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Marion Dorset, born a Tennessean in 1872, began his career as an Expert 

Assistant Chemist in the Biochemic Laboratory of the United States Department of 

Agriculture in 1894. He rose through the ranks to became one of the foremost 

agricultural chemists of his day. Dorset’s long labors in the laboratory as well as in 

the field brought success purifying and standardizing skin-reacting tuberculin, 

detecting chicken pullorum disease, and introducing and improving farm sanitation 

techniques. His greatest achievement, though, was to develop the first permanent 

hog cholera preventative. Marion Dorset, inspired by his participation in the first Iowa 

trial of a hog cholera vaccine and by the discovery of filterable “viruses,” worked out 

by 1906 what became the standard methods for preventing the disease.  

To date, interpreters of Dorset accord him heroic status, and his vaccine is 

generally considered a radical break from past progress in immunology. Careful 

analysis of Dorset’s hog cholera work, however, reveals no large discontinuity, but 

rather general continuity in the work conducted in the Biochemic Laboratory. Dorset’s 

work, it turns out, both reflects and sheds light upon the “state-of-the-art” in turn-of-

the-century American laboratory practice.1 

 The USDA created the Biochemic Laboratory in 1890 as the chief research arm 

of the Bureau of Animal Industry. The laboratory utilized the then new science of 

bacteriology and the structural theory of immunology to understand, treat, and 

prevent veterinary diseases. Bacteriology defined laboratory practice because it 

seemed to more closely address the concerns and meet the needs of USDA 

investigators than theories like atmospheric corrosion or miasma. Unlike miasma or 

chemical products, which were literally “sniffed” out, investigators found germs only 

under carefully controlled laboratory conditions. Bacteriology, in other words, replaced 

an ambiguous “aesthetic” ideal with a conception of disease more amenable to 

laboratory control, supervision, and standardization.2 The intelligibility of Robert 
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Koch’s postulates in laboratory analysis contributed to the success of bacteriology as 

an eminently empirical and testable way to conduct scientific experiment, as did his 

student Paul Ehrlich’s conception of simple, geometrical cells, pathogens, and 

chemical substances. Proper conclusions, of course, demanded repetition in the 

laboratories of other experts as a final safeguard. When Dorset began his career, the 

Biochemic Laboratory operated mainly as a replicator and corroborator of work done 

in European laboratories. The relationship was not yet reciprocal.3 

 Dorset initially assisted the Biochemic Laboratory’s director, Emil Alexander de 

Schweinitz. De Schweinitz motivated his assistants to devote themselves the two 

most worrisome farm problems of the day: hog cholera and bovine tuberculosis. Hog 

cholera’s effects, in particular, were tangible: Ninety percent of all premature deaths 

on hog lots resulted from this disease. At its peak in 1887, hog cholera killed nearly 

six million swine nationwide. Losses in the Midwestern state of Iowa alone, then as 

now a leader in the production of pork, topped 325 per 1,000 head each summer. In 

one particularly severe epidemic in the summer and fall of 1896, swine numbers in 

Iowa dipped from 275,000 to 150,000. When considered in aggregate, the figures are 

astounding: During the 1890s the national pork population declined precipitously from 

52 million to 39 million head. Many farmers, USDA experts, and slaughterhouse 

operators considered the disease so costly as to predict that commercial hog breeding 

in America might soon become a thing of the past.4 

 The ghoulishness of the disease also motivated de Schweinitz and his 

assistants. Afflicted hogs first appeared “lost in thought,” sluggishly tripping around 

their pens and refusing to eat. Backs became rigidly arched, and tails lost their curl. 

Progressively, the symptoms became worse: bloody noses, puss-filled eyes, ulcerated 

skin, and then severe discharges of yellowish diarrhea. Within days most of the hogs, 

emaciated by infection, were dead. A few hogs might survive two or three weeks. A 

rare individual escaped the disease entirely, forever immune to infection. Still, the few 
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hogs that survived remained mostly unsalvageable, rarely regaining the weight lost 

during an attack. Most farmers killed, burned, and buried diseased animals as soon as 

they began exhibiting a distinctive “barking cough,” especially when hog cholera was 

already suspected locally.5 

 The threat to national “self-sufficiency” posed by hog cholera encouraged the 

federal government to inaugurate serious studies as early as 1877. Commissioner of 

Agriculture William Le Duc and a team of chemists working on the problem at the 

time deemed all of the available remedies and their constituent ingredients—pigweed, 

ginger, cream of tartar, iron, magnesium, coal ashes, soap, salt, coal oil, charcoal, 

smartweed tea, and tobacco—uniformly useless. “Lyed corn,”6 the most widely used 

home remedy, also proved ineffective. Commercial remedies variously touted as 

“Crawford’s Hog Cholera Medicine,” “Hog Cholera Specific,” and “3 Feeds for One 

Cent” were all examined for their constituent chemical formulas and found wanting.7 

 Only European bacteriology appeared to provide crucial insight into the 

disease. Spurred on by the successful isolation of living “ferments” for anthrax and 

fowl cholera by Koch and Pasteur, Le Duc instructed the veterinary surgeon H.J. 

