 

Ho, \". T. H., and LI, L. Y. 
1936. PRELIlIIINARY NOTES ON THE VIRUS DISEASES OF SOlliE ECONOMIC 

PLANTS IN KWANGTUNG PROVINCE. Lingnan Sci. Jour. 15: 
67-78, illus. [Chinese summary, p. 78.] 

HOHNEL, F. YON. 

1905. JllYCOLOGISCHE FRAGlIIENTE. Ann. Mycoi. 3: 187-190. 
HOFFMAN, J. C., and KANAPAUX, M. S. 

1952. WADE, A NEW ALL PURPOSE SNAP B~JAN. Seed World 70 (2):
38-39, 46, iIlus. 

HOFFlIIASTER, D. E., McLAUGHI,IN, J. H., RAY,W. W" and 
CHESTER, K. S. 

1943. THE PROBLElII OF DRY ROT CAUSED BY lIIACROI'HOJlUNA l'HASEOLI 
(=SCLEROTIUJII BATATICOLA). (Abstract) Phytopathology 33: 

1113-1114. 
HOPKINS, J. C. F. 

1939. A DESCRIPTIVE LIST OF PLANT DISEASES IN SOUTIlERN RHODESIA 
(AND THEIR CONTROL). Rhodesia, South., Dept. Agr. l\[em. 2,
51 pp. 

1940. 	 ANNUAL REPORT OF THE S~JNIOR l'LANT .I'ATHOLOGIST FOR THg 
YEAR ENDING :J 1ST DEC~JlIIBER, 19:19. Rhodesia Agr. Jour. 37: 
411-423. 

HORSFALL, J. G. 

1930. DISEASES OF CANNING CROPS. U. S. Bur. Plant Indus., Plant 
Dis. Rptr. Sup. 76: 83-89. [Processed.] 

HOUSTON, B. R., and OSWALD, J. W. 
1953. THE MOSAIC VIRUS DISEASE COMPLEX OF LADINO CLOVER. Phy­

topathology 43: 271-276, illus. 
HOWE, W. L., and SCHROEDER, W. T. 

1951. A NEW METHOD FOR SEED-CORN lIIAGGOTCONTROL. Farm Res. 
[N. Y. State Sta.] 17 (1): 10-11, illup.. 

HOYMAN, W. G. 
1944. 	 WITCHES' BROOllI OF BEANS. Phytopathology 34: 505-506, 

illus. 



218 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICUI,TURE 

(500) 	 HUBBELING, N. 
19.42. 	 DE INVLOED VAN DE IN'i.'WENDIGE OMSTANDIGHEDEN BIJ HET 

OPTREDEN VAN BOONENZIEKTEN. (THE INFLUENCE OF EN'1r.RON­
MENTAL CONDITIONS ON THE OCCURRENCE OF BEAN DISEASES.) 
Tijdschr. over Plantenziekten. 48: 225-234, illus. [English 
summary, p. 233.] 

(501) 
1946. VATBAARHElD VAN STAMSLABOONENRASSEN VOOR ZIEKTEN, WELKE 

MET HET ZAAIZAAD OVERGAAN. (SUSCEPTIBILITY TO SEEDBORNE 
DISEASES SHOWN BY VARIETIES OF DWARF FRENCHBEANS). Wa­
geningen inst. voor de Veredel Tuinbouwgew Meded. 1, 9 pp. 
[English summary, pp. 7-8.] 

(502) 	HUNGERFORD, C. W. 
1952. 	 DISEASE RESISTANT FIELD BEANS FOR IDAHO. Idaho Agr. Expt. 

Sta. Cit.. 118, [111 pp., illus. 
(503) and HILLYER, I. G. 

1954. 	 YELLOW BEAN MOSAIC IN IDAIIO. U. S. Agl:. Res. Serv., Plant 
Dis. Rptr. 38: 621-627, ill us. [Processed.] 

(504) and PITTS, R. 
1953. 	 TIm SCU;IWTINIA D1SEASlc OF BEANS IN IDAHO. Phytopathol­

ogy 43: 519-521, illus. 
(505) 	HUYSKEs, J. A. 

1940. 	 OVER Dt, BETEEKENIS VAN BORIUl\1 VOOR DE BOONENCULTUUR. 
Tijdschr. over Plantenziekten 46: [133]-140, illus. 

(506) 	 HYRE, R. A. 
1950. SPORE TltAPS AS AN AID IN FORECASTING SEVERAL DOWNY MIL­

DEW TYPE DISEASES. U. S. Bu~·. Plant Indus., Soils, and Agr. 
Engin., Plant Dis. Rptr. Sup. 190: 14-18, iIlus. [Processed.] 

(507) and Cox, R. S. 
1952. 	 FURTHER .STUDIES IN THE PHYSIOLOGY OF PHYTm%lTHORA PHAS­

EOLI. (Abstract) Phytopathology 42: 468. 
(508) and Cox, R. S. 

1953. 	 FACTORS AFFECTING VIABILITY AND GROWTH OF PHYTOPHTHORA 
PlIASEOLI. Phytopathology 43: 419-425, iIIus. 

(509) 	 IClUNOlIE, M. 
1952. ON THE SOYBEAN NEMATODE, lIETERODERA GLYCINES, N. SP., 

FROM JAPAN. Jap. Soc. App!. Zoo!. 17: 1-4, mus. [In Eng­
lish.] 

(510) 	 IDETA, A. 
1909-11. [1014], HANDBUCH DER PFLANZENKRANKHEITEN JAPANS. 

HANDBOOK OF THE PLANT DISEASES OF JAPAN. Ed. 6, 553 pp., 
illus. [In Japanese.] Tokyo, Japan. 

(511) 
1936. 	 HANDBUCH DER PFLANZENKRANKHEITEN. Shakwabo, 1909-11, 

926 pp. Tokyo, Japan. 
(512) 	 IMPERIAL MYCOLOGICAL INSTITUTE. 

1946. 	 COMMON NAMES OF VIRUS DISEASES USED IN THE REVIEW OF 
APPLIED MYCOLOGY. Rev. Appl. Mycol. 24: [513]-556. 

(513) 	 INGALLS, R. A. 
1946. 	 A STUDY OF THE OCCURRENCE OF BALDHEADS IN BEANS AND A 

COMPARISON OF THEIR FIELD PERFORMANCE WITH THAT OF 
NORMAL PLANTS. Assoc. Off. Seed Anal. Proc. (1945·,46) 36: 
177-183, illus. 

(514) 	 ISARLISHVILI, S. I. 
.1940. VUIAVLENIE STEl'ENI USTOICHIVOSTI RAZLICHNYKH SORTOVFA­

SOLI VOTNOSHENII ANTRAKNOZA-V. USLOVIIAKH GRUZINSKOI 
SSR. [ON THE DEGREE OF SUSCE!'TIBILITY OF VARIOUS VARIETIES 
OF BEANS TO ANTHRACNOSE (COLLE'l'OTRICHUM LINDEMUTHIA­
NUM BR. AND CAV.) IN THE GEORGIAN SSa.] Izv. Gruzinsk 
Opytn. Stauts. Zashch. Rast. Ser. A, 'Fitopath. (Bul. Georgian 
Expt. Sta. Plant Protect. Ser. A, Phytopath.) 2: 227-262, 
illus. [In Russian. English summary, pp. 245-247.] 

(515) 	ISBELL, C. L. 
1931. 	 NEMATODE-RESISTANCE STUDIES WITH POLE SNAP BEANS. Jour. 

Hered. 22: 191-198, illus. 

I

1 
I 

.~ 



219 BEAN DISEASES 

(516) 	.ISHIYAMA, T. 
1936. LIST OF THE FUNGI PARASITIC ON AGRICULTURAL PLANTS IN 

SOUTHERN SAGHALIEN. Sapporo Soc. Agr. For. Jour. 28: 
1-20. [In Japanese.]

(517) ISRAILSKY, W. P., and STRUl\UNSKAYA, E. V. 
1941. SEROLOGICAL EXAMINATIONS OF PLANTS AFFECTED WITH BAC­

I<- TERIOSIS. III. EXAMINING LEGUMES FOR B. MEDICAGINIS V. PHAS­
EOLICOLA, B. ELACCUMFACIENS, B. PHASEOLI V. FUSCANS. Micro­
biology 10: 480-487. [In .Russian. English summary, p. 487.](518) 	 ITO, S. 

~. 	 1922. A PRELIMINARY REPORT ON THE .JAPANESE SPECIES OF UROl\fYCES. 
Ann. Mycol. 20: 81-85. 

(519) 	 and IwADARE, S. 
1934. STUDIES ON THE RED BLOTCH OF RICE-GRAINS. Hokkaido Agr. 

Expt. Sta. Rpt. 31: 1-84, iIlus. [In Japanese. English sum­
mary, 3 pp.)

(520) 	 IVANOFF, B. 
1926. DIE FESTGESTELLTEN PARASITISCHEN I'ILZE AUF DEN KULTUREN 

BULGARlENS WAHREND DER .JAHRE 1921-1925. Sofia Period. 
Bul. 7 (3): 14-17. [In Bulgarian. German summary, p. 17.]

(521) 	 IWANOWSKI, D. 

1894. UEBER DIE l\IOSAIKKRANKHEIT DEft TABAKSFLANZE. Imp. Akad. 
Nauk• .Izv. (Acad. Imp. Sci. St. Petersboul'g Bul.) (n. s.)
35 (3): 67-70. 

(522) 	 JAAP, O. 
1914. PILZE BEl BAD NAUHEIM IN OBERHESSEN. Ann. Mycol. 12: 

1-32. 
(523) 

1922. 	 WEITERE BEITRAGE ZUR ]'ILZFLORA VON TRIGLITZ IN DER I'RIGNITZ. 
Bot. Ver. del' Brandenb. Verhandl. 64: 1-60. 

(524) 	 JACZEWSKI [.IACHEVSKII], A. A. 
1912. RUSSIA BlURO 1'0 l\UKOLOGII I FETOPATOLOGII EZHEGODNIK ABIE­

DIENU. Ann. Rpt. Diseases and Enemies of Useful Plants 
(1910) 6: 157-159. 

(525) 	 JENKINS, A. E. 
1931. 	 ADDITIONAL DATA ON THE RANGE AND PREVALENCE OF LIMA­

BEAN SCAB. (Phytopath. note) Phytopathology 21: 559.
(526) 


1931. LIMA-BEAN SCAB CAUSED BY ELSINOE. 
 Jour 	Agr. Res. 42:
13-23, iIlus. 

(527) 

1933. FURTHER STUDIES OF LIMA-BEAN SCAB. 
 .Phytopathology 23 : 

662-666, illus. 
(528) 	JENKINS, W. A. 


1940. A NEW VIRUS DISEASE OF SNAP BEANS. 
 Jour. 	Agr. Res. 60:
279-288, iIlus. 

(529) 
1941. 	 A HISTOLOGICAL STUDY OF SNAP BEAN TISSUES AFFECTED WITH 

BLACK ROOT. JOUt". Agr. Res. 62: 683-690, illus. 
(530) 	 JENSEN, H. J. 

1953. EXPERIMENTAL GREENHOUSE HOST RANGE STUDIES OF TWO ROOT­
LESION NEMATODES, PRATYLENCHUS VULNUS AND I'RATYLENCHUS 
PENETRANS. U. S • .Bur. Plant Indus., Soils, and Agr. Engin. 
Plant Dis. Rptr. 37: 384-387. [Processed.]

(531) 	 JENSEN, J. H., and Goss, R. W. 
1942. 	 PHYSIOLOGICAL RESISTANCE TO HALO BLIGHT IN BEANS. Phyto­

pa.thology 32: 246-253, illus. 
(532) 	 and LIVINGSTON, J. E. 

1944. VARIATION IN SYl\U'TOMS PRODUCED BY ISOLATES OF PHYTOMONAS 
MEDICAGINIS VAR. I'HASEOLICOLA. Phytopathology IM: 471­
480, illus. 

(533) 	 JOHNSON, E. M. 

1946. 	 TWO LEGUME VIRUSES TRANSMISSIBLE TO TOBACCO. Phytopath­
ology 36: 142-147, illus. 



220 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(534) 	 JOHNSON, F. 
1942. 	 THE COMPLEX NATURE OF WHITE-CLOVER MOSAIC. Phytopathol­

ogy 32: 103-116, illus. 
(535) 	--- and JONES, L. K, 

1937. 	 TWO MOSAIC DISJ,;ASES OF PEAS IN WASHINGTON. Jour. Agr. 
Res. 54: 629-638, iH.:Is. 

(536) 	 JOHNSON, H. W. 

1939. MACROPHOMINA PIIASEOLI ON STROPHOSTYLES HELVOLA IN 


GEORGIA. U. S. Bur•.Plant Indus., Plant Dis. Rptr. 23: 138. 
[Processed.] 

(537) 	 JOHNSON, J. 
1!)14. 	 THE CONTHOL OF DAMPING-OFF IN PLANT B~;DS. Wis. Agr. Expt. 

Sta. Res. Bu\. 31, pp. [291-61, illus. 
(538) 


1947. WATER-CONGESTION AND FUNGUS PARASITISM. Phytopathology 

37: 403-417, illus. 

(539) 
1947 	 WATER-CONGESTION IN PLANTS IN RELATION TO DISEASE. Wis. 

Agr. Expt. Sta. Res. Bu\. 160, 35 pp., illus. 
(540) 	 JOHNSTON, J. R. 


1937. LOS HONGOS "ROYAS" EN GUATEMALA. Rev. Agr. [Guatemala] 

14: 4.73-478. 

(541) 	--- and STEVENSON, J. A. 
1917. 	 SUGAR-CANE FUNGI AND DISEASES OF PORTO RICO. Porto Rico 

Univ. Jour. Agr. 1: 177-251, illus. 
(542) 	 JONES, E. S. 

1923. 	 TAXONOMY OF THI~ SCLEROTINIA ON HELIANTHUS ANNUS L. 
Phytopathology 13: 496-500, mus. 

(543) 	 JONES, F. R. 
1924. 	 A MYCORRHIZAL FUNGUS IN THE ROOTS OF LEGUMES AND SOME 

OTHER PLANTS. Jour. Agr. Res. 29 : 459-470, mus. 

(544) 	JONES, .L. R., and GROUT, A. J. 
1897. 	 NOTES ON TWO SPECIES OF ALTERNARIA. Torrey Bot. Club 

Bul. 24: 254...;.258, mus. 
(545) 	 JORSTAD, I. 


1922. BERETNING OM PLANTEYKDOMMER I LAND-OG HAVEBRUKET 1920­
21. 1. LANDBRUKSVEKSTER OG GRONNSAKER. Norway Rpt. Min. 
Agr., 79 pp., illus. (Rev. Appl. Mycol. 2: 201-203. 1923). 

(546) 
1945. 	 PARASITTSOl'PENE PA KULTUR-OG NYTTEVEKSTER I NORGE. I. 

SEKKSPORESOI'PER (ASCOMYCETES) OG KONIDIESOPPER (FUNGI 
IMPERFECTI). Oslo Statens Plantepat. Inst. Meddel. 1, 142 pp. 

(547) 	 KARAKULIN, B. P. 

1922. A NEW SPECIES OF FUNGUS ON FRENCH BEAN PODS, SCLEROPHOMA 


PHASEOLI IIUHI SP. NOV. Bot. Nat. Inst. Cryptogam. Plants 

(Notul. Systemer Inst. Cryptogam. Hortii. Bot.Petropali 
Chief Bot. Gard.) 1: 190-192. [In Russian.] 

(548) 	KATZNELSON, H. 

1950. THE DETECTION OF INTERNALLY-BORNE BACTERIAL PATHOGENES 


OF BEANS BY A HAPID PHAGE-PLAQUE COUNT TECHNIQUE. Sci­
ence 112: 645-647. 

(549) 	 and SUTTON, M. D. 

1951. INHIBITION OF PLANT PATHOGENIC BACTERIA IN VITRO BY ANTI­


BIOTICS AND QUATERNARY AMMONIUM COMPOUNDS. Canad. 
Jour. Bot•.29: 270-278. 

(550) SUTTON, M. D., and BAYLEY, S. T. 
1954. 	 THE USE OF BACTERIOPHAGE OF XANTHOMONAS PHASEOLI IN DE­

TECTING INFECTION IN BEANS, WITH OBSERVATIONS ON ITS 
GROWTH AND MOHPHOLOGY. Canad. Jour. Microbiol. 1: .22-29, " 
illus. 

(551) 	KEIL, H. L.,FROEHLICH, H. P., and MAUGHAN, F. B. 
1953..EFFICACY OF CEHTAIN OHGANIC COMPOUNDS IN CONTROL OF BEAN 

POWDERY MILDEW UNDEH LABORATORY CONDITIONS. (Abstract) 
Phytopathology .43: 477. 



221 BEAN DISEASES 

(552) 	 KENDRI.CK, J. B. 
1933. SEEllLlNG STEM BLIGHT OF FIELD BEANS CAUSED BY RHIZOCTONIA 

BATATICOLA AT HIGH TEMPERATURES. Phytopathology 23: 
949-963. 

(553) 	 and SNYDER, W. C. 
1942. FUSARIUM YELLOWS OF BEANS. Phytopathology 32: 1010-1014. 

(554) 	KENDRICK, J. B., JR.Ho 
1951. 	 THE INFLUENCE OF TEMPERATURE UPON THE INCIDENCE OF 

RHIZOCTONIA ROOT ROT OF LIMA BEANS. (Abstract) Phyto­
pathology 41: .20. 

(555) 	 and ALLARD, l~. W. 
1952. A ROOT ROT TOLflRA!;T LIMA BEAN. (Abstract) Phytopathology

42: 515. 
(556) and MIDDLETON, J. T. 

1950. 	 GRAY MOLD OF LIMA BEANS. Phytopathology 40: 228-234, 
illus. 

(557) 	KERN, .F. D., and THURSTON, H. W., JR. 
1943. ADDITIONS TO THE UREDINALES OF VENEZUELA-II. Mycologia 

35: 434-445. 
(558) 	KERN, M. H. 

1929. HUNGARY: IMPORTANT OR NEW PLANT DISEASES OBSERVED DUR­
ING 1926-1928. Internat!. Inst. Agr. Internatl. Bu!. Plant 
Protect. 3 (6): 82-83. 

(559) 	KIDD, F., and WEST, C. 
1918. PHYSIOLOGICAL PRE-DETERMINATION: THE INFLUENCE OF THE 

PHYSIOLOGICAL CONDITION OF THE SEED UPON THE COURSE OF 
SUBSEQUENT GROWTH AND UPON THE YIELD. 1. THE EFFECTS OF 
SOAKING SEED IN WATER. Ann. Appl. BioI. 5: 1...;10, iIlus. 

(560) 	 KING, C. J. 
1924. 	 HABITS O~ THE COTTON ROOTROT FUNGUS. Jour. Agr. Res. 26: 

405-418, illus. 
(561) 	 and LOOMIS, H. F. 

1929. FURTHER STUDIES OF COTTON ROOT ROT IN ARIZONA, WITH A 
DESCRIPTION OF A SCLEROTIUM STAGE OF THE FUNGUS. Jour. 
Agr. Res. 39: 641-676, illus. 

(562) 	 KIRBY, A. H. 

1928. 	 DISEASES OF PLANTS. Tanganyika Dept. Agr. .Rpt. 1928: 
40-42. 

(563) 	 KIRCHNER, O. VON. 

1923. DIE KRANKHEITEN UND BESCHADIGUNGEN UNSERER LANDWIRT­
SCHAFTLlCHEN KULTURPFLANZEN. Ed. 3,679 pp. Stuttgart, 
Germany. 

(564) 	KIRK, T. W. 
1905. 	 [BEAN DISEASES.] New Zeal. Dept. Agr. Div. BioI. and Hort. 

Rpt. 13: 417-419, illus. 
(565) 

1906. 	 I'RINCIPAL FUNGUS DISEASES OF THE YEAR. New Zeal. Dept. 
Agr. Div. Bio!. and Hort. Rpt. (1906) 14: 341-365, illus. 

(566) 	 KLINKOWSKI, K., and KOHLER, F. H. 

1951. l'FANZENSCHUTZ-TAGUNG DER BIOLOGISCHEN BUNDESANSTALT 
BRAUNSCHWEIG IN WURZBURG 23-25 OKTOBER. [Brunswick] 
Fed. BioI. Inst. Plant Protect. Sess. at Wurzburg. Oct. 23-25, 
1951. 

(567) 	 KOOPMAN, C. 
1944. 	 DE BESTRIJDING DER VETVLEKKENZIEKTE. Tijdschr. over Plan­

tenziekten 50: 62-68. 
(568) 	 KOTILA, J. E. 

1947. 	 RHIZOCTONIA FOLIAGE BLIGHT OF SUGAR BEETS. Jour. Agr. 
Res. 74: 289-314, illus. 

(569) 	KOTTE, W. 

1931. 	 ZUR KENNTNIS DER "FETTFLECKENKRANKHEIT"DER BOHNE. 
Ztschr. f. Pflanzenkrank. 41: 12-19. 

http:KENDRI.CK


222 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(570) 

(571) 

(572) 

(573) 

(574) 

(575) 

(576) 

(577) 

(578) 

(579) 

(580) 

(581) 

(582) 

(583) 

(584) 

(585) 

(586) 

KOTTE, W. 
1939. 	 BEOBACHTUNGEN UBER NEURE VIRUSKRANiCHEITEN AN TOMATE 

UND BOHNE. Mitt. aus del' Biol. Reichsanst. 1. Land-u Forst­
wirlschaft 59: [61]-64, illus. 

KOVACHEVSKY, 1. [C.] 
1929. 	 [ETIOLOGY OF THJoJ BACTERIAL DISEASES· OF BEANS IN BULGARIA.l 

Sofiisk. Univ., Agron. Fakult. God. (Sofia Univ., Faculte 
Agron. Ann.) 7: 429-444. [In Bulgarian, English summary.1 

1931. 	 [FRENCH BEAN DISEASES IN BULGARIA.] Rev. Appl. Mycol. 10: 
151-152. 

1936. 	 PARASITIC FUNGI NEW FOR BULGARIA. Trav. de la Soc. Bul­
gare, Sci. Nat., 17: 13-24. [English summary, pp. 23-24.] 

1942. 	 DIE BUNTBLATTRIGKEIT DER PAPRIKAPFLANXE (CAPSICUM AN­
NUM) (MEDICAGO VIRUS 2 K. SMITH VAR. TYPICUM BLACK U. 
PRICE). Ztschr. f. Pfianzenkrank. 52: 533-540, ilIus. 

1946. 	 rEXPERIMENTS IN VEGETABLE SEED TREATMENT WITH ORGANIC 
MERCURIALS AND COPPER CARBONATE.] rSofia 1 Chambre Cult. 
Nat!. Bul., Sel'. Biol., Agr. et Silvic. 1: [87]-129. [English 
summary, pp. 103-104], 

KREITLOW, K. W. 
1940. SEED TREATMENT FOR THE CONTROL OF BACTERIAL BEAN BLIGHT. 

(Abstract) Phytopathology 30: 14-15. 
--- and PRICE, W. C. 

1949. A NEW VIRUS DISEASE OF LADINO CLOVER. Phytopathology 39: 
517-528, ilIus. 

KRUGER, F. 
1913. BIETRAGEZUR KENNTNIS EINIGER GLOEOSPORIEN I UND II. K. 

BioI. Anst. f. Land u. Fol'stw. Arb. 9: 233-332, iIIus. 
KUHN, J. 

1859. DIE KRANKHEITEN DER KULTURGEWACHSE, IHRE URSACHEN UND 
IHRE VERHUTUNG. 312 pp., iIIus. Berlin. 

LA BARREDA, L. DE. 
1929. 	 MANERA DE IDENTIFICAR Y COMBATIR LAS PLAGAS Y ENFER­

MEDADES DE LAS PLANTES DE CUhl.VO. Mex. Sec. de Agr. y 
Fomento, Ofic. para la DefensaAgr. [Pub.] 11, 52 pp., ilIus. 

LABROUSSE, F. 
1931. 	 OBSERVATIONS SUR QUELQUES MALADIES DES PLANTES MARAI­

CHElRES. Rev. de Path. Veg. E:t d'Ent. Agr. de France 18: 
286-289. 

1934. 	 QUELQUES OBSERVATIONS SUR LES MALADIES DES PLANTES EN 
1933..Rev. de Path. Veg. et d'Ent. Agr. de France.21 (2-3): 
[3]-8. 

LACEY, M. S. 
1939. 	 STUDIES IN BACTERIOSIS. 24. STUDIES ON A BACTERIUM ASSOCI­

ATED WITH LEAFY GALLS, FASCIATIONS AND "CAULIFLOWER" DIS­
EASE OF VARIOUS PLANTS. PART.UI. FURTHER ISOLATIONS, INOCU­
LATION EXPERIMENTS AND CULTURAL STUDIES. Ann. Appl. BioI. 
26: 262-278, illus. 

19.48. 	 STUDIES ON .BACTERIUM FASCIANS. Ann. Appl. BioI. 35: 572­
581, iIlus. 

LACKEY, C. F. 
1942. 	 RELATIVE CONCENTRATIONS OF TWO STR/.INS OF CURLY-TOP VIRUS 

IN TISSUES OF SUSCEPTIBLE AND RESIS'rANT BEANS. Phytopath­
ology 32: 910-912. 

LAKON, G. 
1916. 	 tiBER DIE EMPFANGLIClIKEIT VON PlIASEOLUS VULGARIS L. UND 

PH. MULTIFLORUS WILD. FUR DEN BOHNENROST UND ANDERE 
KRANKHEITEN. Ztschr. f. Pfianzenkrank. 26: 83-97, illus. 

http:France.21


BEAN DISEASES 223 
(587) 	 LAMARCK, J. B., and CANDOLLE, A. P. DE. 


1805. FLORE FRANCAISE. Ed. 3, v. 2. Paris. 

(588) 	LARSH, H. W. 

1944. SUMMARY REPORT OF PLANT DISEASES IN OKLAHOMA, 1943. 
U. S. Bur. Plant Indus., Soils, and Agr. Engin., Plant Dis. 
Rptr. Sup. 149: 317-326. [Processed.]

(589) 	 LARSON, A. C., and HALLOCK, H. C. 
1942. TIME OF PLANTING SUSCEPTIBLE BEANS IN RELATION TO CURI,Y 

TOP INJURY IN SOUTH-CENTRAL IDAHO. Jour. Econ. Ent. 35: 
565-569, illus. 

~. (590) LAUFFER, M. A., and PRICE, W. C. 
1947. 	 ELECTROPHORETIC PURIFICATION OF SOUTHERN BEAN MOSAIC 

VIRUS. Arch. Biochem. 15: 115-124, illus. 
(591) LAURITZEN, J. 1., HARTER, L. L., and WHITNEY, W. A. 

1933. ENVIRONMENTAL FACTORS IN RELATION TO SNAP-BEAN DISEASES 
OCCURRING IN SHIPMENT. Phytopathology 23: 411-445, ilJus.

(592) 	 LEACH, J. G. 
1923. 	 THE PARASITISM OF,:, 'DLLETOTRICHUIII LINDEMUTHIANUl\f. Minn. 

Agr. Expt. Sta. Tech. Bul. 14, 41 pp., ilJus.
(593) 

1929. 	 THE EFFECT OF GRAFTING ON RESISTANCE AND SUSCEPTIBILITY 
OF BEANS TO COLLETOTRICHUM LINDEIIIUTHIANUM. Phytopath­
ology 19: 875-877, illus. 

(594) and CLULO, G. 
1943. 	 ASSOCIATION BETWEEN NEMATOSPORA PHASEOLI AND THE GREEN 

STINKBUG. Phytopathology 33: 1209-1211. 
(595) LILLY, V. G., and WILSON, H. A. 

1954. 	 THE NATURE AND FUNCTION OF THE EXUDATE PRODUCED BY 
XANTHOMONAS PHASEOLI. (Abstract) Phytopathology 44: 
496. 

(596) 	 LEACH, L. D., and HOLLAND, A. H. 
1943. SEED TREATMENT OF LARGE LIMA BEANS IN CALIFORNIA. U. S. 

Bur. Plant Indus., Soils, and Agr. Engin., Plant Dis. Rptr. 27: 
498-500. [Processed.]

(597) 	 J
LANGE, H. W., HILLS, F. J., and KENDRICK, J. B., JR. 

1954. LIMA BEAN SEED TREATMENT TRIALS IN CALIFORNIA, l!l50-52. ! 
U. S. Agr. Res. Serv., Plant Dis. Rptr. 38: 193-199. [Proc­
essed.] 

:.(598) 	 and MEAD, S. W. 
1936. VIABILITY OF SCLEROTIA OF SCLEROTIUM ROLFSII AFTER PASSAGE 

THROUGH THE DIGESTIVE TRACT OF CATTLE AND SHEEP. Jour. 
Agr. Res. 53: 519-526, ilIus. 

(599) 	 and SNYDER, W. C. 
1947. LOCALIZED CHEMICAL APPLICATIONS TO THE SOIL AND THEIR, 

EFFECTS UPON ROOT R01'S OF BEANS AND PEAS. (Abstract) 
Phytopathology 37: 363. 

(600) 	 LE BEAU, F. J. 
1947. 	 A VIRUS-INDUCED TOP NECROSIS IN BEANS. (Abstract) Phyto­

pathology 37: 434. 
(601) LEONARD, B. R., ANDEREGG, J. W., KAESBERG, P., and others. 

1951. ON THE SIZE, SHAPE, AND HYDRATION OF SOUTHERN BEAN MO­
SAIC VIRUS AND TOBACCO NECROSIS VIRUS IN SOLUTION. Jour. 
Chern. Phys. 19: 793-794. 

(602) 	 LEONARD, L. T. 
1923. AN INFLUENCE 07 MOISTURE ON BEAN WILT. Jour. Agr. Res. 

24: 749-752, illus. 
(603) 

1924. 	 EF.'ECT OF MOISTURE ON A S~~ED-BORNE BEAN DISEASE. Jour. 
Agr. Res. 28: 489-497. 

(604) 	 LEONIAN, L. H. 
1925. 	 l'HYSIOLOGICAL STUDIES ON THE GENUS I'HYTOPHTHORA. Amer. 

Jour. Bot. 12 :444-498, illus. 
(605) 	LEVEILLE, J. H. 

1843. MEMOIRE SUR LE GENRE SCLEROTIUM. Ann. des Sci. 1Ifat., Bot. 
(2) 20: 	218-248. 



"224 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(606) 	 LIND, J. 
1913. 	 DANISH FUNGI AS REPRESENTED IN THE HERBARIUl't1 OF E. 

ROSTRUP. 648 pp., illus. Copenhagen. 
(607) 	 LINK, G. K. K., and SHARl~, C. G. 

1927. 	 CORRELATION OF HOST AND SERIOLOGICAL SPECIFICITY OF BAC­
TERIUM CAMPESTRE, BACT. FLACCUl\IFACIENS. BACT. PHASEOLI', 
AND BACT. PHASEOLI SOJENSE. Bot. Gaz. 83: [145 ]-160. .. 

(608) 	 LOHNIS, M. P. 
1946. 	 EEN VOEDlNGSZIEKTE IN BOHEN (PHASEOLUS). (A NUTRITIONAL 

DISEASE IN BEANS (PHASEOLI). PRELIMINARY REPORT.) Tijd­
schr. over Plantenziekten 52 (5-6): 157-160. [English sum­
mary, 	p. 160.J 

(609) 
1948. 	 [SYMPOSIUM ON "TRACE ELEMENTS IN PLANT PHYSIOWGY".] 

Nature [London] 161: 365. 
(610) 	 [LUDWIG, C. A.] 


1925. PLANT DISEASES. S. C. Agr. Expt. Sta. Ann. Rpt. 38: 51-55. 

(611) 

1926 . .MACROI'1I0l\lA Sn;M ROT OF Bt;AN (l\IACROI'1I0l\lA l'I1ASEOLI). 
U. S. Bur. Plant Indus., Plant Dis. Rptr. 10: 81-82. [Pro­
cessed.] 

(612) 	 LUTRELL, E. S. 
1946. A PYCNIDIAL STRAIN OF lIfACROPHOl\JINA PHASEOLI. Phyto­

pathology 36: 978-980. ;
(li13) 	 and GARREN, K. H. I 

1952. BLIGHTS OF SNAP BEAN IN GEORGIA. Phytopathology 42: 607­
613. I 

(614) 	 LYMAN, G. R., HASKELL, R. J., and MARTIN, G. H., JR. 
1919. 	 CROP WSSES FROM PLANT DISEASES, 1918. U. S. Bur. Plant 

Indus., Plant Dis. Rptr. Sup. 6: 186-213. [processed.] 
(615) 	 ~fcALPINE, D. 

1895. 	 SYSTEMATIC ARRANGEMENT OF AUSTRALIAN FUNGI TOGETHER 
WITH HOST INDEX AND LIST OF WORKS ON THE SUBJECT. 236 
pp. Melbourne, Austra.ia. 

(616) 	 MCCLINTOCK, J. A. 
1916. 	 SCLEROTINIA BLIGHT, A SERIOUS DISEASE OF SNAP BEANS, CAUSED 

BY SCLEROTINIA LIBERTIANA. FCKL. Va. Truck Expt. Sta. Bul. 
20, pp. 419-428, illus. 

(617) 
1916. 	 SCLEROTINIA LIBERTIANA ON SNAP BEANS. Phytopathology 6: 

436-441, illus. 
(618) 

1917. 	 ECONOMIC HOSTS OF SCLEROTINIA LIBERTIANA IN TIDEWATER 
VIRGINIA. (Abstract) Phytopathology 7: 60. 

(619) 

1917. LIMA BEAN MOSAIC. (Abstract.) Phytopathology 7: 6~1. 


(620) 	 MCCREADY, S. B. 
1911. 	 BEAN DISEASES. Ontario Agr. Col. and Expt. Farm Ann. Rpt. 

(1910) 36: 44-47, iIlus. 
(621) 	MCCUBBIN, W. A. 


1933. THE LIMA BEAN SCAB SITUATION. Jour. Econ. Ent. 26: 625­
630. 

(622) 	 McDONALD, J. 
1926. 	 REPORT OF THE MYCOLOGIST. Kenya Colony [Brit. E. Africa] 

Dept. Agr. Ann. Rpt. 1925: 141-148. 
(623) 	 MACHACEK, J. E., and BROWN, A. M. 

1948. 	 EXPERIMENTS ON VEGETABLE SEED DISINFECTION AND OBSERVA­
TIONS ON VARIETAL RESISTANCE OF BEANS, PEAS, AND SWEET 
CORN TO SOME DISEASES IN MANITOBA. Sci. Agr. 28: 145-153. 

(624) 	 MACKIE, W. W. 
1932. 	 A HITHERTO UNREPORTED DISEASE OF MAIZE AND BEANS. Phy­

topathology 22: 637-644, illus. 

http:Austra.ia


BEAN DISEASES 225 

(625) 	 MACKIE, W. W. 
1943. 	 ORIGIN, DISPERSAL, AND VARIABILITY OF THE LIlIIA BEAN, PHASE­

OLUS LUNATUS. Hilgardia. 15: 1-29, mus. 
(626) SNYDER, W. C., and SlIIITH, F. L. 

1945. PRODUCTION IN CALIFORNIA OF SNAP-BEAN SEED FREE FROlll 
BLIGHT AND ANTHRACNOSE. Calif. .Agr. Expt. Stu. Bul. 689,
23, pp, illus. ... (627) 	 MCLAUGHLIN, J. H. 

1942. 	 NOTES ON DISEASES OF SOYBEANS AND OTHER LEGUlIIES IN 
OKLAHOMA. U. S. Bur. Plant Indus., Plant Dis. Rptr. 26: ,. 	 356-359. [Processed.1

(628) 
1946. 	 VEGETABLE SEED TREATlIIENT IN OKLAHOlllA. Okla. Agr. Expt.

Sta. Bul. B-293, 24 pp. 
(629) 	 l\rAcl\IILLAN, H. G. 

1918. SUNSCALD OF BEANS. Jour. Agr. Res. 13: 647-650, mus. 
(630) 

1923. CAUSE OF SUNSCALD OF BEANS. Phytopathology 13: 376-880.
(631) 

1928. DISEASES OF VEGETABLE AND FIELD CROI'S (OTHER THAN CEREALS) 
IN TilE UNITED STAT~;S IN t927. U. S. Bur. Plant Indus. 
Plant Dis. Rptl·. Sup. 61: 223-300. [Processed.]

(632) and BYARS, L. P. 
1920. 	 ImAT IN.JURY TO BEANS IN COLORADO. Phytopathology 10: 

365-367, illus. 
(633) 	 McNEW, G. L. 

1943. TH~; US~: OF ~'UNGICIDES DURING THE WAR. III. VALUE OF DIF­
FER~JNT SEED TR~:ATl\IENTS FOR I.IlIIA BEANS. Canner 96 (8):
14-17, illus. 

(634) 
1944. 	 BEAN ANTHRACNOS~; lIIAY BE CHECK~;D BY NFmrSI'RAY. Farm 

Res. [N.Y. State Sta.] 10 (2): 19. 
(635) MCCALLAN, S. E. A., and MILLER, P. R. 

1951. 	 TREATMENTS FOR YEGETABLE SE~;DS. Canning Trade 73 (28):
6-8, 21-23, illus. 

(636) 	 ~IORoSTIE, G. P. 
1919. INHERITANCE OF ANTHRACNOSE RESISTANCE AS INDICATED BY 

A CROSS BETWEEN A RESISTANT AND A SUSCEPTIBLE BEAN. Phy­
topathology 9: 141-148. 

(637) 
1921. 	 INHERITANC~; OF DISEASE RESISTANC~; IN THE COlllMON BEAN. 

Amer. Soc. Agron. Jour. 13: 15-32. i
(638) 	 MCWHORTER,F. P. j

1941. 	 ISOMETRIC CRYSTALS PRODUCED BY I'ISUM VIRUS 2 AND I'HASEO­
LUS VIRUS 2. Phytopathology 31: 760-71,';1, mus. 

(639) 	 l 
1949. ALfo'ALfo',\ VIRUS N. (Abstract) Phytopathology 39: 861. 

(640) 

1949. 
 Sl1SC~;I'TIBILITY OF SELECTIONS OF PERFECTION P~:AS TO STRAINS 

OF YELLOW BEAN 1II0SAIC. U. S. Bur. Plant Indus., Soils. 
and Agr. Engin., Plant Dis. Rptr. 33: 139-1.44. [Processed.]

(641) 	 and BOYLE, L. 

1946. 
 X-DISEASE AND OTHER FORMS OF YELLOW B~;AN MOSAIC IN WEST­

~;RN ORmON. OL·eg. AgT. Expt. Sta., Sta. CiL·. Inform. 379, 
6 pp., illus. [Processed.]

(642) 	 BOYLE, L., and DANA, B. F. 

1947. 
 PRODUCTION OF YELLOW BEAN 1II0SAIC IN BEANS BY VIRUS FROllf 

MOTTLED GLADIOLUS. Science 105: 177-178. 
(643) 	 and HARDISON, J. R. 


1949. 
 RECORD 	 AND DIAGNOSIS OF SUBCLOVER SEVERELY INJURED BY 
YELLOw 	 BEAN MOSAIC VIRUS. U. S. Bur. Plant Indus., Soils, 
and Agr. Engin., Plant Dis. RptL'. 33: 86-88. illus. fpI'oc­
essed.] 

http:139-1.44


226 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(644) 

(645) 

(646) 

(647) 

(648) 

(649) 

(650) 

(651) 

(652) 

(653) 

(654) 

(655) 

(656) 

(657) 

(658) 

(659) 

(660) 

(661) 

MA:reE, C. J. 
1930. BACTERIAL BLIGHT OF BEANS. Agr. Gaz. N. S. Wales 41: 529­

531, mus. 
MALKOFF, K. VON. 

1908. ERSTER BEITRAG ZUR KENNTNIS DER PILZFLORA BULGARIENS. 
Ann. Mycol. 6: 29-36. 

[MALLAMAmE, M. A.] 
1933. PARASITES OF PLANTS CULTIVATED IN THE IVORY COAST. Inter­

natl. Inst. Agr. Internatl. Bul. Plant Protect. 7: 266-268. 
MANNS, T. F. 

1915. SOME NEW BACTERIAL DISEASES OF LEGUMES AND THE RELATION­
SHIP OF THE ORGANISMS CAUSING THE SAME. Del. Agr. Expt. 
Sta. Bul. 108, 44 pp., mus. 

MARCELLI, E. 
1952. 	 UN IIlOSAICO DEL TRIFOGLIO IBRIDO RIFERIBLE AL MOSAICO GIALLO 

NO.2 DEL FAGIOLO. Notiz. Mal. Piante 20: 26-28. [English 
summary, p. 51.] [Processed.] 

MARCHAL, E. 
1903. DIE IlII .rAHRt; Ul02 IN BELGIEN BEOBACHTETEN PILZKRANKHEI­

TEN. Ztschr. f ..Pflanzenkrank. 13: 216-217. 

1936. 	 OBSt;RVATIONS ET RECIIERClnJS EFFECTUEES A LA STATION DE 
PHYTOPATHOLOGIt~ DE Y}ETAT, PENDANT L'ANNEE 19!15. [Gem­
bloux] Inst. Agron. de l'Etat Bul. 5: 105-111. [English sum­
mary, p. 111.] 

1937. 	 OBSEIWATIONS t~T ImClmRCHES EFFECTUEES A LA STATION DE 
PHYTOPATHOLOGIE DE L'ETAT, PENDANT L'ANNEE 1936. [Gem­
blouxl Inst. Agron. de l'Etat Bul. 6: 73-80. [Flemish, 
German, and En·glish summaries.] 

l\IARCUS, C. P., JR. 
1952. A NEW PHYSIOLOGIC RACE OF RUST (UROlllYCES PHASEOLI-TYPlCA 

ARTHUR) CAUSING LOSSES TO BEANS IN MARYLAND. (Abstract) 
Phytopathology 42: 342. 

MARLATT, R. B. 
1955. EFFECTIVENESS OF STREPTOMYCIN AS A CONTROL FOR COMMON 

BACTERIAL BLIGHT OF PINTO BEAN. U. S. Agr. Res. Serv., 
Plant Dis. Rptr. 39: 213-14. [Processed.] 

MASSEE, G. E. 
1898. FRENCH BEAN CANKER. Gard..Chron. (ser. 3) 23: 293, mus. 

MASTENBROEK, C. 
1942. ENKELE VELDWAARNEMINGEN OVER VIRUSZIEKTEN VAN LUPINE 

EN EEN ONDERZOEK OVER HAAR IIlOZAIEKZIEKTE. Tijdschr. over 
Planetenziekten. 48.: [97]-118, mus. 

1943. DE VATBAARHEID VAN BOONENRASSEN VOOR DE VETVLEKKEN­
ZIEKTE. Tijdschr. over Plantenziekten. 49: [135]-162, illus. 
[German summary.] 

MATHUR, R. S., BARNETT, H. L., and LILLY, V. G. 
1950. SPORULATlON OF COLLETOTRlCHUlI1 LINDEMUTHIANUM IN CUL­

TURE. Phytopathology 40: 104-114, illus. 

MATSUMOTO, T. 
1921. STUDIES ON THE PllYSIOLOGY OF THE FUNGI. XII. PHYSIOLOGICAL 

SPECIALIZATION IN RHIZOCTONIA SOLANI KUHN. Mo. Bot. Gard. 
Ann. 8: l-li2, illus. 

MATZ, J. 
1917. 	 A RHIZOCTONIA OF THE FIG. Phytopathology 7: 110-118, mus. 