Detmers to look for a similar specific agent in the blood and organs of infected hogs. 

Selecting the hog-raising country of Champaign County, Illinois, for a field survey, 

Detmers and two assistants from the Illinois Industrial University at Urbana began 

examining the blood and organs of hogs dead from the disease with a sturdy Hartnack 

microscope. Reasoning that “if the causes are known, it cannot be very difficult to 

devise proper and efficient means of prevention, and perhaps remedies that will effect 

a cure,” Detmers focused his attention on the ulcerous nodules that sometimes 

appeared on the skin, kidneys, intestinal walls, lungs, and liver of infected animals in 

attempts to locate the “principle seat” of the disease.8  

 Soon, however, Detmers began to zero in on the “frothy mucus” found in the 

trachea and bronchial tubes of hog cholera victims. This mucus, when examined 
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carefully under the microscope, contained large numbers of shattered epithelial cells 

and “bacillus-germs” he believed had physically choked off respiration and 

asphyxiated the hogs. Detmers found the same accumulation of dead cells and bacilli 

in major arteries. Masses of this material affected the appearance of tissues in the 

area of the clot, giving them a “brownish-black appearance” similar to gangrene. 

Morbid changes in the organs surrounding these decomposing tissues, he thought, 

could kill a pig by making the heart “flabby” and colon “degenerate.” Within one year, 

Detmers reported to Le Duc that he had found a causative organism for hog cholera 

which he named Bacillus suis. Subcutaneous injections of the “mysterious fluid” of 

Bacillus suis demonstrated to Detmers’ satisfaction that the organism truly caused 

hog cholera.9 

 However, Detmers’ report raised as many questions as it answered. If Bacillus 

suis really caused the disease, why did the disease appear to spread—as Detmers 

detailed in his report—when winds shifted, thereby carrying the “effluvia and foul 

atmosphere” of one infected hog lot to another? Was the disease really caused by a 

specific living organism or by offensive smells emanating from an infected lot? 

Detmers appeared to be laying odds on both. Moreover, Detmers did not differentiate 

between two very similar diseases, hog cholera and swine plague. Did Bacillus suis 

cause both diseases?10 

 Daniel E. Salmon, first Chief of the Bureau of Animal Industry, picked up these 

problems in 1884. Applying Koch’s postulates, Salmon first tried to isolate bacterial 

cultures on potatoes. Like Detmers, Salmon also quickly found a specific 

microorganism he believed caused hog cholera. Salmon went on to differentiate hog 

cholera from swine plague germs by observing specific differences in symptomology 

and morphology, separating them out by hand. Salmon fed cultures of the isolated 

hog cholera bacillus, which he discriminated as Bacillus cholerae suis, to pigs with 

deadly results. Injections of the bacterial preparation, however, did not reliably  
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induce the disease. Mice injected in the same way showed the same variable results. 

Salmon concluded that this mixed evidence pointed to the alimentary canal as the 

probable entry point for hog cholera infection.11 

 Salmon next moved to the preparation of an attenuated vaccine.  He heated 

pure cultures of Bacillus cholerae suis until they lost their motility, then injected the 

fluid into thirty pigeons. Eighty percent of the birds gained permanent immunity. 

Tests on hogs, however, proved disappointing: All of them died when exposed to 

infected animals. “The ordinary methods of attenuation as practiced by Pasteur,” 