1921. 	 THE RHIZOCTONIAS OF PORTO RICO. Porto Rico Dept. Agr. and 
Labor Jour. 5 (1) :5-31, mus. 

1921. 	 UNA ENFERMEDAD DANINA DE LA HABICHUELA. Porto Rico 
lnstllar Sta. Gh·. 57, 8 pp., illus, 



227 BEAN DISEASES 

(662) 	 MAUBLANC, A. 
1905. 	 ESPECES NOUVELLES DE CHAMPIGNONS INFERIEURS. SOC. Mycol. 

de France Bul. 21: 87-94, iIlus. 
(663) 	 MEINERS, J. P. 

1950. BEAN DISEASES IN SOUTHERN IDAHO IN 1949. U. S. Bur•. Plant 
Indus., Soils, and Agr. Engin., Plant Dis. Rptr. 34: 14: 
[Processed. ] 

(664) 	 MENEZES, O. B. DE. 
1952. IDENTIFICACXo DE .\ RACAS FISIOL6GICAS DA FERRUNGEl\1 DO 

FZIJOzmo. Dusenia 3 [309 J-312. [English summary, p.
312.] 

It (665) MENZIES, J. D. 
1954. EFFECT OF SPRINKLER IRRIGATION IN AN ARID CLIMATE ON THE 

SPREAD OF BACTERIAL DISEASES OF BEANS. Phytopathology 44: 
553-556. 

(666) 	 MERKEL, L. 
1929. BEITRAGE ZUR KENNTNIS DER l\lQSAIKKRANKHEIT DER FAMILLIE 

DER PAPILIONACEEN. Ztschr. f. Pflanzenkrank. 39: 289~'347, 
illus. 

(667) 	 MERWE, D. J. VAN DER. 
1942. 	 THE OCCURRENCE, CHARACTERISTICS AND FUNCTION OF MANGAN­

ES!~ !N SOIL AND pLANT. Farming in So. Africa 17: 360-364. 
(668) 	 MEULI, L. J., THIEGS, B. J., and LYNN, G. E. 

1947. 	 THE ZINC SALT OF 2,4,5-TRICHLOROI'HENOL AS A SEED FUNGICIDE. 
Phytopathology 37: 474-480. 

(669) 	 MEURS, A. 
1928. WORTELROT, VEROORZAAKT DOOR SCHIl\lllIELS UIT DE GESLACHTEN 

PYTHIUM PRINGSHEIM EN APHANOMYCES DEBARY. 94 pp., 
ill us. Bern. 

(670) 	 MIDDLEKAUFF, W. W. 
1952. 	 INSECTS ON BABY LIMA BEANS. Calif. Agr. [Calif. Sta.] 6 

(4): 7, 14, illus. 
(671) 	 MIDDLETON, J. T. 

1938. 	 PLAN1' DISEASES CAUSED BY PYTHIUM SPP. OBSERVED IN CALI­
FORNIA IN 1938. U. S. Bur. Plant Indus., Plant Dis. Rptr. 
22: 354-356. [Processed.) 

(672) 
1943. THE TAXONOMY, HOST RANGE AND GEOGRAPHWAL DISTRIBUTION 

OF THE GENUS PYTHIUM. Torrey Bot. Club. Mem. 20, No.1, 
177 pp., illus. 

(673) 	 STONE, M. W., and KENDRIK, J. B., JR. 
1949. INCIDENCE OF LIMA BEAN ROOT ROT IN SOILS TREATED WITH 

FUMIGANTS AND INSECTICIDES FOR CONTROL OF WIREWORMS. 
Phytopathology 39: 813-821. 

(674) 	 MIGULA, W. 
1897-1900. SYSTEM DER BAKTERIEN, HANDBUCH DERMORPHOLOGIE 

ENTWICKLUNGSGESCHICHTE UND SYSTEMATIK DER BAKTERIEN. 
Vol. 2, illus. Jena. 

(675) 	 MILBRATH, J. A. 
1944. 	 STUDIES ON THE CONTROL OF BEAN RUST. (Abstract) Phyto­

pathology 34: 936. 
(676) 

1952. 	 VARIATIONS IN POTATO CALICO CAUSED BY STRAINS OF ALFALFA 
MOSAIC. (Abstract) Phytopathology 42: 516-517. 

(677) 	 MILES, L. E. 
1917. 	 SOME DISEASES OF ECONOMIC PLANTS IN PORTO RICO. Phyto­

pathology 7: 345-351, illus. 
(678) 	 MILLER, G. L., and PRICE, W. C. 

1946. I'HYSICAL AND CHEMICAL STUDIES ON SOUTHERN BEAN MOSAIC 
VIRUS. r. SIZE, SHAPE, HYDRATION AND ELE:_.'::;NTARY COMPOSI­
TION. Arch. Biochem. 10: 467-477, illus. 

(679) 	 and PRICE, W. C. 
1946. PHYSICAL AND CHEMICAL STUDIES ON SOUTHERN BEAN MOSAIC 

VIRUS. II. CRYSTALIZATION BY DIALYSIS. Arch. Biochem. 11: 
329-335, illus. ". 



I 
228 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE i 

1 
(680) 	 MILLER, G. L., and PRICE, W. C. 

1946. 	 PHYSICAL AND CHEMICAL STUDIES ON SOUTHERN BEAN MOSAIC 
VIRUS. III. ELECTROPHOR~JTIC AND NUCLEIC ACID STUDIES. Arch. 
Biochem. 11: 337-343, mus. 

(681) 	 MILLER, H. J. 
1952. 	 A METHOD OF OBTAINING A HIGH INCIDENCE OF POWDERY MIL­

DEW ON SNAl' BEANS IN THE GREENHOUSE FOR FUNGICIDE 
SCREENING TESTS. (Abstract) Phytopathology 42.: 114. 

(682) 	 MILLER, J. J., HILDEBRAND, A. A., and KOCH, L. W. 
1947. 	 MACROI'HOI\UNA AND FUSARIUM ATTACKING FIELD B~JANS IN 

ONTARiO. Sci. Agr. 27: 251-259, iIlus. i 

(683) 	 MILTHROPE, F. L. .~ 
1941. 	 STUDIES ON CORTICIUM ROLFSII (SACC.) CURZI (SCLEROTIUM 

aOLFSIl SACC.) 1. CULTURAL CHARACTERS AND PERFECT STAGE. 
II. MECHANISM OF PARASITISM. Linn. Soc. N. S. Wales Pmc. 
66: 65-75, iIIus. 

(684) 	 MITCHELL, J. W., ZAUMEYER, W. J., and ANDERSON, W. P. 
1952. 	 TRANSLOCATION OF STREPTOMYCIN IN B~JAN PLANTS AND ITS 

EFF~;CT ON BACTERIAL BLIGHTS. Science 115: 114-115. 
(685) ZAUMEYER, W. J., and PRESTON, \V. H., JR. 

1953. 	 MOVEMENT OF STREPTOI\IYCIN IN B~JAN PLANTS. (AbstJ"a:t) 
Phytopathology 43: 480. 

(686) ZAUMEYEH, W. J., and PHESTON, \V. H., JR. 
1954. 	 Allsom'TION AND TRANSLOCATION OF STREPTOMYCIN BY BEAN 

PLANTS AND ITS ~JFFECT ON TH~J HALO AND COMMON BLIGHT 
OHGANISMS. I'hytopathology 44: 25-30, iIIus. 

(687) 	 MONTEITH, J., JR., and HoU.OW~;LL, E. A. 
1929. 	 PATHOLOGICAL SYMPTOMS IN LEGUMES CAUSED BY THE POTATO 

LEA~' HOPPEH. .Tour. Agr. Res. 38: 649-677, iIIus. 
(688) 	 MOORE, E. S. 

1930. 	 iNTERNAL HOLL DISEASE OF COTTON IN SOUTH AFHICA. SO. 
Africa Dept. Agr. Sci. Bu\. 94: 11-18. 

(689) 	 MOORE, W. D. 
1936. 	POWDEltY MILDEW (~JRYSII'HE POLYGONI) ON GARDEN SNAP BEANS. 

Phytopathology 26: 1135-1144, iIlus. 
(690) 

1938. 	 FIELD STUDIES ON CERTAIN DISEASES OF SNAP IlEANS IN THE 
SOllTmJAST. U. S. Dept. Agl·. Tech. Bu\. 647, 28 pp., iIIus. 

(691) 
1948. 	 WEATHER AND TIm INCID~JNCE OF SCL~;ROTINIA SCLEROTIORUM ON 

VEmJTAIILES IN SOUTH FLORIDA FROM U)-14 TO 1.9·18. U. S. Bur. 
Plant Indus., Soils, and Agr. Engin., Plant Dis. Rptr. 32: 
380-382. [Processed.] 

(692) 
1949. 	 FLOODING AS A MEANS OF DESTROYING THE SCLEROTIA OF SCLERO­

TINJA SCLEROTIORUM. Phytopathology 39: 920-927. 
(693) and CONOVER, R. A. 

1955. 	 CIUJl\UCAL SOIL THEATMENTS FOH THE CONTHOL OF RHIZOCTONJA 
ON SNAP BEANS. U. S. Agr. Res. Serv., Plant Dis. Rptr. 39: 
103-105. [Processed.] 

(694) CONOVER, R. A., and STODDAIW, D. L. 
19.49. 	 THE SCLEROTINIOSE DISEASE OF nJGETABLE CROPS IN FLORIDA. 

Fla. Agr. Expt. Sta. Bu\. 457, 20 pp., iIIus. 
(695) 	 MORHIS, H. E., and AFANASUJ\', M. M. 

1954. 	 CONTHOL OF IIAC'l'EHIAL HALO IILIGHT ON GARmJN BEAN IN MON­
TANA IN 1952 AND 1\15:1. (Abstract) Phytopathology 44: 499. 

(696) 	 l\HiLLER, A. S. 
1934. 	 BHAZIL: l'UELIl\UNARY LIST OF DISEAS~;S m' PLANTS IN THE 

STATE OF MINAS GEUA~JS. Inst. Agr. Internatl. Bul. Plant 
Protect. 8: L193]-198. 

(697) 
1934. 	 ()OENCAS DO FEIJAO ~}l\{ MINAS mJHA~JS. Bo\. de Agr. Zootech. 

e Vet [Minas GeraesJ 7: 383-388. 



229 BEAN DISEASES 

(698) 	 MULLER, A. S. 
1935. 	 DOENCAS DO FEI.TXO EM MINAS GERAES. [Minas Geraesl Sec. 

da Agr. Zootech. e Vet. BoJ. 1935: 383-388.
(699) 

1935. 	 LiSTA PRELIl\f1NAR DAS DOENCAS CRYPTOGAl\IICAS DE PLANTAS 
UULTI\'ADAS ~~M MINAS m~RM~S, BRASIL. [Minas Gemes] Sec. 
da Age. Zootech. e Vet. Bol. 8: 67-77

(700) 

1950. A PRELIMINARY SURVEY OF PLANT DISEASES IN GUATEMALA. U. 
S. Dept. Agr., Bur. Plant Indus., Soils, and Agr. Engin., 
Plant Dis. Rptr. 34: 161-164. [Processed.]

(701) 	 MULLER, H. R. A. 

1926. ONDERZOEKINGEN OVER COLLETOTRICHUM LINOEl\IUTHIANUM 
(SACC. ET MAGN • .) BRI. ET CAY. EN GLOEOSPORIUM FRUCTIGENUM 
BERK. FORMA 1l0LLANDICA NOVA FORMA. Wageningen Land­
bouwhoogesch. Meded. 30: 1-93, illus.

(702) 

1926. 	 PHYSIOLOGIC FORl\tF;S OF COLLETOTRICHUM LINDEl\lUTHIANUM 
(SACC. ET MAGN.) BRI. ET CA\·. IN TH~~ NETHERLANDS. Phyto­
pathology 16: 369.

(703) 	 MUNCIE, J. H. 
1914. 	 TWO MICHIGAN B~JAN DlSEASf;S. Mich. Age. Expt. Sta. Spec. 

BuJ. 68, 12 pp., ill us.
(704) 

1917. 	 fJXPERIMENTS ON T1-UJ CONTROL OF BEAN ANTHRACNOSE AND 
BEAN BLIGHT. Mich. Agr. Expt. Sta. Tech. Bu!. 38, 50 pp.,
illus. 

(705) 

1917. A GIRDLiNG OF B~JAN STEMS CAUSED BY BACT. PHASEOLI. Science 
46: 88-89. 

(706) 	 MURAKISHI, H. H. 
1952. 	 TWO NEW VIRUS DISEASES IN HAWAII. (Abstract) Phytopath­

ology 42: 517. 
(707) 	 MURPHY, D. l\f. 

1940. 	 BEAN IMPROVEMENTS AND BEAN DISEASES IN IDAHO. Idaho 
Agr. Expt. Sta. Bul. 238, 22 pp., illus.

(708) 

1940. 	 A GREAT NORTHERN BEAN RESISTANT TO CURLY-TOP AND C01\l­
MON BEAN-MOSAIC VIRUSES. Phytopathology 30: 779-784, illus.

(709) and PIERCE, W. H. 
1938. A MOSAIC-RESISTANT SMALL RED BEAN. Phytopathology 28: 

270-273. 
(710) 	 NACION, C. C. 


1924. STUDY OF RHIZOCTONIA BLIGHT OF BEANS. Philippine Agr. 12: 

315-321. 

(711) 	 NAITO, N. 
1951. ON THE INFLUENCE OF TEMPERATURE TO GERMINATION OF UREDI­

NIOSPORES OF UROMYCES APPfJNDlCULATUS (PERS.) FR. PARASITIC 
ON BEAN. Kagawa-Ken Agr. Col. Tech. Bu!. 1: 14--17, illus. 
[In Japanese. English summary, p. 29.]

(712) 	 NAKATA, K. 

1927. STUDIES OF SCLEROTIUM ROLFSII SACCo PART III. PERFECT FORM 
OF THE FUNGUS AND ITS GENETIC RELATIONSHIPS TO HYPOCliNUS 
CENTRIFUGUS (LE\'.) TUL. H. SOLANI PRILL. ET mJLACR. AND H. 
GUCUMERIS n!. WITH ITS SPECIFIC I!ELATIONSHIP TO SCLEROTIlcl\/ 
COFFEICOLUM STAHEL. Kjusu Imp. Univ., Fakult. Terkult. 
Bul. Sci. 2 (1): 18-19. 11926].

(713) 	 NANCE, N. 
1939. 	 PHAsmLUS VULGAI!IS. BEAN. U. S. Bur. Plant Indus., Plant 

Dis. Rptl'. 119: 229-232. [Processed.]
(714) 	NATTI, J. J., and SZKOLNIK, M. 

1954. INFLUENCE OF GROWTH REGULATORS ON RESISTANCE OF BEANS 
TO COLLETOTRICHUl\I LIND~~MUTHIANUJ\r. (Abstract) Phyto­
pathology 44.: 111-112. 



230 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(715) 	 NATTRASS, R. 1\1. 
1934. 	 ANNUAL REPORT OF THE MYCOLOGIST FOR THE YEAR 1933. Cy­

prus Dept. Agr. Ann. Rpt. 1933: 48-5.7, illus. 
(716) 

1'35. 	 ANNUAL REPORT OF THE MYCOLOGIST FOR THE YEAR 1934. Cy­
prus Dept. Agr. Ann. Rpt. 1934: 45-49. 

(717) 
1950. 	 ANNUAL REPORT OF THE SENIOR PLANT PATHOLOGIST, 1948. 

Kenya Colony Dept. Agl:. Ann. Rpt. 1948: 95-98. 
(718) 	 NEAL, D. C. 

1924. 	 BLIGHT RESISTANT BEANS SUITABLE FOR PLANTING IN IIIISSIS­
SIPPI. Miss. State Plant Quart. Bul. 3 (4): 34. 

(719) 	--- and WEDGWOItTH, H. H. 
1928. 	 ANNUAL REPORT OF THE PLANT PATHOLOGIST. Miss. Agr. Expt. 

Sta. Ann. Rpt. (1927-28) 41: 34-39. 
(720) 	 NEERGAARD, P. 

1945. DANISH SPECIES OF ALTERNARIA AND STEIIIPHYLlUM •• , 560 
pp., illus. London. 


P21) 

1949. 	 1:1. ARSBERETNING FRA .T. E. OHLSENS .~NKES I'LANTEPATOLOGISKE 

LABOltATORlUl\1 L. AUGUST 19·17-31. JULI 1948. Ohlsens (J.E.) 
Plantepatologiske Lab. 1\,rsberet. Ann Rpt. (1947-48) 13, 19 
pp. [English summary, pp. 16-17.] 

(722) 	 NE.~s VON ESENBECK, C. G. 
1816-17. 	 DAS SYSTEM DER _ILZE UNlJ SCHWAMME. 329 pp., illus. 

'Vlirzburg, Germany. 
(723) 	 NEGER, F. W. 

1902. 	 BEITRAGE ZUE BIOLOGIE DER ERYSIPHEEN. Flora [Jena] 90: 
221-272, illus. 

(724) 	 NELSON, R. 
1!122. 	 TRANSFERBNC.~ OF THE BEAN MOSAIC VIRUS BY MACROSIPHUIII 

SOLANIFOLJI. Science 56: 342-344. 
(725) 

1932. 	 INVESTIGATIONS IN THE MOSAIC OF BEANS (PHASEOLUS VULGARIS 
L.). Mich. Agr. Expt. Sta. Tech. Bul. 118, 71 pp., illus. 

(726) and DOWN, E. E. 
1933. 	 INFLUENCE OF POLLEN AND OVULE INFECTION IN SEED TRANS­

MISSION OF BEAN MOSAIC. (Abstract) Phytopathology 23: 25. 
(727) 	NEVODOVSKI, G. 

1914. [INJURIOUS FUNGI OF CULTIVATED AND WILD-GROWING PLANTS 
OF THE CAUCASUS IN 1912.] Trudy Titlis. Bot. Sada, v. 12, 
pt. 3, Sup. L [86\ pp. [In Russian.] 

(728) 	 NICOLAS, G., and AGGERY, B. 
1933. 	 NOTES MYCOLOGIQUES ET PHYTOPATHOLOGIQUES. Soc. d'Hist. 

Nat. Bul. 65: 506-507. 
(729) 	 NOWELL, W. 

1916. 	 THE INTERNAL DISEASE OF COTTON BOLLS IN THE WEST INDIES. 
West Indian Bul. 16: 203-235. 

(730) 
1918. 	 INTERNAL DISEASE OF COTTON BOLLS IN THE WEST INDIES. II. 

West Indian Bul. 17: 1-26, illus. 

(731) 	 NUTILE, G. E. 
1946. 	 GROWTH AND YIELD OF BALDHEAD BEAN PLANTS IN THE FIELD. 

Assoc. Off. Seed Anal. Proc. (1945-46,) 36: 184-188, illus. 
(732) 	 OGILVIE, L. 

1924. PRELIMINARY REPORT OF THE PLANT PATHOLOGIST FOR THE 
PERIOD SEPTEMBER 27 TO DECEl\IBER 31, 1923. Bermuda Dept. 
Agr. Rpt. 1923: 28-34. 

{,733) 
1925. 	 REPORT OF THE PLANT PATHOLOGIST FOR THE YEAR 1924. Ber­

muda Dept. Agr. Rpt. 1924: 32-43. 
(734) 

1930. 	 OBSERVATIONS ON THE DISEASES OF MARKET-GARDEN CROPS IN 
THE VALE OF EVESHAM. Bristol Univ. Agr. and Hort. Res. 
Sta. Ann•.Rpt. 1929: 149-154. 



231 BEAN DISEASES 

(735) 	 OGILVIE, L., and HICKMAN, C. J. 
1937. 	 PROGRESS REPORT ON VEGETABLE DISEASES. IX. Bristol Univ., 

Agr. and Hort. Res. Sta. Ann. Rpt. 1937: 96-109.
(736) and 1\IULLIGAN, B. O. 

1930. PROGRESS REPORT ON VEGETABLE DISEASES. III. Bristol Univ. 
Agr. and Hort. Res. Sta. Ann. Rpt. 1930: 119-132, illus.

(737) and MULLIGAN, B. O. 
1933. 	 PROGRESS REPORT ON VEGETABLE DISEASES. V. Bristol Univ. 

Agr. and Hort. Res. Sta. Ann. Rpt. 1932: 98-120, illus.
(738) 	 OOSTENBRINK, l\f. 

1951. HET ERWETENCYSTENAALTJE, HETERODERA GOTTINGIANA LIEB­
SCHER IN NEDERLAND. Tijdschr. over Plantenziekten 57: 52­
64, illus. [English summary, pp. 62-63. )

(739) 	 ORlAN, G. 
1951. DIVISION OF PLANT PATHOLOGY. Mauritius Dept. Agr. Ann. 

Rpt. 1950: 80-85. 
(740) 	 ORTON, C. R., and HENRY, 'V. D. 

1935. 	 AN INTERNAL NECROSIS OF REANS. (Phytopath. note) Phyto­
pathology 25: 726-728, illus. 

(741) 	 OSBORN, H. T. 
1937. 	 STUDIEs ON THE TRANSMISSION OF PEA VIRUS 2 BY AI'HIDS. 

Phytopathology 27: 589-603, ill us. 
(742) 	 OSNER, G. A. 

1918. 	 ADDITIONS TO THE LIST OF PLANT DISEASES OF ECONO~IIC IM­
PORTANCE IN INDIANA. Ind. Acad. Sci. Proc. 1917: 145-147.

(743) 	 OSWALD, J. W. 
1950. 	 A STRAIN OF THE ALFALFA-MOSAIC VIRUS CAUSING VINE AND 

TUBER NECROSIS IN POTATO. Phytopathology 40: 973-991,
illus. 

(744) 	 PALM, B. T. 
1935. NAGRA PARASITSVAl\U'AR FRAN SODRA SVERIGE. Bot. Notiser 5: 

412-416. 
(745) 	 PAl\IMEL, L. H. 