Salmon could only conclude, “are inapplicable in this peculiar disease.”12 

 Salmon, increasingly weighed down by administrative duties in the Bureau of 

Animal Industry, enlisted the famous cattle fever researcher Theobald Smith in 1887 

to continue looking for a way to confer hog cholera immunity. For this work Salmon 

secured an implausibly tiny room in the attic of the Department of Agriculture 

building in Washington. Despite the heat and close confines of these quarters Smith 

carefully repeated all of the crucial experiments performed by Salmon and agreed that 

indeed the agent of hog cholera had been found. Hope rose further the next year 

when an independent U.S. Government Board of Inquiry reviewing the evidence of 

Salmon and Smith found that “actual and undeniable proof of the pathogenic relations 

between the so-called ‘hog cholera’ germ” and the hog cholera disease had been 

satisfactorily established.13 

 Smith buoyed by this scientific review and the discovery of a key set of 

immunological papers by Emil von Behring and Shibasaburo Kitasato suggesting the 

possibility of vaccines providing at least partial or temporary immunity, redoubled his 

efforts to develop a blood serum derived from hog cholera-immune swine containing 

an “anti-toxin” or “immunizing principle” composed of bacteriological parts or 

products. If a useful antitoxin could be found, he believed, it might physically bind up 

cell structures that otherwise would bind with hog cholera germs and produce disease 
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in susceptible animals. Permanent immunity, however, remained an elusive goal of all 

USDA laboratory workers. The antitoxin Smith slowly developed in the Biochemic 

Laboratory worked temporarily in guinea pigs, but had never been tested in hogs 

when Salmon received urgent news of a particularly severe hog cholera epidemic 

raging in the Midwest. Salmon decided to try his experimental serum in a stopgap 

effort to halt it.  So in early fall, 1897, Salmon dispatched twenty-five year old Marion 

Dorset, who had to this point no experience beyond the replication of European 

experiments in bovine tuberculosis,14 to Page County, Iowa, with hundreds of bottles 

of the Salmon-Smith antitoxin.15 

 Dorset sought obscurity in the Biochemic Laboratory, but his active intellect 

marked him as one of the most promising young researchers at the USDA. 

Supervisors noticed his penchant for extraordinary caution in recording the results of 

experiments. In later interviews popular science writer Paul de Kruif noticed the 

“curious preciseness of [Dorset’s] talk. You can see the commas in his nicely 

grammatically spoken sentences; now and again your eyes will open at a perfectly 

placed semicolon. His speech has the exactness of an epigram.” Some colleagues in 

the Bureau of Animal Industry claimed that Dorset refused to fully believe any 

laboratory finding, even when he had seen it himself. Dorset demanded that other 

researchers follow his lead in careful attention to detail as he restlessly moved from 

room to room while chain smoking. His chief assistant, remembering him after death, 

noted that “he always carried with him a pocket notebook, in which he jotted down, 

as they occurred to him, any new thoughts or ideas bearing on his research work. . . . 

I also recall his wife telling me that he sometimes got out of bed in the night to write 

down such ideas as they came to him.” Despite Dorset’s education as a chemist and 

physician, he never considered himself sufficiently trained in the principles and 

practice of scientific expertise. He never attended meetings of the National Academy 
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of Sciences, a body to which he gained election at a relatively early age, claiming that 

he did not belong there because “that is a body composed of scientists.”16 

 The young Dorset knew very little about hog cholera before his trip to Iowa, 

but had just published results of his attempts, mirroring those of Salmon and Smith, 

to isolate an antitoxin in the blood serum of cattle immune to tuberculosis. Dorset 

thought that so-called “necrotic acid” extracted from the tuberculosis bacilli was a 

primary “fever-reducing principle” and “albuminoid” a primary “fever-producing 

principle.” He used these substances along with tuberculin, another cell extract 

already discovered by Koch, in various ratios while attempting to reduce the fever of 

tuberculosis-ridden guinea pigs. His greatest success in reducing temperature came 

from the simultaneous injection of tuberculin and serum from an immune cow. Dorset 

explained the tuberculin-serum effect in structural terms, as had Detmers, Salmon, 

and Smith in their hog cholera work. He believed that the guinea pigs were protected 

by the crystal-shape of cell extracts like necrotic acid, albuminoid, and tuberculin. 

These crystals bound up disease-prone cell sites stimulated by the simultaneous 

injection of serum.17  

 Nevertheless, Dorset found himself acting as the primary scientific authority on 

hog cholera, not bovine tuberculosis, from the moment he stepped off the train in 

Sidney, Iowa. Desperate local farmers had already tried to halt the epidemic with 

traditional methods—slaughtering and burying 13,000 hogs in a vain attempt to 

“stamp out” the disease. Looking out the window of his hotel room the first night, 

Dorset thought he saw the Aurora Borealis flashing in the north. The next day 

someone told him that the flickering in fact had come from mammoth “bonefires” of 

hog carcasses. With the help of local veterinarian Charles N. McBryde, Dorset treated 