1890. COTTON ROOT ROT. Tex. Agr.Expt. Sta. Bul. 7, 30 pp., illus. 
(746) 

1891. FUNGUS DISEASES OF SUGAR BEET. Iowa Agr. Expt. Sta. Bul. 
15, pp. 	235-254, illus. 

(747) 	 PAPE, H. 
1921. 	 BEOBACHTUNGEN BEl ERKRANKUNGEN DURCH BOTRYTIS. Gar­

tenflora 70: 48-50, illus. 
(748) 	 P ARBERY, N. H. 

1943. THE EXCESSIVE UPTAKE OF MANGANESE BY BEAN SHOWING SCALD 
AND MAGNESIUM DEFICIENCY. ITS REGULATION BY LIMING. Agr.
Gaz. N. S. Wales 54: 14-17, illus. 

(749) 	 PARK, 1\1. 
1933. 	 REPORT ON THE WORK OF THE MYCOLOGICAL DIVISION. Ceylon 

Dept. Agr. Adm. Rpt. Dir. Agr. 1932: D116-Dl22. 
(750) 

1934. 	 REPORT ON THE WORK OF THE MYCOLOGICAL DIVISION. Ceylon 
Dept. Agr. Adm. Rpt. 1933 (4): D126-D133. 

(751) 	 PARKER, K. G., and BURKHOLDER, W. H. 
1950. PSEUDOMONAS SYRINGE VAN HALL ON APPLE AND PEAR IN NEW 

YORK STATE. U. S. Bur. Plant Indus., Soils, and Agr. Engin., 
Plant Dis. Rptr. 34: 100-101. [Processed. J 

(752) 	PARKER, 1\1. C. 
1933. 	 THE INHERITANCE OF A YELLOW-SPOT CHARACTER IN THE BEAN. 

Jour. Hered. 24: 481-486, illus. 
(753) 

1935. 	 INHERITANCE OF A LEAF VARIEGATION IN THE COMMON BEAN. 
Jour. Hered. 25: 165-170, illus. 

(754) 
1936. 	 INHERITANCE OF RESISTANCE TO TIlE COMMON MOSAIC VIRua 

IN THE BEAN. Jour. Agr. Res. 52: 895-915, illl1&. 



232 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(755) 	PARRIS, G. K. 
1938. 	 THE REACTIONS OF INTRODUCED BEAN VARnJTIES TO RUST (URO­

MYCES PHASEOLI TYPICA) IN HAWAII. U. S. Bur. Plant Indus., 
Plant Dis. Rptr. 22: 424-428. [Processed.] 

(756) 
1940. 	 A CHECK LIST OF FUNGI, BACTERIA, NEMATOmJS, AND VIRUSES 

OCCURRING IN 11AWAll , AND THBIR HOSTS. U. S. Bur. Plant 
Indus., Plant Dis. Rptr. Sup. 121: 1-91. [Processed.] 

(757) and MATSUURA, M. 
1941. 	 A SBCOND STRAIN OF BEAN RUST IN llAWAll. U. S. Bur. Plant 

Indus., Plant Dis. Rptr. 25: 311-312. [Processed.] 
(758) 	 PELTIER, G. L. 

1916. 	 PARASITIC RHIZOCTONIAS IN AMERICA. III. Agr.Expt. Sta. 
Bul. 189, pp. 283-390, iIlus. 

(759) 
1916. 	 A SERIOUS DlSEASB OF CULTI\"ATED PER.JNNIALS CAUSED BY 

SCLEROTIUIIl ItOLFSlI. Ill. Agr. Expt. Sta. Cir. 187, [4] pp., 
iIlus. 

(760) KING, C. J., and SAMSON, R. 'V. 
1926. 	 OZONIUIIl ROOT ROT. U. S. Dept. Agr. Dept. Bul. 1417, 28 pp., 

iIlus. 
(761) 	 PEltSON, L. H. 

1944. 	 THE OCCURIt.JNCE OF A YARIANT IN ItHIZOCTONIA SOLANI. Phy­
topathology 34.: 7.15-717, iIlus. 

(762) 
1944. 	 l'AItASITISM OFRHIZOCTONIA SOLANI ON DEANS. Phytopath­

ology 34: 105H-I068, iIlus. 
(763) and EDGEItTON, C. W. 

1939. 	 SE.;D TIt.JATJlmNT FOR TH.J CONTItOL OF BACTERIAL RI,IGHT OF 
BEANS. (Abstract) Phytopathology 29: 19. 

(764) 	 PERSONS, T. D. 
1934. PRELIMINARY ItEPOItT ON AN ANTHItACNOSE OF LIMA BEAN. 

\Abstract) Phytopathology 24.: 837. 
(765) 

1935. ANTHRACNOSE DISEASE OF EGGPLANTS. (Abstract) Phytopath­
ology 25: 967. 

(766) 	 PEItSOON, C. H. 
1795. 	 OBSERYATIONS JlI YCOLOGICAE. In Usteri, P., Annalen der 

Botanik 3 (15): 1-43. Leipzig, Germany. 
(767) 

1801. 	 SYNOPSIS M.JTHODICA FUNGOItUM. 2 v. Gottingae, Germany. 

(768) 	 PETCH, T. 
1919. FUNGOUS DISEASES. Ceylon Dept. Agr. Yearbook 1919-20: 

147-151. 
('169) PETRI, L. 

1930. ItASSEGNA DEI CASI FITOI'ATHOLOGlCI OSSERVATI NEL 1929. 
Roma R. Staz. di Patol. Veg. Bol. 11: 1-43. 

('170) PEUSER, H. 
1931. 	 FORTGESETZTE UNTERSUCHUNGEN UBER DAS VORKOl\lJ\IEN BIO­

LOGISCHER RASSEN VON COLLETOTRICHUM LINDEMUTH. (SACC. 
ET MGN.) BRI. ET CAV. Phytopath. Ztschr. 4: [83]-112, illus. 

(77.1) 	 PICADO, C. 
1932. 	 FUSARIUM DISEASE OF COFFEE IN COSTA RICA. Puerto Rico 

Dept. Agr. Jour. 16: 389-400, illus. 
(772) 	PIERCE, W. H. 

1934. 	 RESISTANCE TO COMMON BEAN MOSAIC IN THE GREAT NORTHERN 
FIELD BEAN. Jour. Agr. Res. 49: 183-188, illus. 

(773) 
1934. 	 VIROSES OF THE BEAN. Phytopathology 24: 87-115, illus. 

(774) 
1935. 	 THE IDENTIFICATION OF CERTAIN VIRUSES AFFECTING LEGUMI­

NOUS PLANTS. Jour. Agr•.Res. 51: 1017-1039, illus. 
(775) 

1935. 	 THE INHERITANCE OF ItESISTANCE TO COMMON BEAN MOSAIC 
IN FIELD AND GARDEN BEANS. Phytopathology 25: 875-883. 



BEAN DISEASES 233 
(776) 	PIERCE, 'V. H., and HUNmmFoRD, C. W. 

1929. SYMPTOMATOLOGY, TRANSMISSION, INFECTION AND CONTROL OF 
BEAN MOSAIC IN IDAHO. Idaho Agr. Expt. Sta•.Res. Bul. 7,
37 pp., iJIus. 

(777) and WALKER, J. C. 
1933. 	 THE DEVELOPMENT OF MOSAIC RESISTANT REFUGEE BEANS. Can­

ner 77 (26): 7-9. 
(778) 	PITl'MAN, H. A. ,T. 

1938. 	 BACTERIAL BLIGHT OF BEANS. West Austral. Dept. Agr. Jour., 
Ser. 2,15: 172-177, illus. 

(779) 	 POIRAULT, G. 
1890. 	 LES UREDINEES ET LEURS PLANTES NOURRICItRES. Jour. de Bot. 

[Paris] 4: 245-251. 
(780) 	POLLOCK, J. B. 

1918. 	 THE LONGEVITY IN THE SOIL OF THE SCI,EROTINIA CAUSING THE 
BROWN ROT OF STONE FRUITS. Mich. Acad. Sci. Ann. Rpt.
20: 279-280. 

(781) 	 PORTER, R. H. 
1926. 	 A PRELIMINARY REPORT OF SURVEYS FOR PLANT DISEASES IN 

EAST CHINA. U. S. Bur. Plant Indus., Plant Dis. Rptr. Sup.
46: 153-166, illus. [Processed.]

(782) 
1946. 	 GERMINABILITY OF TREATED AND UNTREATED LOTS OF VEGETABLE 

SEED IN PYTHlUM-INFESTED SOIL AND IN THE FIELD. Iowa Agr. 
Expt. Sta. Res. Bul. 345, pp. 949-983, illus. 

(783) 
1951. 	 TREATMENT OF CROP SEEDS IN BRAZIL AND PARAGUAY. Phyto­

pathology 41: 367-374. 
(784) 	POUND, G. S. 

1949. 	 A VIRUS DISEASE OF WATERl\IELON IN WISCONSIN INCITED BY THE 
TOBACCO RINGS POT VIRUS. Jour. Agr. Res. 78: 647-658, illus. 

(785) 	 PRICE, W. C. 

1930. 	 LOCAL LESIONS ON BEAN LEAVES INOCULATED WITH TOBACCO 
MOSAIC VIRUS. Amer. Jour. Bot•.17: 694-702, illus.

(786) 
1938. 	 STUDIES ON THE VIRUS OF TOBACCO NECROSIS. Amer. Jour. 

Bot. 25: 603-612, illus. 
(787) 

1940. 	 COM1'ARATIVE HOST RANGES OF SIX PLANT VIRUSES. Amer. 
Jour. Bot. 27: 530-541, iIlus. 

(788) 

1945. CRYSTALLIZATION OF SOUTHERN BEAN MOSAIC VIRUS. Science 


101: 515-517, mus. 
(789) 

1946. 	 PURIFICATION AND CRYSTALLIZATION OF SOUTHERN BEAN MOSAIC 
VIRUS. ArneI'. Jour. Bot. 33: [45]-54, mus. 

(790) and BLACK, L. M. 
.19.46. 	 THE ANTIGENICITY OF SOUTHERN BEAN MOSAIC VIRUS. .Phyto­

pathology 36: 157--,161. 
(791) and HOLT, B •.R. 

1948. 	 KENTUCKY WONDER BEAN PLANTS AS HOSTS FOR MEASURING 
BEAN MOSAIC VIRUS ACTIVITY. Phytopathology 38: 213-217. 
illus. 

(792) MCWHORTER, }<'. P., and STERANKA, B. H. 
1950. 	 NATURAL OCCURRENCE OF TOBACCO NECROSIS VIRUS IN 1'RIMROSE. 

Phytopathology 40: 391-392. 
(793) WILLIAlIfS, R. C., and WYCKOFF, .R. W. G. 

1946. 	 ELECTRON IIfICROGRAI'HS OF CRYSTALLINE PLANT VIRUSES. Arch. 
Biochem. 9: 175-185, mus. 

(794) 	PRUNET, A. 

1893. SUR LE RHIZOCTONE DE LA LUZERNE. [Paris] Acad. des Sci. 
Compt. Rend. 117: 252-255. 

1 
,\ 

I 
! 
j 

1 

I 
i 

I 

I 
! 
j 

I 
1 
I 
! 

I 




234 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(795) 

(796) 

(797) 

(798) 

(799) 

(800) 

(801) 

(802) 

(803) 

(804) 

(805) 

(806) 

(807) 

(808) 

(809) 

(810) 

(811) 

(812) 

(813) 

PRYOR, D.E., and WESTER, R. E. 
1946. RELATIVE RESISTANCE AND SUSCEPTIBILITY OF U. S. 243 AND 

U. S. 343 LIMA BEANS TO LIMA-BEAN MOSAIC. Phytopathology 
36: 170-172, illus. 

PuGSLEY, A. T. 
1936. 	 HALO BLIGHT OF BEANS-SOME RELATIONSHIPS OF THE PATH­

OGEN. Austral. Inst. Agr. Sci. Jour. 2: 30-31. 

1936. HALO BLIGHT OF BEANS, VARIETAL RESISTANCE TESTS. Victoria 
Dept. Agr. Jour. 34: 311-315, illus. 

QUANJER, H. M. 
1927. 	 EEN AAL'l'JESZIEKTE VAN DE AARDAPPELPLANT, DE AANTASTING­

SWIJZE EN DE HERKOMSH VAN HAAR OORZAAK, TYLENCHUS DIP­
SACI KUHN. Tijdschr. over Plantenziekten 33: 136-172, illus. 

QUANTZ, L. 
1951. 	 UNTERSUCHUNGEN UBEI~ vmUSKRANKHEITAN AN BUSCHBOHNEN. 

In Pflanzenschutz-tagung del' Biologischen Bundesanstalt 
Braunschweig in Goslal', 11-14. Oktober 1950. Mitt. aus del' 
BioI. Zentral Anst. 70: 74-79, illus. 

1952. 	 DIE WICHTIGSTAN vmUSKRANKHEITEN DER HEII\USCHEN LEGUltI­
INOSEN. Saatgut-Wirtsch. 4: 34-37, illus. 

1952. 	 JAHRESBERICHT DER BIOLOGISCHEN BUNDESANSTALT FUR LAND­
UND FORSTWmTSCHAFT IN BRAUNSCHWEIG 1!l51. [Brunswick] 
BioI. Inst. Agr. and Forestry Ann. Rpt. 1951, 100 pp., illus. 

1955. 	 EIN RlNGFLECKENvmUS VON BUSCHBOHNEN. Phytopath. Ztschr. 
23: 209-220, illus. 

Qumos CALVOS, M. 
1950. CHAETOSEPTORIA WELLMANIl STEV., UNA ENFERMEDAD DE LAS 

LEGUl\lINOSAS. Suelo o.co Costa Rico 4.: 137-139, illus. 
RAMIREZ, R. 

1918. ENFERMEDADES DEL CAI\IOTE. Rev. Agr. [Max.] 2: 344. 
RAMOS, J. C. 

1926. PYTHIUM DAMPING-OFF OF SEEDLINGS. Philippine Agr. 15: 
85-97, illus. 

RAMSEY, G. B. 
1925. 	 SCLEROTINIA SPECIES CAUSING DECAY OF VEGETABLES UNDER 

TRANSIT AND MARKET CONDITIONS. Jour. Agr. Res. 31: 597­
632, illus. 
and WIANT, J. S. 

1941. 	 MARKET DISEASES OF FRUITS AND VEGETABLES: ASPARAGUS, 
ONIONS, BEANS, I'EAS, CARROTS, CELERY, AND RELATED PLANTS. 
U. S. Dept. Agr. Misc•.Pub. 440, 70 pp., illus. 

RANDS, R. D., and BROTHERTON, W., JR. 
1925. BEAN VARIETAL TESTS FOR DISEASE RESISTANCE. Jour. Agr. 

Res. 31: 101-154, illus. 
RANOJEVIC, N. 

1910. ZWEITER .BEITRAG ZUR I'ILZFLORA SERBIENS. Ann. Mycol. 8 : 
347-402, illus. 

RAPHAEL, T. D., and WHITE, N. H. 
1944. VARIETAL RESISTANCE TO HALO BLIGEIT IN BEANS. Austral. 

Inst.Agr. Sci, Jour. 10: 76-77. 
RAPP, C. W. 

1920. BACTERIAL BLIGHT OF BEANS. Okla. Agr•.Expt. Sta. Jlul. 131, 
39 pp., illus. 

RASKl,D. J. 
1952. 	 ON THE HOST RANGE OF THE SUGAR-BEET NEMATODE IN CALI­

FORNIA. U. S. Bur. Plant Indus., Soils, and Agr. Engin., 
Plant Dis. Rptr. 36: 5-7. [Processed.] . 

RAvss, 	T. 
1943. CONTRIBUTION A L'ETUDE DES DEUTEROltlYCETES DES PALESTINE. 

Palestine Jour. Bot.,· Jerusalem Ser. 22-61, illus. 



235 BEAN DISEASES 

(814) 	 REA, H. E. 
1939. 	 THE CONTROL OF COTTON ROOT ROT IN THE BLACKLAND REGION 

OF TEXAS. Tex. Agr. Expt. Sta. Bul. 573, 36 pp.(815) 	 REBENTISH, J. F. 
1804. PRODROMUS FLORAE NEMOMARCHICAE. 406 pp. Berlin.(816) 	REDDICK, D. 
1917. EFFECT OF SOIL TEMPERATURE ON THE GROWTH OF BEAN PLANTS 

AND ON THEIR SUSCEPTIBILITY TO A ROOT PARASITE. Amer." Jour. Bot. 4: 513-519.
(817) 

1920. A FOURTH PHYTOPHTHORA DISEASE OF TOMATO. Phytopathology
10: 528-534. 

(818) and STEWART, V. B. 
1918. VARIETIES OF BEANS SUSCEPTIBLE TO MOSAIC. Phytopathology

8: 530-534. 
(819) and STEWART, V.B. 

1919. 	 ADDITIONAL VARIETIES OF BEANS SUSCEPTIBLE TO MOSAIC. Phy­
topathology 9: 149-152.

(820) 	 and STEWART, V. B. 
1919. TRANSMISSION OF THE VIRUS OF BEAN MOSAIC IN SEED AND 

OBSERVATIONS ON THERMAL DEATH-POINT OF SEED AND VIRUS. 
Phytopathology 9: 445-450.

(821) 	REED, G. M. 
1909. THE MILDEWS OF THE CEREALS. Torrey Bot. Club Bul. 36: 

353-388. 
(822) 	 REICHELT, .K. 

1935. ANBAUVERSUCHE MIT BUSCHBOHNEN. Obst. u Gemiisebau 81.: 
60-61. 

(823) 	 REICHERT, I., and HELLINGER, E. 
1929. A BLIGHT OF BEANS IN PALESTINE. Yedeoth. 2 (1-2): 98-99.

(824) 	REID, W. D. 
1931. 	 A BACTERIAL WILT DISEASE OF BEANS. OCCURRENCE IN MARL­

BOROUGH AND MEASURES FOR CONTROL. New Zeal. Jour. Agr.
43: 408-415, illus. 

(825) 
1934. 	 PRODUCTION OF WILT-FREE BEANS. New Zeal. Jour. Agr. 49: 

164-169, illus. 
(826) 

1943. THE RESISTANCE OF BEANS AGAINST BEAN-WILT AND ANTHRAC­
NOSE AND NOTES ON OCCURRENCE OF BEAN MOSAIC. New Zeal. 
Jour. Sci. and Techno!., Sect. A, 25: 125-128.

(827) 
1945. RESISTANCE OF BEANS TO HALO-BLIGHT .AND ANTHRACNOSE AND 

THE OCCURRENCE OF BEAN MOSAIC AND BEAN WEEVIL•.New 
Zeal. Jour. Sci. and Technol., Sect•.A, 27: 331-335, illus.

(828) 
1948. 	 CONTROL OF HALO-BLIGHT OF BEANS. New Zeal. Jour. Sci. and 

Technol., Sect. A, 30: 45-48. 
(829) and BRIEN, R. M. 

1949. 	 CONTROL OF ANTHRACNOSE OF DWARF BEANS. New Zeal. Jour. 
Sci. and Technol., Sect. A, 29: 304-306.

(830) and TAYLOR, G. G. 
1945. 	 CONTROL OF HALO-BLIGHT AND ANTHRACNOSE OF BEANS. New 

Zeal. Jour. Sci. and Technol., Sect•.A., 27: 90-93.
(831) 	REINKING, O. A. 

1918. 	 PHILIPPINE ECONOMIC l'LANT DISEASES. Philippine Jour. Sci., 
Ser. A, 13: 165-274, illus. 

(832) 
1919. 	 DISEASES OF ECONOMIC PLANTS IN SOUTHERN CHINA. Philippine 

Agr. 8: 109"":134, illus. 
(833) 

1919. 	 HOST INDEX OF DISEASES OF ECONOMIC PLANTS IN THE .PHILIP­
PINES. Philippine Agr. 8: 38-54. 

(834) 
1919. PHILIPl'INE PLANT DISEASES. Phytopathology 9: 114-140. 



236 TECHNICAL BULLETIN 8S8, U. S. DEPT. AGRICULTURE 

(835) 	REINKING, O. A. 
1950. 	 FUSARIUM STRAINS CAUSING PEA AND BEAN ROOT ROT. Phyto­

pathology 40 : 664-683, illus. 
(836) 	 REYNOL!>S, E. S., and MILLER, B. S. 

1931. PLANT EXTRACTS AND FUNGI. II. BEAN EXTRACTS IN RELATION 
TO COLLETOTRICHUM LINDEMUTHIANUM. (Abstract) Phytopa­
I;hology 21: 124. 

(837) 	RICH, S. 
1948. 	 THE CHEMICAL NATURE AND ORIGIN OF PHASEOLUS VIRUS 2 

CRYSTALLINE INCLUSIONS. Science 107: i~4. 
(838) 

1949. 	 SOME RELATIONS BETWEEN PHASEOLUS VIRUS 2 AND ITS ASSO­
CIATED CRYSTALLINE INCLUSIONS. Phytopathology 39:: 221­
224. 

(839) 	 RICHARDS, B. L. 
1923. 	 SOIL TEMPERATURE AS A FACTOR AFFECTING THE PATHOGENICITY 

OF CORTICIUM VAGUM ON THE PEA AND THE BEAN. Jour. Agr. 
Res. 25: 431-450, illus. 

(840) 	 RICHARDS, B. L., (JR.), and BURKHOLDER, W. H. 

1943. A NEW MOSAIC DISEASE OF BEANS. Phytopathology 33: 1215­

1216. 
(841) 	--- and MUNGER, H. M. 

1944. 	 A RAPID METHOD FOR MECHANICALLY TRANSMITTING PLANT 
VIRUSES. (Abstract) Phytopathology .34: 1010. 

(842) 	 RICHON, C. 
1889. 	 CATALOGUE RAISONNE DES CHAMPIGNONS QUI CROISSENT DANS 

LE DEPARTEMENT DE LA MARNE. 586 pp., illus. Vitry-le­
Francois. 

(843) 	RICHTER, H. 
1937. 	 BLATT-, STENGEL- UND HUI.SENFLECKEN AN LUPINEN. Nach­

richtenbl. f. den Deut. Pfianzenschutzdienst 17: 77-80, illus. 

(844) 	 ROBERTSON, H. F. 
1929. 	 PROGRAM OF WORK ••• MANDALAY, FOR THE YEAR 1928-29. 

(Appendix, p. ii, Report of the Department of Agriculture.) 
Burma Dept. Agr. Rpt. 1928: 1-40. 

(845) 	 ROLDAN, E.F. 
1938. 	 NEW OR NOTEWORTHY LOWER FUNGI OF THE PHILIPPINE 

ISLANDS, II. Philippine Jour. 66: 7-13, illus. 

(846) 	ROLFE, F. M. 
1903. 	 CORTICUM VAGUM B. AND VAR SOLANI BURT. A FRUITING STAGE 

OF RHIZOCTONIA SOLANI. Science 18: 729. 
(847) 	ROLFS, P. H. 

1893. 	 THE TOMATO AND SOME OF ITS DISEASES. Fla. Agr. Expt. Sta. 
Bul. 21, 38 pp., illus. 

(848) 	ROSEN, H. R. 
1936. 	 THE ABSCISSION OF PEAR AND APPLE BLOSSOMS IN RELATION TO 

INFECTION BY ERWINIA AMYLOVORA AND PHYTOMONAS SYRINGAE. 
(Abstract) Phytopathology 26: 106. 

(849) 	 Ross, A. F. 
1941. 	 PURIFICATION AND PROPERTIES OF ALFALFA-MOSAIC VIRUS PRO­

TEIN. Phytopathology 31: 394-410, illus. 

(850) 	 ROWELL, J. B., and HOWARD, F. L. 
1948. 	 AIR BLAST APPLICATION OF OIL-SOLUB.LE FUNGICIDES TO ROW 

CROPS. (Abstract) Phytopathology 38: 315. 
(851) 	 RUDORF, W. 

1955. 	 DIE UBERTRAGUNG DER RESISTENZ GEGEN DIE BOHNENMOSAIK­
VIREN 1 (GERWOHNLICHES BOHNENMOSAIK) UND 2 (GELBES 
BOHNENMOSAIK) AUS PHASEOLUS COCCINEUS IN FERTILE BAS­
TARDPFLANZEN AUS DER KREUZUNG PHASEOLUS VULGARIS X 
PHASEOLUS COCCINEUS. N aturwissenschaften 42: 19-20. 

(852) 	 SACCARDO, P. A. 
1878. 	 FUNGI NOVI EX HERBARIO DR. P. MAGNUS BEROLINENSIS GLOEO­

.SPORIUM LINDEMUTHIANUM SACCo & MAGNUS. Michelia 1: 
129. 

i 

http:OIL-SOLUB.LE


BEAN DISEASES 237 
(853) 	 SACCARDO, P. A. 

1878. FUNGI VENETI NOVI VEL CRITICI. VEL MYCOLOGIAE VENETAE 
ADDENDI, PHYLLOSTICTA PHASEOLINA SACCo Michelia 1: 149. 

\-.:, (854) 
1878. 	 FUNGI VENETI NOVI VEL CRITICr. VEL IIfYCOLOGIAE VENETAE AD­

DENDI. ISARIOPSIS GRISEOLA SACCo l\Iichelia 1: 273. 
(855),. 

1880. FUN:roRUM EXTRA-EUROPAEORUl\I. l\fichelia 2: r136 ]-149.
(856) 

1881. 	 GLOEOSPORIUM LINDEl\fUTHIANUM SACCo Fungi Italici (pI.
1032), illus. ~ (857) 

1884. 	 GLOEOSPORIUM LINDElIfUTHIANUM SACCo ET MAGNUS. Sylloge 
Fungorum 3: 717. 

(858) 
1886. CERCOSPORA CRUENTA SACCo Sylloge Fungorum 4: 435. 

(859) 
1886. ISARIOPSIS LAXA (ELLIS) SACCo Sylloge Fungorum 4: 831. 

(860) 
1895. CERCOSPORA COLUIlfNARIS ELL. ET EV. Sylloge Fungorum 11: 

625-626. 
(861) 

1911. NOTAE IIfYCOLOGICAE. Ann. l\Iycol. 9: 249-257. 
(862) 

1913. 	 GLOEOSPORIUM CORALLINUM (PEYL.) SACCo ET TRAV. Sylloge 
Fungorum 22: 1182. 

(863) 
1914. NOTAE IIfYCOLOGICAE. Ann. Mycol. 12: 282-314. 

(864) 	 SACKET'i', W. G. 

1905. 	 SOME BACTERIAL DISEASES OF PLANTS PREVALENT IN MICHIGAN. 
Mich. Agr. Expt. Sta. Bul. 230, pp. 205-220, iIlus. 

(865) 
1909. 	 SOME BACTERIAL DISEASES OF PLANTS. Colo. Agr. Expt. Sta. 

Bul. 138, 23 pp. 
(866) 	 SAKSENA, R. K., and BHARGAVA, F.. S. 

1943. 	 NITROGEN REQUIREMENTS AND VITAMIN DEFICIENCIES OF PH,\, ­
TOPHORA PASEOLI THAXTER. Ind. Acad. Sci. Proc., Sect. B,
18: 45-51, ilIus. 

(867) 	 SALMON, E. S. 

1904. 	 CULTURAL EXPERIMENTS WITH BARLEY MILDEW, ERYSIPHE GRAM­
INIS DC. Ann. Mycol. 2: 70-99. 

(868) 
1904. 	 ON SPECIALIZATION OF PARASITISM IN THE ERYSIPHACEAE II. 

New Phytol. 3: 109-121. ; 
(869) 	 SANFORD, G. B. •• 

~ 
1948. 	 THE OCCURRENCE OF BACTERIA IN NORMAL POTATO PLANTS AND 

LEGUMES. Sci. Agr..28: 21-25. '. 
(870) 

1952. 	 PERSISTENCE OF RHIZOCTONIA SOLANI KUHN IN SOIL. Canad. 
Jour. Bot. 30: 652-664. 

(871) 	 SAPPENFIELD, W. P. 

1954. A NEW PHYSIOLOGIC RACE OF BEAN RUST (UROIlfYCES PHASEOLI 
TYPICA) FROM NEW MEXICO. U. S. Bur. Plant Indus., Soils. 
and Agr. Engin., Plant Dis. Rptr. 38: 282. [Processed.]

(872) 	 SARDn~·A, J.. R. 
1939. 	 LA "GRASSA" DE LAS JUDIAS (DEBIDA A BACTERIUIIf IIfEDICAGINIS 

VAR. PHASEOLICOLA) EN ESPANA., Bol. de Patol. Veg. y Ent. 
Agr. 8: 231-264, iIlus. [German and English summaries. pp.
260-261.J 

(873) 	 SAREJANNI, J. A., and CORTZAS, C. B. 

1935. 	 NOTE SUR LE PARASITISME DU IIfACROPHOl\flNA PHASEOLI 
(MAUBL.) ASHBY. Ann. Inst. Phytopath. Benaki 1 (3) : 37-44. 



I'"~ 

TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE.238 

(874) 	SAVULIlSCU, T. 

1930. L'ETAT PHYTOSANITAIRE EN ROUMAINE AU COURS DE L'ANtt 


1928-1929. Inst. de Cercet. Agron. Roumaniei An. (Inst. de 
Rech. Agron. Roumanie, Ann.) 1: 243-266. 

(875) 	 and RADULESCU, I. 

1929. UNE NOUVELLE MALADIE BACTERIENNE DES FEULLES DU TABAC 


EN ROUMANIE. Inst. de Rech. Agron. de Roumanie, 52 pp., ! 
illus. [In Rumanian.], 

(876) 	SAWADA, K. 
1928. 	 DESCRIPTIVE CATALOGUE OF THE FORMOSAN F1JNGI. PT. IV. For­

mosa Govt. Res. Inst. Dept. Agr. Rpt. 35, 123 pp., illus. 
[In Japanese.] ( 

(877) 	SCHAFFNIT, E. 
1920. 	 UNTERSUCHUNGEN fiBER DIE BRENNI'LECKENKRANKHEIT DER 

BOHNEN. Deut. Landw. Gesell. Mitt. 35: 299-302. 
(878) 	 and BliNING, K. 


1925. DIE BRENNFLECKENKRANKHEIT DER BOHNEN EINE MONOGRAPH­

ISCHE STUDIE AUF BIOLOGISCHER GRUNDLAGE. CenthI. f. Bakt. 
[etc.] Aht. 2, Bd. 63: 176-254, 360-438, 481-506, mus. 

(879) 	SCHNATHORST, w. C. 
1954. 	 BACTERIA AND F1JNGI IN SEEDS AND PLANTS OF CERTIFIED BEAN 

VARIETIES. Phytopathology 44: 588-591, mus. ; 
(880) 	SCHNEIDER, A. ' 

1916. 	 A PARASITIC SACCHAROMYCETE OF THE TOMATO. Phytopathol­
ogy 6: 395-399, illus. i 

(881) 	 SCHOEVERS, T. A. C. 
1920. 	 NIEUWE ZIEKTEN, WAAROP GELET l\WET WORDEN. Tijdschr. 

over Plantenziekten 26: 208-211. 
(882) 	 SCHREIBER, F. 

1932. 	 RESISTENzziicHTUNG BEl PHASEOLUS VULGARIS. Phytopath. 
Ztschr. 4: 415-454. 

(883) 
1933. 	 RESISTENZ-ZUCHTUNG BEl BUSCHBOHNEN. Kuhn-Arch. 38: 

287-292. 
(884) 	SCHULTZ, H. K., and DEAN, L. L. 

1947. 	 INHERITANCE OF CURLY TOI' mSEASE REACTION IN THE BEAN, 
PHASEOLUS VULGARIS. Amer. Soc. Agron. Jour. 39: 47-51. 

(885) 	 SCHUSTER, M. L. 
1950. 	 A GENETIC STUDY OF HALO BLIGHT REACTION IN PHASEOLUS VUL­

GARIS. Phytopathology 40: 604-612, mus. 
(886) and CHRISTIANSEN, D. W. 

1953. 	 AN ORANGE-COLORED BACTERIUM COMPARABLE TO CORYNEBAC­
TERIUM FLACCUMFACIENB (HEDGES) DOWSON CAUSING BEAN 
WILT. (Abstract) Phytopathology 43: 483. i 

(887) 	SCHWEunTZ, L •.D. [VON.]
1832. VERl\IICULARIA TRUNCATA L.V.S. Syn. N. Amer. Fungi, p. 230. 

(888) 	 SCRIBNER, F. L. 
1888. ANTHRACNOSE OF THE BEAN. GLOESPORIUM LINDEl\lUTHIANUM. 

U. S. Dept. Agr. Rpt. (1887): 361-364, mus. 
(889) 

1889. 	 ANTHRACNOSE OF THE BEAN. (COLLETOTRICHUM LINDEMUTHIA­
NUM.) Orchard and Garden 11: 193-194, mus. 

(890) 	 SEAL, J. L. 
1928. 	 PATHOLOGICAL WORK. Fla. Agr. Expt. Sta. Ann. Rpt. 1928: 

119R-120R. 
(891) 	 SEAVER, F. J., and CHARDON, C. E. 

1926. SCIENTIFIC SURVEY OF PORTO RICO AND THE VIRGIN ISLANDS. 
N. Y. 	Acad. Sci. 8 (1): 1-208. 

(892) 	SEMPIO, C. 
1938. 	 PRIMO CONTnIBUTO ALLA CONOSCENZA DELL' AZIONE ESCERCITATA 

DA VARI FATTORI AMBIENTALI SU ALCUME MALATTIE PARAS­
SITARIE DI PlANTE COLTIVATE (C'RUGGINE DEL FAGIOLO'). .Riv. 
di Patol. Veg. 28: 241-351, illos. 



BEAN DISEASES 239 
(893) 	 SElIIPIO, C. 

1939. 	 INFLUENZA DELLA LUCE EDELL' OSCURITA SUI PRINCIPALt PERIo­
DI DEL PARASSITAMENTO. STUDIO CONDOTTO SU ALCUNE MALAT­
TIE FUNGINE DI PlANTE COLTIVATE. Riv. di Patol. Veg. 29: 
1-69, ilIus. 

(894) 

1946. 	 SULLA RESISTENZA METABOLICA IN PATOLOGIA VEGETALE. Riv. ~ di BioI. 38: [191J-196.
(895) 	SEVERIN, H. H. P. 

1929. 	 ADDITIONAL HOST PLANTS OF CURLY TOP. Hilgardia 3 ~ 595­
[638], ilIus.~ (896) 

1934. 	 WEED HOST RANGE AND OVERWINTERING OF CURLY-TOP VIRUS. 
Hilgardia 8: 263-280, illus. 

(897) and FREITAG, J. H. 
1934. ORNAMENTAL FLOWERING PLANTS NATURALLY INFECTED WITH 

CURLY-TOP AND ASTER-YELLOWS VIRUSES. Hilgardia 8: 233­
260, iIlus. 

(898) 	 SEVEY, G. C. 
1918. 	 INSECTS AND DISEASES WITH REMEDIES. His Bean Culture, 

pp. 50-70, illus. New York. 
(899) 	SEYMOUR, A. B. 

1929. 	 HOST INDEX OF THE FUNGI OF NORTH AMERICA. 732 pp. Cam­
bridge, Mass. 

(900) 	SHARP, C. G. 

1927. VIRULENCE, SERIOLOGlCAL AND OTHER PHYSIOLOGICAL STUDIES 
OF BACTERIUM FLACCUMFACIENS, BACT. PHASEOLI, AND BACT. 
PHASEOLI SOJENSE. Bot. Gaz. 83: 113-144, iIlus.

(901) 	 SHAW, F. J. F. 

1912. 	 THE MORPHOLOGY AND PARASITISM OF RHIZOCTONIA. India 
Dept. Agr. Mem., Bot.Ser. 4: 115-153, iIlus.

(902) 	 SHEAR, C. L. 
1907. NEW SPECIES OF FUNGI. Torrey Bot. Club Bul. 34: 305-317.

(903) 

1925. 	 THE LIFE HISTORY OF THE TEXAS ROOT ROT FUNGUS OZONIUlII 
OMNIVORUlII SHEAR. Jour. Agr. Res. 30: 475-477, illus.

(904) and MILES, G. F. 
1907. MISCELLANEOUS PAPERS V. THE CONTROL OF TEXAS ROOT-ROT OF 

COTTON. U. S. Dept. Agr., Bur. Plant Indus. Bul. 102, pp.
39-42, illus. 

(905) and WOOD, A. K. 
1913. STUDIES OF FUNGOUS PARASITES BELONGING TO THE GENUS 

GLOMERELLA. U. S. Dept. Agr., Bur. Plant Indus. Bul. 252,
110 pp., illus. 

(906) 	 SHERBAKOFF, C. D. 

1917. BUCKEYE ROT OF TOMATO FRUIT. Phytopathology 7: 119-129,
illus. 

(907) 
1917. 	 SOME IMPORTANT DISEASES OF TRUCK CROPS IN FLORIDA. Fla. 

Agr. Expt. Sta. Bul. 139, pp. 193-277, iIlus.
(908) 	SHERF, A. F. 

1943. 	 A METHOD FOR MAINTAINING PHYTOl\lONAS SEPEDONICA IN CUL­
TURE FOR LONG PERIODS WITHOUT TRANSFER. Phytopathology
33: 330-332. 

(909) SHERWIN, H. S., and LEFEBVRE, C. L. 
1951. REACTION OF COWPEA VARIETIES TO BACTEIUAL CANKER, U. S. 

Bur. Plant Indus., Soils, and Agri. Engin., Plant Dis. Rptr.
35: 303-317, illus. [Processed.]

(910) 	 SHIRLOW, N. S. 

1947. 	 RICHMOND WONDER FRENCI[ BEAN. A NEW, IIEA''Y-YIELDING, 
DISEASE-RESISTANT VARIETY. Agr. Gaz. N. S. Wales 58; 459­
460, illus. 	 i. 



240 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(911) 	 SHULL, W. E. 
1933. 	 AN INVESTIGATION OF THE LYGUS SPECIES WHICH ARE PESTS OF 

BEANS (HEMIPTERA, MIRIDAE). Idaho Agr. Expt. Sta. Res. 
Bul. 11, 42 pp., mus. 

(912) 	 SIEMASKO, V. 
1915. 	 MATERIALY K. MIKOLOGICHESKOV FLORIE SUKHUMW KAGO OK­

RUGA. CONTRIBUTIONS TO THE FUNGOUS FLORA OF aUKHUM. 
Mater. po Mikol. i. Fitopat. (Mater. MycoI. and Phytopath.) 
1 (3): 23-41, mus. [In Russian.] 

(913) 	 SIEMASKO, W. 
1923. [RECHERCHES MYCOLOGIQUES DANS LES MONTAGNES DU CAU­

CASE.1 [Warsaw] Inst. de Phytopath., ~cole Super. Ag):., 
Trav. 1, 57 pp., illus. [In Polish.] 

(914) 	 SILBERSCHMIDT, K., and KRAMER, M. 
1941. 	 BRAZILIAN BEAN VARIETIES AS PLANT INDTCATORS FOR THE TO­

BACCO-MOSAIC VIRUS. Phytopathology 31: 430-439, iIIus. ; 

(915) 	 SILVEIRA, V. D. 
1944. 	 NOTAS FITOPATOWGICAS E MICOt.OOlCAS VII, VIn. Soc. Brasil 

Agron. Bol. 7: 33-36; 95-100, mus. 
(916) 	SKILES, R. L., and THOMAS, W. D. 

1948. 	 RED NODE AND SlITNY l'on VIRUSES OF Fn~LD BEANS. (Abstract) 
Colo.-Wyo. Acad. Sci. Jour. 3: (6) 44. 

(917) 	 SKOLKO, A. J., and GROVES, J. W. 

1948. NOTES ON SEED-BORNE FUNGI. V. CHAETOllnUlIf SPECIES WITH 


DICHOTOMOUSLY BRANCHED HAIRS. Canad. Jour. Res. Sect. 
C., Bot. Sci. 26: 269-280, mus. 

(918) 	 SKOOG, H. A. 
1952. 	 STUDIES ON HOST-PARASITE RELATIONS OF BEAN VARIETIES RE­

SISTANT AND SUSCEPTIBLE TO PSEUDOMONAS PHASEOLICOLA AND 
TOXIN PRODUCTION BY THE PARASITE. (Abstract) Phytopath­
ology 42: 475. 

(919) 	 SKORIC, V. 
1929. 	 [DISEASES OF ECONOMIC PLANTS IN THE UNIVERSITY FARM 

"MAKSfMIR."l Yugoslavia Zagreb Mem. Cons. Facult. Agr. 
et For. Univ. Rov. 1919-29: 738-746. [In Jugoslavian. Eng­
lish summary, p:746.1 

(920) 	 SMALL, W. 
1920. 	 A WILT OF CARNATIONS, NIGELLA, DELPHINIUM AND COSMOS, 

WITH A NOTE ON SCLEROTIUM ROLFsrr. Kew Roy. Bot. Gard. 
Bul. Misc. Inform. 1920: 321-328, illus. 

(921) 
1924. 	 A RHIZOCTONIA CAUSING ROOT DISEASES IN UGANDA. Brit. l\Iy­

col. Soc. Trans. 9: 152-166, iIlus. 
(922) 

1925. 	 XV. NOTES ON SPECIES OF FUSARIUM AND SCLEROTIUM IN 
UGANDA. Kew Roy. Bot. Gard. Bul. Misc. Inform. 1925: 118­
126. 

(923) 
1926. 	 MYCOLOGICAL NOTES. SCLEROTIUM BATATICOLA TAUB. Trop. 

Agr. [Ceylon) 67: 94-95. 
(924) 

1927. 	 FURTHER NOTES ON RHIZOCTONIA BATATICOLA (TAUB.) BUTLER. 
Trop. Agl'. [Ceylon] 69: 9-12. 

(925) 	 SMITH, C. O. 
1904. 	 1. A FEW COMMON PLANT DISEASES IN DELAWARE. In Chester, 

F ..D., and Smith, C. 0., Notes on Fungous Diseases in Dela­
ware. Del. Agr. Expt. Sta. Bu!. 63, pp. 19-28, iIlus. 

(926) 
1905. 	 THE STUDY OF THE DISEASES OF SOME TRUCK CROI'S IN DELA-

WARE. Del. Agr. Expt. Sta. Bul. 70, 16 pp., illus. ,,~ 

(927) 	SMITH, E. F. 
1896. 	 A BACTERIAL DISEASE OF THE TOMATO, EGGPLANT, AND IRISH 

POTATO (BACILLUS SOLANACEARUM N. SP.). U. S. Dept. Agr. 
Div. Veg. Physio!. and Path. Bul. 12, 28 pp., illus. 



241 BEAN DISEASES 

(928) 	 SMITH, E. F. 
189.7. 	 DESCRIPTION OF BACILLUS PHASEOLI \p.r. SP. (Abstract) Bot. 

Gaz. 24: 192. 
(929) 

1898. 	 DESCRIPTION OF BACILLUS PHASEOLI N. SP. WITH SOJlfE REJlfARKS 
ON RELATED SPECIES. Amer. Assoc. Adv. Sci. Proc. 46: 288­
290. 

(930) 
1901. 	 THE CULTURAL CHARACTERS OF PSEUDOJlfONAS HYACINTHI, PS. 