196 hogs in several apparently unaffected herds in the area. About 80 percent of the 

animals, 161 in all, survived the epidemic. A second field trial among 1,727 hogs 

produced 77 percent survivorship into the diseases’ winter denouement. “These 
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results,” declared Theobald Smith and the staff of the Biochemic Laboratory, 

“obtained under rather adverse conditions, indicated that serum injections for swine 

diseases could be practiced with a fair degree of success.”18  

 Dorset returned to his assigned tuberculosis work in Washington. But 

impressed by the success of these hog cholera vaccine trials, he began reserving time 

for hog cholera investigations. Salmon and Smith, meanwhile, believing that hog 

cholera could be successfully controlled using their vaccine, were studying hog 

cholera less and less. A casual comment by Salmon speculating that as yet unseen 

“micrococci” born of Bacillus cholerae suis might in fact be the true agent of hog 

cholera motivated Dorset to dedicate more and more of his precious laboratory time 

to the disease. One bacterial strain Dorset scrutinized—isolated from a dying Page 

County hog—Bacillus 118, proved similar in most respects the description of Salmon’s 

bacillus except for its unusual inability to ferment glucose, which the Salmon bacillus 

could do.  This finding aroused Dorset’s skepticism despite the growing apathy 

surrounding him.19 

 Dorset’s attempts to filter out and grow pure cultures of Bacillus 118 and 

Salmon’s postulated micrococcus led to a series of crucial experiments conducted in 

1902 and 1903 which resulted in his conclusion that no bacillus or micrococcus 

caused hog cholera. Using two of the “finest porcelain filters” the Biochemic 

Laboratory had recently purchased from the Pasteur Institute in Paris, Dorset 

separated Bacillus cholerae suis out of serum samples sent over from the USDA 

Experiment Station in Bethesda, Maryland. What he found shocked him. After filtering 

out all the bacilli, confirmed by microscopic observation, Dorset was confronted with a 

clear fluid that still contained hog cholera. Six of eight hogs injected with this lethal 

principle in preliminary tests died just as if they had gotten the disease naturally.20 

 Initially, Dorset thought that an as-yet undiscovered biological product, 

perhaps an unfilterable micrococcus, might explain the strange and puzzling result. 
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Some of his own experiences in the field supported this conclusion. Dorset, thinking 

back to his time spent in Iowa, remembered encountering certain outbreaks of hog 

cholera where the Bacillus cholerae suis could not be identified in the blood despite 

close microscopic investigation. “There is an infectious disease among hogs in this 

country which cannot be distinguished clinically from hog cholera,” he had written in 

his notes, “and which may be produced by infecting with material which contains no 

hog cholera bacillus.” Dorset’s cautious attitude and unwillingness to openly disagree 

with Salmon, however, led him to mute the tone of his conclusions in his official 

laboratory reports. He refused to speculate that the Salmon bacillus or an identified 

micrococcus played no part in the production of the disease. Rather, in his reports he 

only indicated that he suspected “in all outbreaks of acute hog cholera there is some 

other agent besides the hog cholera bacillus at work.” It was highly probable, he 

noted, that the disease could be best explained as a “mixed infection” of Salmon’s 

bacillus and an unobserved filterable micrococcus.21 

 Soon, however, cracks began to appear in the professional relationship 

between Dorset and Salmon. In public, Salmon’s attitude toward Dorset’s putative 

discovery of an unfilterable or submicroscopic agent of hog cholera remained 

gentlemanly. “I have the honor,” Salmon wrote Secretary of Agriculture James Wilson 

in September, 1903, “to recommend that the accompanying manuscript, the subject 

of which is ‘A form of hog cholera not caused by the hog cholera bacillus,’ be 

published as a circular of this Bureau.” Dorset believed Salmon’s regard for the 

discovery was genuine as he seemed “very anxious to hurry this work along.” 

Privately, however, Salmon was less than thrilled with Dorset’s filtration experiments. 

In a letter to Dorset’s immediate supervisor, Emil de Schweinitz, he urged caution. “It 

has seemed to me that before resuming your experiments on this subject the work 

which you have already done should be classified and written up so that I can know 

exactly what has been done,” he explained. “From the statements which you have 
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made it would appear that my conclusions are not altogether in accordance with the 

actual condition of affairs.” Salmon’s feelings are further betrayed in de Schweinitz’s 

response the following day: 

My discussions with . . . Dr. Dorset during all of the work have been very 
frank, and while the details of each individual test were not always given, the 
general line of work which was being pursued was, I thought, understood by 
all. I have endeavored all of the time to treat this problem not in a personal 
way, but have tried to interest all who were practically engaged in the effort to 
solve the problem. 
 