CAJlfPESTRIS, PS. PHASEOLI, AND PS. STEWARTI - FOUR ONE­
FLAGELLATE YELLOW BACTERIA PARASITIC ON PLANTS. U. S. 
Dept. of Agr. Div. Veg. Physio!. and Path. Bu!. 28, 153 pp.(931) 

1905. 	 BACTERIA IN RELATION TO PLANT DISEASES. VOL 1. Carnegie 
Inst. Wash., 285 pp., iJlus. Washington, D. C.

(932) 
1920. 	 BACTERIAL DISEASES OF PLANTS. 688 pp., illus. Philadelphia 

and London. 
(933) 	 and MCCULLOCH, L. 


1919. BACTERIUlIf SOLANACEARUlIl IN BEANS. Science 50: 238.

(934) 	 SJlfITH, F. L. 

1934. 	 PALE, AN HEREDITARY CHLOROPHYLL DEFICIENCY IN BEANS. 
Amer. Soc. Agron. Jour. 26: 893-897. 

(935) 	 and HEWITT, W. B. 

1938. VARIETAL SUSCEPTIBILITY TO COMMON BEAN JlfOSAIC AND TRANS­
JlfISSION THROUGH SEED. Calif. Agr. Expt. Sta. But. 621,
18 pp., illus. 

(936) 	 SlIfITH, K. 1\1. 
1937. 	 STUDIES ON A VIRUS FOUND IN THE ROOTS OF CERTAIN NORJlfAL­

LOOKING PLANTS. Parasitology 29: 70-85, iJlus.
(937) 

1937. 	 FURTHER STUDIES ON A VIRUS FOUND IN THE ROOTS OF CERTAIN 
NORlIIAL-LOOKING PLANTS. Parasitology 29: 86-95, illus.

(938) 
1945. BLACK RING DISEASE OF THE TOJlfATO. Gard. Chron., Ser. 3,

117: 170-171, ill us. 
(939) and BALD, J. G. 

1935. 	 A DESCRIPTION OF A NECROSIS VIRUS .DISEASE AFFECTING TO­
BACCO AND OTHER PLANTS. Parasitology 27: 231-245, illus.(940) and MARKHAlIf, R. 

1944. 	 TWO NEW VIRUSES AFFECTING TOBACCO AND OTHER PLANTS. 
Phytopathology 34: 324-329, illus. 

(941) and MARKHAlIf, R. 
1944. 	 A VIRUS DISEASE OF LOVAGE (LIGUSTICUi\{ SCOTIcUlIf). Phyto­

pathology 34: 335-340, illus. 
(942) 	 SMITH, R. C., and BARICER, H. D. 

1930. 	 OBSERVATION ON THE "YELLOWS" DISEASE OF BEANS AND RE­
LATED I'LANTS IN HAITI. Jour. Econ. Ent. 23: 842-847, illus.

(943) 	 SJlfITH, W. L. 

1949. 	 SEED TREATMENT WI'[H STREPTOMYCIN FOR CONTROL OF BACTER­
IAL BLIGHT OF BEANS. (Abstract) Colo.-Wyo. Acad. Sci. Jour. 
4: (1) 49. 

(944) 	 SNEEP, J. 

1945. DE ASCOCHYTA-VLEKKENZIEKTE VAN DE BOON (PHASEOLUS). 
Tijdschr. over Plantenziekten 51: 1-16. [English summary, 
pp. 14-15.]

(945) 	 SNOW, G. F. 
1955. 	 A VIRUS FROM GLADIOLUS SIMILAR TO COllfMON BEAN MOSAIC. 

(Abstract) Phytopathology 45: 696. 
(946) 	 SNOWDEN, J. D. 

1927. 	 REPORT OF THE ACTING lIfYCOLOGIST ••• 1925-1926. Uganda 
Dept. Agr. Ann. Rpt. 1926: 30-32. 

(947) 	 SNYDER, W C., and HANSEN, H. N. 
1941. 	 THE SPECIES CONCEPT IN FUSARIUM WITH REFERENCE TO SEC­

TION lIfARTlELLA. Amer. Jour. Bot. 28: 738-742. 



242 	 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(948) 	SNYDER, W. C., and MIDDLETON, J. T. 
1945. LIMA BEAN DISEASES IN CALIFORNIA. U. S. Bur. Plant Indus., 

Soils, and Agr. Engin., Plant Dis. Rptr. 29: 206-208. [Proc­
essed.l 

(949) and RICH, S. 
1942.1\10SAIC 	OF CELERY CAUSED BY THE VIRUS OF ALFALFA MOSAIC. 

Phytopathology 32: 537-539, mus. 
(950) 	 SpEGAZZANI, C. 

1882. FUNGI ARGENTINI . .. Soc. Cient. Argentina An. 13: 11-35. 
(951) 	 SpESCHNEV, N. N. 

1897. 	 LES PARASITES VEGETAUX DE LA CAKHETIE. Tiflis Arb. Bot. 
Gart. 2: 199-266. 

(952) 	 SPRAGG, F. A., and DOWN, E. E. 
1921. 	 THE ROBUST BEAN. l\'Iich. Agr. Expt. Sta. Spec. Bul. 108, 9 

pp., illus. 
(953) 	SPRAGUE, R. 

1935. 	 ASCOCHYTA BOLTHAUSERI ON BEANS IN OREGON. Phytopath­
ology 26: 416-20. 

(954) 
1948. 	 ASCOCllYTA LEAF SPOT ON SNAP BEANS IN WASHINGTON. U. S. 

Bur. Plant Indus., Soils, and Agr. Engin., Plant Dis. Rptr. 
32: 396. [Pt·ocessed.] 

(955) 	 STAK1\1AN, E. C., LgACH, J. G., and SEAL, J. L. . 
1922. 	 FRUIT AND VEGgTABLE DISEAsr,;s. Minn. Agr. Expt. Sta. Bul. 

199, pp. 7-[75], illus. 
(956) 	 STAPP, C. 

1927. 	 DIE BAKTERIELT,E WELKEKI~ANKHEIT DER BOHNEN. Nachrich­
tenbl. i. den Deut. Pflanzenschutzdienst 7: 88-90, mus. 

(957) 
1928. 	 SCHIZOMYCETES (SI'ALTI'ILZE ODER BAKTERU}N). In Sorauer, 

P., Handb. del" Pflanzenkrankheiten, Bd. 2 (Aufl. 5): 1-295, 
iIlus. 

(958) 
1933. 	 YERFAHREN SUR mtiFllNG VON BOHNEN (1'1IASEOr,us VULGARIS) 

AUF RESISTgNZ GEGI';N l'SEUDOMAS 1I1EDICAGINIS VAR. l'I1ASEOLI­
COLA BURKII. DEI~ ElmEGEI~ DER FETTFLECKENKRANKHEIT. 
Allgew. Bot. 15: 241-252, mus. 

(959) 
11)34. 	 DIE FETTFLECKENKRANKIU;IT DElt BOIINl';N. Krallke Pflanze 11: 

[97]-99, illus. 
(960) 


1934. 
 I'RtiFuNm;N YON BUSCH UND STANGENBOHNEN AUF WIDERSTANDS­
FAlflGKmT GEGEN DEN BAKTERP.tLP.N ERRF.G~ DER FETTFLECK­
ENKRANKHEIT. Angew. Bot. 16: 207-218, illus. 

(961) 
1935. 	 FORTGEFtiHRTE UNTgRSUCHUNGEN tiBER DI~} RESISTENZVERSCHIE­

DENHEITEN VON BOHNEN (I'HASEOLUS VULGARIS) GEGEN PSEUDO­
MONAS 1\1EDlCAGINIS VAl(. I'HASEOLICOLA BURKH. Angew Bot. 
17: 23-42, illus. 

(962) 	 and HAHNE, H. 
1936. ZUR FRAGg DER RESISTENZ VON BUSCHBOHENSORTEN GEGEN DEN 

ERREGElt DER FgTTFLECKENKRANKHEIT I'SEUDOMONAS lIIEDICAG­
INIS VAR. l'HASEOLICOLA BUl(KH. Angew. Bot. 18: 249-262. 

(963) and KOTTE, W. 
1929. 	 DIE FETTFLECKENKRANKHEIT DER BOHNg, EINE FUR DEUTCH­

LAND NEUE, DURCn BAKTERIEN HERVORGERUFgNE PFLANZEN­
KRANKHEIT. Nachrichtenbl. f. den Deut. Pfianzenschutz­
dienst 	9: r351-37, illus. 

(964) 	 STARR, G. H., BUHKE, D., SMITH, VIr., and others. 
1951. ANTIBIOTICS FOR DEAN BLIGHT CONTROL. Agron. Jour. 43: 617. 

WALTERS, J. H., and BRIDGMON, G. H. 
1953. 	 WHITE l\WLD (SCLEROTINIA) OF DEANS. Wyo. Agr. Expt. Sta. 

Bu!. 322, 11 pp., illus. 

(965) 



243 BEAN DISEASES 

(966) 	 S.TARR, M. P. 
1946. THE NUTRmON OF PHYTOPATHOGENIC BACTERIA. Jour. Bact. 

51: 131-143, illus.
(967) 	 STEINBERG, J. 

1934. 	 FRfiHERE UND HOHERE BOHNENERNTEN DURCH BEIZUNG. Nachr. 
iiber Schadlingsbekampf. 9: 82-85, illus.

(968) 	 STEVENS, F. L. 
1913. THE FUNGI WHICH CAUSE PLANT DISEASE. 754 pp. New York.(969) 
1917. NOTEWORTHY PORTO RICAN PLANT DISEASES. Phytopathology

7: 130-134. 
(970) 	 STEVENSON,J. A. 

1917. 	 DISEASES OF VEGETABLE AND GARDEN CROPS. Porto Rico Dept. 
Agr. Jour. 1: 93-117. 

(971) 
1918. 	 A CHECK LIST OF PORTO RICAN FUNGI AND A HOST INDEX. Porto 

Rico Dept. Agr. Jour. 2: 125-264.
(972) 

1926. 	 FOREIGN PLANT DISEASES. A MANUAL OF ECONOMIC PLANT DIS­
EASES WHICII ARE NEW TO OR NOT WIDELY DISTRIBUTED IN THE 
UNITED STATES. U. S. Dept. Agr. Oft". Secy., 198 pp. Wash­
ington, 	D. C. 

(973) 
1946. FUNGI Novr DEllfONINATI-II. Mycologia 38: 524-533.

(974) 	 STEWART, V. B., and REDDICK, D. 
1917. BEAN MOSAIC. (Abstract) Phytopathology 7: 61.

(97'5) STEYAERT, R. L. 
1934. OBSERVATIONS SUR LA STIGllfATOMYCOSE DES CAPSULES DU 

COTONNlEI AU CONGO BELGE. Belgium Min. des Colon., Dil'. 
Gen de l'Agr. Bul. Agr. du Congo BeIge 25: 473-493, iIIus. 

(976) 	 STlEBELING, H. K., and CLARK, F. 
1939. 	 PLANNING FOR GOOD NUTRITION. U. S. Dept. Agor. Yearbook 

1939: 321-349, iIlus. 
(977) 	 STONE, R. E., and HOWITT, J. E. 

1920. 	 PLANT DISEASES AND FUNGI COMPARATIVELY NEW OR RARE IN 
ONTARIO. (Abstract) Phytopathology 10: 317-318. 

(978) 	 STONER, W. N., and MOORE, W. D. 
1953. LOWLAND RICE FARMING, A POSSIBLE CULTURAL CONTROL FOR 

SCLEROTINIA SCLEROTIORUIII IN THE EVERGLADES. U. S. Bur. 
Plant Indus., Soils, and Agr. Engin., Plant Dis. Rptr. 37: 
181-186, illus. [Processed.)

(979) 	 STRAIB, W. 
1943. UNTERSUCHUNGEN ZUR BIOLOGIE UND BEKAMPFUNG DES BOH­

NENROSTES UROMYCES PHASEOLI (PERS.) WINT. Gartenbau­
wissenschaft 17: 397-4.45, iIlus. 

(980) 	 STURGIS, W. C. 

1898. ON SOllIE ASPECTS OF VEGETABLE PATHOLOGY AND THE CONDI­
TIONS WHICH INFLUENCE THE DISSEMINATION OF PLANT DIS­
EASES. Bot. Gaz. 25: 187-194, ilIus. 

(981) 
1899. 	 MISCELLANEOUS NOTES ON PLANT DISEASES AND SPRAYING. 

Conn. (State) Agr. Expt Sta. Rpt. (1898) ~2: 261-267. 
(982) 	 STURTEVANT, E • .L. 

1885. KITCHEN GARDEN ESCULIENTS OF AMERICAN ORIGIN. Amer. 
" Nat. 19: 444-457, 542-563, 658-669. 

(983) 	 SUIT, R. F. 
1934. PRELIlIlINAltY REPORT ON INVESTIGATION OF BACTERIAL BLIGHT 

OF BEANS. Quebec Soc. Protect. Plants Ann. Rpt. (1982-34):
25-26, 75-79. 

(984) 	 SWANK, G. 
1951. ALTERNARIA LEAF SPOT AND DIEBACK OF SNAP BEAN; A NEW 

DISEASE IN CENTRAL FLORIDA. U. S. Bur. Plant Indus., Soils, 
and Agr. Engin., Plant Dis. Rptr. 36: 330-332, illus. [Pro­
cessed.] 

http:397-4.45


y 

TECHNICAL BULLETIN 868, U. S. DEPT. AGRJCULTlJRE 244 

(985.) SYDOW, H., and PETRAK, F. 
1929. FUNGI COSTARICENSIS. A CL. PROF. ALBERTO M. BRENES. COLLECTI. 

Ann. Mycol. 27: 1-86, illus. 

(986) 	--- and SYDOW, P. 
1913. 	 EIN BEITRAG ZUR KENNTNIS DER PARASITISCHEN PILZFLOIlA DES 

NORDLICHEN JAPANS. Ann. Mycol. 11: 93-118, ilIus. 

(987) 	 TAl, F. L. 
1936. 	 NOTES ON CHlNES~; FUNGI. VI. Chinese Bot. Soc. Bu!. 2: 16­

28, iIlus. 
(988) 

1936. 	 NOTES ON CHINES~; FUNGI. VII. Chinese Bot. Soc. Bu!. 2: 45­
66, iIIus. 

(989) 	 TAKIMOTO, S. 
H)34. 	 A NgW ANTlIltACNOSE OF AZUKI BEAN. Phytopath. Soc. Janan 

Ann. 4.: 21-24, illus. [In Japanese. English summary, p. 24.1 
(990) 	 TANRIKUT, S., and VAUGHAN, E. K. 

1951. 	 STUDIES ON nn; PHYSIOLOGY OF SCLEROTINIA SCLEROTIORUM. 
Phytopathology 41: 1099-1103, iIIus. 

(991) 	 TASUGI, H., and TAKATUZI, H. 
1935. NEMATASI'ORANGIUlII APHANIDERlIIATUlII (~;DSON) FITZPATRICK 

ON PHASEOLUS VULGARIS L. IN NIPPON. Phytopath. Soc. Japan. 
Ann. 5: 245-2li4, illus. [In Japanese. English summary, pp. 

263-2li4.1 
(992) 	 TAUBENHAUS, J. J. 

1913. 	 THE BLACK ROTS OF TIn; SWEET POTATO. Phytopathology 3: 
159-161i, illus. 

(993) 
1918. 	 DISEASES OF TRIlCK CROPS AND THEIR CONTROL. 396 pp., illus. 

New York. 

(994) 
1919. 	 RECENT STUDIES ON SCLgROTIUIII ROLFSII SACCo Jour Agr. Res. 

18: 127':"138, illus. 

(995) 	 DANA, B. F., and WOLFF, S. E. 
1929. PLANTS SUSCEPTIBLE OR RgSISTANT TO COTTON ROOT ROT AND 

THEIR RELATION TO CONTROL. Tex. Agr. Expt. Sta. Bu!. 393, 
30 pp., illus. 

(996) 	 and EZEKIEL, W. N. 
1931. COTTON ROOT-ROT AND ITS CONTROL. Tex. Agr. Expt. Sta. Bu!. 

423, 39 	pp., illus. 

(997) 	 TENG, S. C. 
1932. FUNGI OF NANKING. If. Sci. Soc. China Bio!. Lab. Contrib. 

Bot. Ser. 81: 5--48. 
(!)98) 

1932. 	 so~n; FUNGI FROM CANTON. Sci. Soc. China. Bio!. Lab. Con­
trib., Bot. Sel'., 8: 121-128. 

(999) 	 TESIC, Z. P.
1946. LES BACTERIOSES DE NOTRE HARICOT. [Yugoslavia.] Ann. des 

Trav. Agl'. Sci. et Tech., Belgrade, N. S., 1: [18]-61, iIlus. 
[French summary, pp. 58-61.J 

(1000) 
1949. BACTERIUM PHASEOLI YAR. (BURKH.) RURGW. 1930. Ann. Fac. 

Agron.Belgrade 2.: [103 ]~115. [In Russian•.French sum­

mary, p. 115.] 
(1001) THAXTER, R.

1889. A NgW AlIIERICAN I'HYTOI'ATHORA. Bot. Gaz. 14: 273-274. 

(1002) THOMAS, H. R. 
1947. 	 XANTHOMONAS PHASEOI.I VAR. FUSCANS FOUND ON BEANS IN 

THE .INTERIIIOUNTAIN STATES IN 1946. U. S. Bur. Plant 
Indus., Soils, and Agr. Engin., Plant Dis. Rptr. 31: 173. 
[Processed. ] 


(1003) 
 1951. YELLOW DOT, A VIRUS DlSgASg OF BEAN. Phytopathology 41: 
967-974, illus. 

i 

'.l 

r , 



245 
(1004) 

(1005) 

• 	 (1006) 

Ir· ... 	 (1007) 

(1008) 

(1009) 

(1010) 

(1011) 

(1012) 

(l013) 

(1014) 

(1015) 

(1016) 

(1017) 

(1018) 

(1019) 

(1021) 

(1022) 

(1023) 

BEAN DISEASES 

THOMAS, H. R. 
1953. ISOLATION OF ALFALFA MOSAIC VIRUS STRAINS FROM ~ 

GROWN BEANS. U. S. Bur. Plant Indus., Soils, and Agr. 
Engin., Plant Dis. RptL-. 37: 392-391, ilIus. [Processed.] 

1954. 	 FACTORS AFFECTING DEVELOPMENT OF NECROSIS IN SOME BEAN 
VARIETIES INOCUlATED WITH COl\Il\ION BEAN MOSAIC VlRl1S. 
(Abstract) Phytopathology 44: 508 . 

and FISHER, H. H. 
1954. 	 A RAPID METHOD OF TESTING SNAP BEANS FOR RESISTANCE TO 

COMMON BEAN MOSAIC VIRUS. U. S. Bur. Plant Indus., Soils, 
and Agr. Engin., Plant Dis. Rptr. 38: 410-411. (Processed.l 
JORGENSEN, H., and WESTER, R. E. 

1952. RESISTANCE TO DOWNY MILDEW IN LIMA BEAN, AND ITS IN­
HDRITANCE. Phytopathology 42: 43-45, iIlus. 
and ZAUMEYER, W. J. 

1950. INHERITANCE OF SYMPTOM EXPRESSION OF POD MOTTLE \'IRllS. 
Phytopathology 40: 1007-1010, iIlus. 
and ZAUMEYER, W. J. 

1950. 	 RED NODE, A VIRUS DISEASE OF BEANS. Phytopathology 40: 
832-846, iIlus. 
and ZAUMEYER, W. J. 

1953. 	 DEVELOPING HEALTHIER VEGETABLES. U. S. Dept. Agr. Year­
book Agr. 1953: 493-508, illus. 
and ZAUMEYER, W. J. 

1953. 	 A STRAIN OF yELLOW BEAN MOSAIC VIRUS PRODUCING LOCAL 
LESIONS ON TOBACCO. Phytopathology 43: 11-15, illus. 
ZAUMEYER, W. J., and JORGENSEN, H. 

1951. INHERITANCE OF RESISTANCE TO LIMA-BEAN MOSAIC VIRUS 
IN THE LIMA BEAN. Phytopathology 41: 231-234, illus. 

THOMAS, W. D., JR. 
1949. PINTO BEAN DISEASES IN COLORADO. 'Vest. Colo. Hort. Soc. 

Proc. 6: 137, 139, 141, 143. 

1949. 	 REACTION OF DIFFERENT BEAN YARIETIES TO THE COLORADO 
RED-NODE VIRUS. U. S. Bur. Plant Indus., Soils, and Agr. 
Engin., Plant Dis. Rptr. 33: 244-246. [Processed.] 

1949. 	 STUDIES ON THE HOST RANGE OF THE COLORADO RED-NODE 
VIRUS. (Abstract) Colo.-Wyo. Acad. Sci. Jour. 4 (1): 40. 
and GRAHAM, R. W. 

1951. 	 LONGEVITY OF THE RED-NODE VIRUS IN BEANS. Phytopathol. 
ogy 41: 764-765. 
and GRAHAM, R. W. 

1951. 	 SEED TRANSMISSION OF RED-NODE VIRUS IN PINTO BEANS. Phy­
topathology 41: 959-962. 
and GRAHAM, R. 'V. 

1952. BACTERIA IN APPARENTLY HEALTHY PINTO BEANS. Phyto­
pathology 42: 214. 

THOROLD, C. A. 
1932. A FURTHER PRELI~IlNARY LIST OF TRINIDAD Fl'NGI. Imp. Col. 

Trop. Agr. [Trinidad 1 l\Iycol. Ser. (i\Jem. 5) 9, 30 pp. 
TILFORD, P., ABEL, C. F., and HIBBARD, R. P. 

1924. 	 AN INJURIOUS FACTOR AFFECTING THE SEEDS OF PHASEOLUS 
VULGARIS SOAKED IN WATER. Mich. Acad. Sci., Arts, and 
Letters, Papers 4: 345-356, illus. 

TISDALE, W. B., and BROOKS, A. N. 
1946. 	 RHIZOCTONIA DISEASES OF CROP PLANTS. Fla. Agr. Expt. 

Sta. Ann. Rpt. 1945: 95-96. 
BROOKS, A. N., and TOWNSEND, G. R. 

1945. 	 DUST TREATlIIENTS FOR VEGETABLE SEED. Fla. Agr. Expt. Sta. 
Bul. 413, 32 pp., illus. 
and FOSTER, A. A. 

[1948.] DAMPING-OFF OF VEGETABLE SEEDLINGS. Fla. Agr. Expt. Sta. 

Ann. Rpt. 1947-48.: 94. 




246 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(1024) 

(1.025) 

(1026) 

(1027) 

(1028) 

(1029) 

(1030) 

(1031) 

(1032) 

(1033) 

(1034) 

(1035) 

(1036) 

(1037) 

(1038) 

(1039) 

(1040) 

(1041) 

TISDALE, W. B . and MOORE, W. D. 
,1954. A NEW SUGGESTION FOR CONTROL OF DAMPING-OFF AND ROOT­

ROT OF SNAP BEANS. Fla. Agr. Expt. Sta. Cir. S-75, 6 pp. 
and WILLIAMSON, M. M. 

1921. 	 BACTERIAL LEAF SPOT OF LIMA BEAN. (Abstract) Phytopath­
ology 11: 52. 
and WILLIAMSON, M. M. 

1923. BACTERIAL SPOT OF LIMA BEAN. Jour. Agr. Res. 25:UI-15f;1., 
illus. 

TOCHINAI, Y., and SAWADA, K. 
1952. OBSERVATIONS ON THE OVERWINTERING OF THE BEAN ANTHBAC­

NOSE FUNGUS, COLLETOTRICHUM LINDEIlIUTHIANUM BRIOSI ET 
CAVARA. Hokkaido Univ. Faculty Agl'. Mem. 1: 103-112, 
illus. [In Japanese. English summary, pp. 111-112.] 

TOMPKINS, C. M., and GARDNER, M. 'V. 
1935. 	 RELATION OF TEMPERATURE TO INFECTION OF BEAN AND COW­

l'EA SEEDLINGS BY RHIZOCTONIA BATATICOLA. Hilgardia 9: 
219-230, illus. 

TOOLE, E. H., TOOLE, V. K., LAY, .B.J., and CROWDEN, J. T. 
1951. INJURY TO SEED BEANS DURING· THRESHING AND PROCESSING. 

U. S. Dep. Agr. Cir. 874, 10 pp., illus. 

TOWNSEND, G. R. 


1939. 	 DISEASES OF BEANS IN SOUTHERN FLORIDA. Fla. Agr. Expt. 
Sta. Bul. 336, 60 pp., illus. 
and WADE, B. L. 

1943. 	 CLOSE-UP OF SOMETHING NEW IN SNAP BEANS. TWO VARIETIES 
DEVELOPED FOR FLORIDA RESIST RUST, JlllLDEW, COMMON 1110-
SAlC AND ARE HEAT AND DROUGHT TOLERANT. South. Seeds­
man 6 (2): 9, 40, illus. 
and WEDGWORTH, H. H. 

1936. A MANGANESE DEFICIENCY AFFECTING BEANS. Fla. Agr. 
EXIJt. Sta. Bul. 300, 23 pp., illus. 

TUCKER, C. M. 
1927. 	 REPORT OF THE PLANT PATHOLOGIST. Porto Rico (Mayaguez) 

Agr. Expt. Sta. Rpt. (1925): 24-40, illus. 

1935. DlAPORTHE PHASEOLORUM ON PEPPER FRUIT. Mycologia 27: 
580-585. 

TULASNE, L. R. 
1951. FUNGI HYPOGAEI. HISTOlHE ET JlIONOGRAPlliE DES CHAMl'IGNONS 

HYPOGES. 222 pp., illus. Paris. 
TYLER, J.

1941. PLANTS REPORTED UESISTANT OR TOLERANT TO ROOT KNOT 
NEMATODE INFESTATION. U. S. Dept. Agr. Misc. Pub. 406, 
91 pp. 

UNAIlIUNO, L. 1\1. 
1934. NOTAS MICOL6GICAS. Soc. Esp. Hist. Nat. Bol. 34: 513-528, 

illus. 
UNDERHILL, G. W. 

1934. 	 THE GREEN STINKBUG. Va. Agr. Expt.Sta. Bul. 294, 26 pp., 
illus. 

UNITED 	 STATES BUREAU OF PLANT INDUSTRY, SOILS, AND AGRICUL-
TURAL ENGINEERING 

1949. 	 NATION-WIDE RESULTS WITH FUNGICIDES IN 1948. FOURTH 
ANNUAL REPORT. U. S. Bur. Plant Indus., Soils, and Agr. 
Engin., Plant Dis. Rptr. Sup. 181, 87 pp. [Processed.] 

1950. 	 RESULTS WITH VEGETABLE DISEASES. U.S.Bur. Plant Indus., 
Soils, and Agr. Engin., Plant Dis. Rptr. Sup. 192: 154--168. 
[Processed.] 

1960 SUII1MARY OF RESULTS OF FUNGICIDE TESTS ON CROPS1952. OTHER 	 THAN FRtnT TREES. U. S. Bur. Plant Indus., Soils, 
and Agr. Engin., Plant Dis. Rptr. Sup. 210: 3-:11. [Pro­
ceased.] 



.247 BEAN DISEASES 

(1042) 

(10~3) 

(10M) 

(10~5)" (1046) 

IF> 

(1047) 

(1048) 

(1049) 

(1050) 

(1051) 

(1052) 

(1053) 

(1054) 

(1055) 

(1056) 

(1057) 


(1058) 


Ii" (1059) 


(1060) 


(1061) 

UNITED STATES DEPARTMENT OF AGRICULTURE. 
1954. AGRICULTURAL STATISTICS 1954. 607 pp. Washington, D. C. 

UPPAL, B. N., PATEL, 1\1. K., and KAMAT, 1\1. N. 
1935. THE FUNGI OF BOlllBAY. Bombay Dept. Airr. BuI. (1934)

176,56 pp. 
VAN HOOK, J. 1\1. 

1922. INDIANA FUNGI. VI. Ind. Acad. Sci. Proc. 1921: 1~3-1~8. 

1930. INDIANA FUNGI. XII. Ind. Acad. Sci.Proc. (1929) 39: 75-83. 
VAUGHAN, E. K., and DANA, B. F. 

1949. 	 EXPERllIlENTAL APPLICATIONS OF DUSTS AND SPRAYS TO BEANS 
FOR CONTROL OF SCLEROTINIA SCLEROTIORUJ\[. U. S. Bur. 
Plant Indus., Soils, and Agr. Engin., ·Plant Dis. Rptr. 33: 
12-15. [Processed.] 
and DANA, B. F. 

1952. STUDIES ON CONTROL OF WHITE :lIOLD OF BEANS. (Abstract) 
Phytopathology 42: 477. 

VENKATAKRISHNAIYA, N. S. 
1950. PHYTOJ'HTHORA PARASITICA ON FRENCH BEAN PHASEOLUS VUL­

GARIS LINN. Indian Jour. Agr. Sci. 20: 391-394, illus. 
VIEGAS, A. P. 

1945. ALGUNS FUNGOS DO BRASIL. VII-VIII. CYPHELLACEAEE E THELE­
PHORACEAE. Braganita. Brazil 5: [253]-290, illus. 

1945. 	 ALGUNS FUNGOS DO BRASIL. XI. Fl'NGI IlI11'ERFECTT (SI'HAEROP­
SIDALES). Bragantia, Brazil 5: [717]-779, illus. 

VIETS, F. G., JR. 
1951. ZINC DEFICIENCY OF CORN AND BEANS ON NEWLY IRRIGATED 

SOILS IN CENTRAL WASHINGTON. Agron. Jour. 43: 150-151, 
illus. 

1952. CONTROL OF ZINC DEFICIENCY IN FIELD BEANS WITH ZINC 
SULPHATE SPRAYS. Wash. State Agr. Expt. Sta. Cir. 1~3,
3 pp., (Revised.) [Processed.] 

VIRGIN, W. J. 
"1943. AN UNUSUAL BEAN DISEASE. .Phytopathology 33: 743-745, 

illus. 
VLIET, 1\1. \·AN DER. 

1955. DE BESTRIJDING YAN DE BONENROEST. (Abstract) Tijdschr. 
over Plantenziekten 61: 26. 

VOGLINO, P. 
1892. 	 LA RUGGINE PERFORATRICE DELLA FOGLIE E L'ANTRACNOSI DEL 

FAGUIOLI. Pp. 7-12, illus. Torino, Italy. (His I Funghi 
pui Dannosi aile Piante Coltivate. 1891-95.) 

VORONICHIN, N. N. 
1927. [l'tIATERIALY K. FLORE GRIBO\' KAVKAZA (CONTRIBUTIONS A LA 

FLORE MYCOLOGIQUE DU CAUCASE).] Trudy Bot. 1\luz. Akad. 
Nauk SSSR (Trans. Mus. Bot. Acad. Sci. URSS) Leningrad 
21: 87-252, illus. [In Russian. German summary, p. 243.] 

WADE, B. L. 
1937. BREEDING AND IMPROVEMENT OF PEAS AND BEANS. U. S. Dept. 

Agr. Yearbook 1937: .251-282, illus. 

1941. 	 GENETIC STUDIES OF VARIEGATION IN SNAP BEANS. Jour. Agr. 
Res. 63: 661-669, illus. 

1943. 	 LOGAN, A NEW, HARDY SNAP BEAN. Seed World 53: (5) 12­
13, 40-41, illus. 
and ANDRUS, C. F. 

1941. 	 A (jENETIC STUDY OF COMMON BEAN MOSAIC UNDER CONDITIONS 
OF NA111RAL FIELD TRANSMISSION. Jour. Agr. Res. 63: 389­
.393. 
and ZAUl\IEYER, W. J. 

1938. 	 u. S. NO. 5 REFUGEE, A NEW MOSAIC-RESISTANT REFUGEE BEAN. 
U. S. Dept. Agr. Cir. 500, 12 pp., illus. 



248 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(1062) WAGER, V. A. 
1936. 	 BACTERIAL WILT AND BLIGHT o.F FRENCH BEANS. Unio.n SO. 

Africa Dept. Agr. and Forestry, Plant Indus. Ser. 14, Sci. 
Bul. 149, 19 pp., iIIus. 

(1063) 
1936. TWO. COMMON DISEASES OF BEANS. Farming in South Africa 

11: 279-281, illus. 
'.i(1064) 

1941. DESCRIPTIONS OF THE So.UTH AFRICAN J'YTHIACEAE WITH REC­
ORDS OF THEIR OCCURRENCE. Bothalia 4: 3-35, illus. 

(1065) WAITE AGRICULTURAL RESEARCH INSTITUTE. 
1943. REPORT OF THE WAITE AGRICULTURAL RESEARCH INSTITUTE. 

Adelaide Univ. Waite Agr. Res. Inst. Rpt. 1941-42: 14. 
(1066) WAKEFIELD, E. M. 

1924. ON THE NAMES SCLEROTINIA SCLEROTIORUM (LIB.) MAS SEE 
AND S. LIBERTIANA FUCKEL. (Phytopath. note) Phytopath­
ology 14: 126-127. 

(1067) WALKER, J. C. 
1936. DISCUSSION OF DISEASE-FREE AND DISEASE-RESISTANT BEANS. 


Canning Age (1936) 17: 171-172,178. 

(1068) 


1941. DISEASE RESISTANCE IN Tim VEGETABJ,E CROPS. Bot. Rev. 7: 

458-506. 


(1069) 

1953. DISEASE RESISTANCE IN THE VEGETABLE CROl'S. Bot. Rev. 19: 


606-643. 

(1070) and HARE, W. W. 


1944. 	 LIMA BEAN SEED TREATMENTS. U. S. Bur. Plant Indus., Soils, 
and Agr. Engin., Plant Dis. Rptr. Sup. 145: 19-21. [Pro­
cessed.] 

(1071) WALLACE, G. B. 

1932. III. I'RELIl\lINARY LIST OF FUNGI OR DISEASES OF ECONOMIC 


PLANTS IN TANGANYIKA TERRITORY. Kew Roy. Bot. Gard. 

Bul. Misc. Inform. 1932: 28-40. 


(1072) 

1939. FRENCH BEAN DISEASES AND BEAN FLY IN EAST AFRICA. East 


African Agr. Jour. 5: 170-175. 

(1073) 


1941. YELLOW BEAN MOSAIC AND NOTES ON OTHER BEAN DISEASES. 

East Aft'i('an Agr. Jour. 7: 114-115. 


(1074) 

1949. ANNUAL REPORT OF I'LANT PATHOLOGIST, 1946. Tanganyika 


Dept. Agr. Ann. Rpt. 1947: 144-145. 

(1075) and WALLACE, IVL M. 


1947. 	 SECOND SUJ.'J'LEMENT TO THE REVISED LIST OF PLANT DISEASES 
IN TANGANYIKA TERRITORY. East African Agr. Jour. 13: 
61-64. 

(1076) and WALLACE, M. M. 

1951 TANGANYIKA FUNGUS LIST: RECENT RECORDS NO.. XV. Tang­


anyika Dept. Agr. Mycol. Cir. 31, 6 pp. 


(1077) WALLACE, lvl. M. 

1944. SCLEROTINIA DISEASE OF BEANS AND OTHER CROPS. East 


African Agr. Jour. 9: 171~172. 


(1078) WALTERS, H. J. 

1954. 	 EFFECT OF SEED TREATMENT ON BEAN ROOT ROT. U. S. Agr. 

Res. Serv., Plant .Dis. Rptr. 38: 856-857. [Processed.] 

(1079) 

1955. EFFECT OF IRRIGATION ON BEAN ROOT ROT. U. S. Agr. Res. 


Serv., Plant Dis. Rptr. 39: 101-102. [Processed.] 


(1080) and STARR, G. H. 
1952. BACTERIAL DISEASES OF BEANS IN WYOMING. Wyo. AgI;. Expt. 

Sta. Bul. 319, 12 pp., illU8. 



249 BEAN DISEASES 

(1081) WANT, J. P. H. VAN DER. 
1948. RET STIPPELSTREEP VAN DE BOON (PHASEOLUS VULGARIS), EEN 

ZIEKTE VEROORZAAKT DOOR EEN VIRUS, DAT IN DE GROND OVER­
BLYFT. (STII'PLESTREAK OF THE mJAN (PHASEOLUS VULGARIS) 
A DISEASE CAUSED BY A SOlL-BORNE VIRUS.) Tijdschr. over 
Plantenziekten 54: 85-90, iIlus. [English summary, p. 90.1

(1082) 
~ 1954. 	 ONDERZOEKINGEN OVER VIRUSZIEKTEN VAN DE BOON (PHASEO­

LUS VULGARIS L.) (INVESTIGATIONS ON vmus DISEASES OF THE 
DDAN (I'HASEOI,US VULGARIS L.». Inst. ':001' Plantenziekten­

~. kund. Onderzoek NIededeling 85, 84 pp., illus. [English 
summary, pp., 60-72. J 

(1083) W ARID, W. A., and PLAKlDAS, A. G. 
1950. NEW VIRUSES NATURALLY INFECTIOUS TO COWPEA. (AbstL'act) 

Phytopathology 40: 30-31.
(1084) WARK, D. C. 

1949. THE TR~JATlI!ENT OF PEA S~]ED CARRYING BACTERIAL BLIGHT. 
Austral. Inst. Agr. Sci. Jour. 15: 37-38, 41. 

(1085) WATERHOUSE, W. L. 

1953. AUSTRALIAN RUST STUDIES, XIII. SPECIALIZATION OF UROMYCES 
PHASEOLI (PERS.) WINT. IN AUSTRALIA. Linn. Soc. N. S. 
Wales. Pl'oc. 78: 226-232, iIIus.

(1086) WATERS, C. W. 

1928. THE CONTROL OF TELIOSPORE AND UREDINIOSPORE FORMATION 
BY EXI'ERIi'IIENTAL METHODS. Phytopathology 18: 157-213.(1087) WATERSTON, J. NI. 

1943. I'LANT PATHOLOGY. Bermuda Dept. Agr. Rpt. 1942: 8-9.
(1088) WATSON, R.D. 

1951. METHOD FOR USE OF SOIL FUMIGANTS TO CONTROL ROOT ROT 
AND SEED DECAY IN PEAS AND BEANS. U. S. Bur. Plant 
Indus., Soils, and Agr. Engin., Plant Dis. Rptr. 35: 324-325,
illus. [Processed. ] 

(1089) COLTRIN, L., and ROBINSON, R. 

1951. THE EVALUATION OF lIIATERIALS FOR HEAT TREATMENT OF 
l'EAS AND BEANS. U. S. Bur. Plant Indus., Soils, and Agor. 
Engin., Plant Dis. Rptr. 35: 542-544. [Processed.]

(1090) WEBBER, H. J. 

1890. A CATALOGUE OF THE FLORA OF NEBRASKA. Nebr. State Bd. 
Agr. Ann. Rpt. 1889: 175-302. 

(1091) WEBER, A. 

1937. FORTEGNELSE OVER NYE ANGREB. Tidsskr. for Planteavl. 42: 
243-247, illus. 

(1092) WEBER, G. F. 

1933. 	 OCCURRENCE AND PATHOGENICITY OF NElIIATOSPORA SPP. IN 
FLORIDA. Phytopathology 23: 384-388, illus.

(1093) 
1935. 	 AN AERIAL RHIZOCTONIA ON BEANS. (Abstract) Phytopath­

ology 25: 38. 
(1094) 

1939. WEB-BLIGHT, A DISEASE OF BEANS CAUSED BY CORTICUM 11[1-
CROSCLEROTIA. Phytopathology 29: 559-575, iIIus. 

(1095) WEDGWORTH, H. H. 
1926. 	 A NEW BEAN .'J'SEASE IN lIUSSISSIPPI. Miss. State .Plant -Bd. 

Quart. Bul. (;(3): 6-10, illus. 
(1096) 

1931. INVESTIGATIONS RELATIVE TO THE SO-CALLED "YELLOWS" DIS­
EASE OF BEANS. Fla. Agr. Expt. Sta. Ann. Rpt. (1930-31)
45: 158-159. 

(1097) 	 WEI, C. T. 
1937. RUST RESISTANCE IN THE GARDEN BEAN. Phytopathology 27: 

1090-1105, mus. 
(1098) WEIMER, J. L. 

1934. STUDIES ON ALFALFA lIIOSAIC. Phytopathology .24: 239-247,
illus. 



250 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(1099) 

(1100) 

(1101) 

(1102) 

(1103) 

(1104) 

(1105) 

(1106) 

(1107) 

(110S) 

(1109) 

(1110) 

(1111) 

(1112) 

(1113) 

(1114) 

(1115) 

(1116) 

WEIMER, J. 1,., and HARTER, L. L. 
1926. ROOT ROT OF THE BEAN IN CALIFORNIA CAUSED BY FUSARIUM 

MARTII PHASEOLI BURK. AND F. ADUNCISPORUM N. SP. Jour. 
Agr. Res. 32: 311-319, illus. 
and LUT,TRELL, E. S. 

1945. 	 A CANKER OF COWPEA AND MACROPHOMINA PHASEOLI LEAF 

SPOT OF COWPEA AND SNAP BEAN. U. S. Bur. Plant Indus., 

Soils, and Agr. Engin., ,Plant Dis. Rptr. 29: 127-129. 

[Processed.] 

WEINDLING, R., KATZNELSON, H., and BEALE, H. P. 
1950. ANTIBIOSIS IN RELATION TO PLANT DISEASES. Ann. Rev. Micro­

bial. 4: 247-260. 
WEISS, F. 

1945. 	 VIRUSES DESCRIBED PRIMARILY ON LEGUMINOUS VEGETABLES 

AND FORAGE CROP.". U. S. Bur. Plant Indus., Soils, and Agr. 

Engin., Plant Dn.. Rptr. Sup. 15,4: 32-80. [Processed.] 

and O'BRIEN, M. J. 


1952. INDEX OF PLANT DISEASES IN THE UNITED STATES. U. S. Bur. 

Plant Indus., Soils, and Agr. Engin., Plant Dis. Survey 

Spec. Pub. 1 (part 4): pp. 531-806. [Processed.] 


WELLES, C. G. 

1925. TAXONOMIC STUDIES ,OF THE GENUS CERCOSPORA IN THE PHILIP­


PINE ISLANDS. ArneI'. Jour. Bot. 12: 195-218, iIlus. 

WELLHAUSEN, E. J. 


1938. INFECTION OF MAIZE WITH PHYTOMONAS FLACCUMFAClENS, P. 

INSIDIOSA, P. MICHIGANENSIS, P. CAMPESTRIS, P. PANICI, AND 

P. STRlAFACIENS. Phytopathology 28: 475-482, iIlus. 

ROBERTS, L. M., MUNOZ, J. M., and LINTON, C. 


1949. 	 FRIJOL ROCAMEX 1, 2 Y 3 TRES VARIEDADES MEJORl..DAS PARA 
SIEMBRAS DE TEMPORAL EN LA MESA CENTRAL. (ROCAMEX 
BEANS 1, 2 AND 3, THREE IMPROVED VARIETIES FOR RAINY ., 

SEASON SOWING IN THE CENTRAL PLATEAU.) Mex. Sec. de 
Agr. Fall. de Divulg. 8, 19 pp., mus. [English summary, 
pp. 18-19.] 


WEST, E.

1947. SCLEROTIUM ROLFSII SACCo AND ITS PERFECT STAGE ON CLIMB-


ING FIG. Phytopathology 37: 67-69, illus. 

WESTER, R. E.


1947. 	 NORMAL AND BALDHEAD SNAP BEAN PLANTS. Seed World 61 

(2): 8-10, mus. 


1950. 	 A COMPARISON OF GREENHOUSE AND FIELD METHODS FOR 

EVALUATING LIMA BEANS FOR RESISTANCE TO ROOTKNOT NEMA­

TODES. ArneI'. Soc. Hart. Sci. Proc. 56: 395-400, illus. 


WESTERDlJK, J.
1916. DE SKLEROTIEN-ZIEKTE VAN DE TABAK. Deli Proefsta. te 


Medan, Meded. 10: 30-44, mus. 

WESTON, W. A. R. D. 


1945. 	 BEAN RO'l'. [Gt. Brit.] Min. Agr. Jour. ,52: 425-426, illus. 
::WHETZEL, H. H.

1906. 	 SOME DISEASES OF BEANS. N. Y. (Cornell) Agr.Expt. Sta. 

Bul. 239, pp. 195-214, mus. 


1908. 	 BEAN ANTHRACNOSE. N. Y. (Cornell) Agr. Expt. Sta. Bul. 
255: [428]-477, mus. 

1922. REPORT OF THE PATHOLOGIST FOR THE PERIOD JUNE 10TH TO 

DECEMBER 31ST, 1921. Bermuda Dept. Agr. Rpt. 1921: 30-64. 


WHIPPI,E, O. C., and WALKER, J. C. 

1941. 	 STRAINS OF CUCUMBER MOSAIC VIRUS PATHOGENIC ON BEAN 


AND PEA. Jour. Agr. Res. 62~ 27-60, mus. 
 I' 
[WHITE, H. L.]

1937. 	 HALO BLIGHT OF THE GLASSHOUSE RUNNER BEAN. In Plant 

Diseases. [Chestunt] Expt. and Res. Sta. Ann. Rpt. (1936) 

22: 55-57. 

C 



BEAN DISEASES 251 
(1117) WHITE, H. L. 

1938. DISEASES OF BEANS IN GLASSHOUSES. In Plant Diseases. 
[Chestunt] Expt. and Res. Sta. Ann. Rpt. (1937) 23: 53-54. 

(1118) WHITNEY, W. A. 
1930. MUTILATED SEED - A CONTRIBUTING FACTOR IN DEFECTIVE 

SS'ANDS OF LIMA BEANS. (Abstract) Phytopathology 20: 
134-135. 

(111.9) WIERINGA, K. T • 

.. 
1930. DE VETVLEKKENZIEKTE EEN VOOR NEDERLAND NIEUWE ZIEKTE 

BU BRUINE BOONEN (PHASEOLUS VULGARIS). Tijdschr. over 
Plantenziekten 36: 84-87, illus• 

." 
~, (1120) WILLIAMS, P. H. 


1926. ROOT-ROT OF THE TOMATO CAUSED BY THIELAVIA BASICOLA. 

Nursery and Market Gm·d. Iildus. Devlpmt. Soc. Expt. and 

Res. Sta. Ann. Rpt. (1925) 11: 74-75. 


(1121) WILSON, E. E. 

1936. SYMPTOMATIC AND ETIOLOGIC RELATIONS OF THE CANKER AND 


THE BLOSSOM BLAST OF PYRUS AND THE BACTERIAL CANKER OF 

PRUNUS. Hilgardia 10: 213-240, ilIus. 


(1122) WILSON, G. W. 

1907. STUDIES IN NORTH AMERICAN PERONOSPORALES. II PHYTOPH­


THOREAE AND RHYSOTHECEAE. Torrey Bot. Bul. 34: 387-416. 

(1123) WILSON, J. D., and RUNNELS, H. A. 


1945. A COMPARISON OF VARIOUS CARBAMATES FOR THE CONTROL OF 

BEAN ANTHRACNOSE. Ohio Agr. Expt. Sta. Bimo. Bu1. 3/);

189-191. 


(1124) WILSON, R. D. 

1935. BACTERIAL BLIGH'I" OF BEANS. THE DETECTION OF SEED INFEC­


TION. Austral. Inst. Agr. Sci. Jour. 1: 68-75. 

(1125) 


1938. 
 OCCURRENCE OF BACTERIUM SYRINGAE (VAN HALL) E. F. SMITH 
ON FRENCH BEANS (PHASEOLUS VULGARIS L.) IN NEW.<;OUTH 
WALES. Austral. Inst. Agr. Sci. Jour. 4: 42-43, illus. 

(1126) ;. 
1938. A SELECTIVE MEDIUM FOR BACTERIUM MEDICAGINIS VAR. PHASE­

OLICOLA (BURKHOLDER) LINK AND HULL. Austral. Inst. Agr. 
Sci. Jour. 4: 47-49. 

(1127) 

1946. 
 SOIL CARRY-OVER OF THE BEAN HALO BLIGl1T DISEASE. Austral. 

Inst. Agr. Sci. Jour. 12: 103-107. 
(1128) 

1947. RAINFALL IN RELATION TO THE PRODUCTION OF BEAN SEED FREE 
OF THE BACTERIAL BLIGHT DISEASES. Agr. Gaz. N. S. Wales 
58: 15, ilIus. 

(1129) 
1949. MOLYBDENUM IN RELATION TO THE SCALD DISEASE OF BEANS. 

Austral. Jour. Sci. 11: 209-211. J 

(1130) WINGARD, S. A. ; 

1922. YEAST-SPOT OF LIMA BEANS. Phytopathology 12: 525-532, 
illus. 

(1131) 
1925. STUDIES ON THE PATHOGENICITY, MORPHOLOGY, AND CYTOLOGY 

OF NEl\fATOSPORA PHASEOLl. Torrey Bot. Club Bu!. 52: 249- 1 
290, iIIus. 

(1132) l 

1928. HOSTS AND SYMPTOMS OF RINGSPOT, A vmus DISEASE OF 
PLANTS. Jour. Agr. Res. 37: 127-153, iIlus. r 

(1133) " 
.1933. 	 THE DEVELOPMENT OF RUST-RESISTANT BEANS BY HYBRIDIZA­

TION. Va. Agr. Expt. Sta. Tech. Bu1. 51, 40 pp., illus. 
(1134) 

1933. 	 NATURE OF RUST RESISTANCE IN BEANS. (Abstract) Phyto­
pathology 23: 38. 



252 

(1135) 

(1136) 

(1137) 

(1138) 

(1139) 

(1140) 

(1141) 

(1142) 

(1143) 

(1144) 

(1145) 

(1146) 

(1147) 

(1148) 

(1149) 

(1150) 

(1151) 

(1152) 

(1153) 

(1154) 

(1155) 

TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

WINGARD, S. A. 
1935. HOST-PARASITE RELATIONSHIP IN REAN RUST. (Abstract) 

Phytopathology 25: 39. 

1941. THE NATURE OF DISEASE RESISTANCE IN PLANTS. I. Bot. Rev. 
7: 59-109. 

1943. NEW RUST-RESISTANT POLE BEANS OF SUPERIOR QUALITY. Va. 
Agr. Expt. Sta. Bul. 350, 31 pp., ill us. 

\VINSTEAD. N. N., and H.;RBERT, T. T. 
1956. HELl\IINTHOSPORIUM VICTORIAE, A PATHOGEN OF BEAN. (Ab­

stract) Phytopathology 46: 31. 
WINTER, G., and DEMETRIO, C. H. 

1885. BELTRAm; ZUR PILZFLORA VON 1II1SS0t'r:l. IIedwigia 24: 177­
214. 

WITTE, H. 
1943. 	 REDOGORELSE FOR VERKSAlIlHETEN VID STATENS CENTRALA 

FROKONTHOLLANSTALT UNDER TrDEN 1/7/1941-:10/6/1942. Sta, 
tens Cent. Frokonstrollanst. Medde!. 18: [3 J-68, ill us. 
[English summal'y, p. 68. J 

WOLF, 	E. A., and HILLS, W. A. 
1954. S.;lII1NOL.;- A NEW DISEASE-RESISTANT, GREEN, ROUND-PODDED 

BUSH BEAN. Fla. Agr. E~ ·,.t. Stu. Cil.. S-73, 6 pp., ill us. 
WOLF, F. A. 

1914. LEAF SPOT AND SOME FRUlT ROTS OF PEANUT. Ala. Agr. Expt. 
Sta. Bu!. 180, pp. 127-150, ill us. 

1949. NOTES ON \'ENEZUELAN FUNGI. Lloydia 12: 208-219,. ill us. 
and FOSTER, A. C. 

1917. BACTERIAL LEAF SPOT OF TOBACCO. Sdence 46: 361-362. 
and FOSTER, A. C. 

1918. TOBACCO WILDFIRE. Jour. Agl:. Res. 12: 449-458, illus. 
WOLLENWEBER, H. W., aJ:' \{EINKING, O. A. 

1925. ALIQUOT FUSARE, l'ROI'ICALIA No\'A VEL REVISA. Phytopath­
ology 15: 155-169. 

WOODWARD, R. C. 
1932. CERCOSI'ORA FABAE FA UTREY ON' j<'n;LD BEANS. R !:it. l\[yco!. 

Soc. Trans. 17: 195-202, ill us. 
YARWOOD, C. E. 

1936. 	 THE TOLERANCE OF ERYSIl'HE POLYGON I AND CERTAIN OTHER 
POWDERY MILDEWS TO LOW HUMIDITY. Phytopathology 26: 
845-859. 

1939. 	 CONTROL OF POWDERY MILDEWS WITH A WATER SPRAY. Phyto­
pathology 29: 288-290. 

THERAPEUTIC ACTION OF VAPORS FROM SULPHUR COMPOUNDS. 
(Abstract) Phytopathology 30: 791. 

1940. 

THE FUNCTION OF LIllIE AND HOST LEAVES IN THE ACTION OF 
BORDEAUX MLXTURE. Phytopathology 33: 1146-1156, ill us. 

1943. 

COPPER SULPHATE AS AN ERADICANT SPRAY FOR I'OWDERY MIL­
DEWS. Phytopathology 35: 895-909, illus. 

1945. 

1947. 	 THE FUNGICIDAL VALUE OF MIXTURES OF LIME SULPHUR AND 
ZINC SULPHATE. Phytopathology 37: 852-853, ill us. 

1948. 	 THERAPEUTIC TREATMENTS FOR RUSTS. Phytopathology 38: 
542-551, illus. 

1949. 	 EFFECT OF SOIL MOISTURE AND NUTRIENT CONCENTRATION ON 
THE DEVELOPMENT OF BEAN POWDERY MILDEW. Phytopath­
ology 39: 780-788, ill us. 



BEAN DISEASES 253 

, 


(1156) 

(1157) 

(1158) 

(1159) 

(1160) 

(1161) 

(1162) 

(1163) 

(1164) 

(1165.) 

(1166) 

(1167) 

(1168) 

(1169) 

(1170) 

(1171) 

(1172) 

(1173) 

(1174) 

(1175) 

YARWOOD, C. E. 

YERKES, W. D., JR. 

1950. EFFECT OF TEMPERATURE ON THE FUNGICIDAL ACTION OF SUL­
PHUR. Phytopathology 40: 173-180, illus. 

1951. ASSOCIATIONS OF RUST AND VIRUS INFECTIONS~ Science 114: 
127-128, illus. 

1952. GUTTATION DUE TO LEAF PRESSURE FAVORS FUNGUS INFECTIONS. 
(Abstract) Phytopathology 42: 520. 

1954. ACQUIRED Il\IMUNITY 
pathology 4.4: 511. 

FROM BEAN RUST. (Abstract) Phyto­

1954. TOBACCO-NECROSIS VIRUS ON LETTUCE. U. S. Agr. Res. Serv., 
Plant Dis. Rptr. 38: 263. [Processed.] 
and JACOBSON, L. 

1950. SELECTIVE ABSORPTION OF SULFUR-:J5 BY FUNGUS-INFECTED 
LEAVES. Nature [London] 165: 973-974, illus. 

1955. 	 SCLEROTINIA WILT OF BEANS IN MEXICO. U. S. Agr. Res. 
Serv.. Plant Dis. Rptr. 39: 47. [Pl'Ocessed. J 
and ORTIZ, 1\1. F. 

1956. 	 RACES OF COLLETOTRICHUlIl LINDEl\IUTHlANUJlI IN MEXICO. 
(Abstract) Phytopathology 46: 32. 

NEIDERHAUSER, J. S., and CRISPEN, A. 
1954. ENFERMEDADES DEL FRIJOL EN MEXICO. 

Ganaderia, Otic. de Estud. Especiales.
15, 29 pp., illus. 

YOUNG, P. A. 

M. 
Mex. Sec. de Agr. y 
Fo!. de Divulgacion 

1926. FACULTATIn~ PARASITISM AND HOST RANGES OF FUNGI. Amer. 
Jour. Bot. 13: 502-520, illus. 

Yu, T. F. 
1939. A LIST OF PLANT VIROSES OBSERVED IN CHINA. Phytopathology

29: 459-461. 

1946. A MOSAIC DISEASE OF COWPEA (VIGNA SINENSIS ENDL.). Ann. 

Appl. BioI. 33: 450-454, illus. 

CHIU, W. F., CHENG, N. T., and Wu, T.T. 


1945. STUDIES ON PYTHIUM APHANIDERMATUM (EDSON) FITZ. IN 

CHINA. Lingnan Sci. Jour. 21: 45-62, illus. 


ZALESKI, K. 
1933. [RELATIVE VARIETAL SUSCEPTIBILITY OF BEANS GROWN IN 

POLAND TO HALO-BLIGHT DISEASE.] Roez. Nauk, Rolnicz. 
Lesnych (Polish Agr. and Forest Ann.) 30: 39-116, illus. 
[In Polish. English summary, pp. 113-115.] 

ZAUMEYER, W. J. 
1930. THE BACTERIAL BLIGHT OF BEANS CAUSED BY BACTERIUM PHASE­

OLI. U. S. Dept. Agr. Tech. Bul. 186, 36 pp., illus. 

1930. 	 BEAN DISEASES IN WESTERN UNlTED STATES IN 1929. U. S. 

Bur. Plant Indus., Plant Dis. Rptr. 14: 38-43. 1930. 

[Processed.] 


1930. 	 BEAN DISEASES IN WESTERN UNITED STATES IN 19:10. U. S. 

Bur. Plant Indus., Plant Dis~ Rptt. 14: 228-239. [Processed.] 


1931. 	 COMPARATIVE HISTOLOGY OF THREE BACTERIAL BLIGHTS OF 

BEANS IN THE SEEDLING STAGE. (Abstract) Phytopathology

21: 115. 

1932. 	 COJlI1'ARATIvt~ PATHOLOGICAL HISTOLOGY OF THREE BACTERIAL 

DISEASES OF BEAN. Jour. Agr. Res. 44: 605-632, illus. 


1933. 	 TRANSMISSIBILITY OF CERTAIN LEGUME-MOSAIC VIRUSES TO 

BEAN. (Abstract) Phytopathology 23: 39. 


! 

~ 

i 



254 TECHNICAL BULLETIN 868, U. S. DEPT. AGRICULTURE 

(1176) ZAUMEYER, W. J.
1933. 	 TRANSMISSION OF BEAN-MOSAIC VIRUS BY INSECTS. (Abstract) 

(1177) 

(1178). 

(1179) 

(1180) 

(1181) 

(1182) 

(1183) 

(1184) 

(1185) 

(1186) 

(1887) 

(1188) 

(1189) 

(1190) 

(1191) 

(1192) 

(1193) 

(1194) 

(1195) 

Phytopathology 23: 40. 

1938. 	 A HERITABLE ABNORMALITY OF BEANS. RESEMBLING JlfOSAIC. 
Phytopathology 28: 520-522. 

1938. 	 A STREAK DISEASE OF PEAS AND ITS RELATION TO SEVERAL 
STRAINS OF ALFALFA MOSAIC VIRUS. Jour. Agr. Res. 56: 
747-772, illus. 

THREE PREVIOUSLY UNDESCRIBED MOSAIC DISEASES OF PEA.1940. 
Jour. Agr. Res. 60: 433-452, illus. 

THE INHERITANCE OF A LEAF VARIEGATION IN BEANS. Jour. 
Agr. Res. 64: 119-127, illus. 

1942. 

BEAN DISEASES IN SOME OF THE INTERMOUNTAIN STATES IN 
1945. U. S. Bur. Plant Indus., Soils, and Agr. Engin., 
Plant Dis. Rptr. 30: 97-105. [Processed.] 

1946. 

1946. 	 FIELD CONTROL OF BEAN RUST WITH SULFUR. (Abstract) 

Phytopathology 36: 689. 


1947. 	 CONTROL OF BEAN DISEASES. U. S. Dept. Agr. Yearbook 

1943-47: 333-337. 


TOPCROP, A NEW PROCESSING SNAP BEAN. Canner 110 (12): 
12-15, illus. 

1950. 

ALFALFA YELLOW MOSAIC VIRUS SYSTEMICALLY INFECTIOUS TO 

BEANS. Phytopathology 43: 38-42, illus. 

and FISHER, H. H. 


1951. 


1953. 

POTENTIALITms OF SOUTHERN BEAN MOSAIC IN THE FIELD. 

(Abstract) Phytopathology 41: 567. 


and FISHER, H. H. 

1953. 
 A NEW NECROTIC-LESION-PRODUCING STRAIN OF YELLOW BEAN 


MOSAIC. Phytopathology 43: 45-49, illus. 

and GOLDSWORTHY, 1\1. C. 


1945. 
 CONTROL OF BEAN RUST BY FUNGICIDE DUSTING AND SPRAYING. 
(Abstract) Phytopathology 35: 489. 

and HARTER, L. L. 
INHERITANm; OF RESISTANCE TO SIX PHYSIOLOGIC RACES OF1941. 
BEAN 	RUST. Jour. Agr. Res. 63: 599-622, illus. 
and HARTER, L. L. 

INImRITANCE OF SYMPTOM EXPRESSION OF B~~AN MOSAIC VIRUS 
1943. 
4. Jour. Agl'. Res. 67: 295-300, illus. 
and HARTER, L. L. 

TWO NEW VIRUS DISEASES OF BEANS. Jour. Agr. Res. 67:
1943. 
305-327, illus. 

and HARTER, L. L. 


1944. 
 A SEVERE NECROSIS CAUSED BY BEAN-MOSAIC VIRUS 4 ON BEANS. 
Phytopathology 34: 510-512, iIlus. 
and HARTER, L. L. .l 

1946. PINTOS 5 AND 1,1 NEW RUST-RESISTANT BEANS FOR DRY LAND !III 
AREAS OF THE WEST. South. Seedsman 9 (8): 15, 50, 54, 

illus. 

and KEARNS, C. W. 

THE RELATION OF APHIDS TO THE TRANSMISSION OF BEAN1936. 
MOSAIC. Phytopathology .26: 614-629. 
and THOMAS, H. R. 

BEAN DISEASES IN SOME OF THE MOUNTAIN STATES IN 1947.
1947. 
U. S. Bur. Plant Indus., Soils, and Agr. Engin., Plant Dis. 
Rptr. 31: 432-442. [Processed.] 



255 BEAN DISEASES 

(1196) ZAUMEYER, W. J., and THOMAS H. R. 

(1197) 

(1198) 

(1199) 

(1200.) 

(1201) 

(1202) 

(1203) 

(1204) 

(1205) 

(1206) 

(1207) 

1948. 	 POD MOT'l'LE, A VIRUS DISEASE OF BEANS. Jour. Agr. Res. 77: 
81-96, illus. 
and THOMAS, H. R. 

1949. BEAN DISEASES AND THEIR CONTROL. U. S. Dept. Agr. Farm­
ers' Bul. 1692, 38 pp., illus. (Revised.) 
and THOMAS, H. R. 

1950. YELLOW STIPPLE, A VIRUS DISEASE OF BEAN. Phytopathology
40: 847-859, ill us. 

THOMAS, H. R., and MITCHELL, J. W. 


1953. 	 STREPTOMYCIN CONTROLS HALO-BLIGHT. Amer. Veg. Grower 
1 (10[l1J): 5, Hi-17, Hlus. 
THOMAS, H. R., MITCHELL, J. W., and FISHER, H. H. 

1953. 	 FIELD CONTROL OF HALO-BLIGHT OF BEANS WITH STREPTO­
MYCIN. (Abstract) Phytopathology 43: 407. 
and WADE, B. L. 

1933. lIIOSAIC DISEASES AFFECTING DIFFERENT LEGUMES IN RELATION 
TO BEANS AND PEAS. (Phytopath. note) Phytopathology 23:
562-564. 
and WADE, B. L. 

1935. THE RELATIONSHIP OF CERTAIN LEGUlIlE MOSAICS TO BEAN. 
Jour. Agr. Res. 51: 715-749, illus. 
and WADE, B. L. 

1936. 	 PEA MOSAIC AND ITS RELATION TO OTHER LEGUlIIE MOSAIC 
VIRUSES. Jour. Agr. Res. 53: 161-185, illus. 
WADE, B. L., and MULLIN, J. R. 

1938. BEAN DISEASES IN COLORADO IN 1937. U. S. Bur Plant Indus., 
Plant Dis. Rptr. 22: 39-44, iIlus. [Processed.] 
and WESTER, R. E. 

1956. CONTROL OF DOWNY MILDEW OF LIMA BEANS WITH STREI'TO­
1I1YClN. (Abstract) Phytopathology 46: 32. 

ZENTENO, M. Z., YERKES, W. D. JR., and NEIDERHAUSER, J. S. 
1955. I'RIMERA LISTA DE HONGES DE MEXICO. Mex. Sec. de Agr. y 

Ganaderia, Ofic. de Estud. Especiales, Fol. Tecnico 14, 81 pp.
ZIMMERLEY, H. H. 

1930. THE EFFECTS OF HEAVY APPLICATIONS OF PHOSPHORUS ON THE 
INTERRELATION OF SOIL REACTION, GROWTH, AND PARTIAL 
CHEMICAL COMPOSITION OF LETTUCE, BEETS, CARROTS AND 
SNAP BEANS. Va. Truck Expt. Sta. Bul 73, pp. 863-928. 

"* u. s. GOVERNMENT PRINTING OFFICE: 1957-393056 



, 
~, 

j
-1 

I 
I 
i 
1 
I 

I 
I 
I 
f 
\ 

I 
\ 

• ! 

l 
1 
f 
~ 

I l• 

~....................................................................................................................................................:.:' 