Salmon’s response to this letter was less amiable: “I have not intimated that the time 

has been wasted,” he wrote, but “what I want is positive results from experiments 

which will enable you to say that such and such is the case, and not that it is 

apparently the case.”22 

 Dorset sweated away 1904 repeating his experiments, confirming the finding 

of a filterable agent that produced hog cholera. Similar experiments with various 

porcelain filters performed by Charles McBryde back in Iowa also failed to yield the 

“missing” bacillus or micrococcus. McBryde could easily and predictably kill 

susceptible animals with only a few drops of filtrate. Moreover, Dorset’s suggestion 

that a filterable “virus”23 might act in tandem with another agent, like Bacillus 

cholerae suis, appeared confirmed by the McBryde filtration experiments. Of 61 hogs 

injected with the filterable principle alone, 49 died or about 80 percent; of those 

injected with the principle plus bacillus and products, 34 of 36, or about 95 percent 

died. Yet this accumulating evidence did not fully satisfy Dorset and his trademark 

inquisitorial disposition. Indeed, even as the experimental evidence supporting his 

early suspicions mounted, he began to doubt that Salmon’s bacillus specifically, or 

any bacillus or micrococcus generally, needed to be present to produce hog cholera at 

all.24 

 To confirm this hypothesis Dorset put filtrate in a warm, dark place on a 

suitable culture medium for several days. The total absence of bacterial growth in the 

cultures demonstrated conclusively that Bacillus cholerae suis did not cause hog 
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cholera. By the summer of 1904 even Salmon could not dispute Dorset’s conclusions, 

and he capitulated publicly in March, 1905. “The discovery of the hog cholera bacillus 

in 1885 was an important step toward the elucidation of this subject,” he noted, “but 

it did not prove, as we supposed at the time it would, to be the key to the mystery.”25 

 Dorset did not stop here. He, like many researchers before him, recognized 

that a small number of hog cholera survivors became “cholera proof.” Dorset hoped 

that an antitoxin derived from the blood of immune hogs combined with the filterable 

virus might provide lifetime immunity. He also appeared confident that by using the 

virus rather than Salmon’s bacillus a much higher percentage of hogs could be 

successfully immunized than had ever been possible before.26 

 Dorset began the first of his immunological experiments with Hog No. 884, 

which had recently recovered from an artificially-induced attack of hog cholera. Over 

six months he subjected the hog to increasing doses of filterable virus without ill 

effect. By the final month 490 cc of virus—enough to kill 120 million untreated hogs—

could be injected into Hog 884 without discernible effect. The antitoxin derived from 

this “hyperimmunized” hog provided up to three weeks of protection when injected 

into susceptible hogs. However, when Dorset drew blood from this hog and injected it 

into susceptible animals simultaneously with virus from sick hogs—an idea inspired by 

his 1896-7 experiments injecting tuberculin together with serum from immune cows—

he produced for the first time lifetime immunity from hog cholera. “The blood serum 

of the immune,” he wrote, “acquires the power to protect non-immune hogs from an 

otherwise fatal dose of disease-producing blood.” Between 1903 and 1906 Dorset 

supervised the hyperimmunization of two thousand other hogs like No. 884 at the 

Bethesda Experiment Station for the purpose of propagating antitoxin and virus.27 

 At the same time, Dorset began pressuring the Bureau of Animal Industry to 

inaugurate systematic studies on-site in Iowa. In the spring of 1905 Dorset packed up 

syringes and microscopes, leaving Bethesda for a newly established Iowa Field Station 
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near Ames, Iowa. The Bureau selected Ames because of its central location in the 

state and the region, the unfortunate wealth of local cholera epidemics, and its 

nearness to professional veterinarians at Iowa State College. Charles McBryde 

assisted Dorset the first summer in Iowa, but soon took over the station’s 

management entirely as field trials progressed. Still, as McBryde was first to admit, 

Dorset remained always the “brains” behind the operation. Accouterments at the Field 

Station were primitive but adequate to the labor-intensive task of manufacturing 

large quantities of “hyperimmune serum” (or antitoxin) and hog cholera virus. The 

Bureau of Animal Industry funded the construction of a sturdy shed on fifty acres of 

land adjacent to the local Skunk River, and Dorset supervised the movement of four 

cholera-proof immune hogs to the site to produce the necessary serum.28  

 Together, Dorset and McBryde developed two ways to hyperimmunize immune 

hogs, a “slow method” and a “quick method.” The slow method relied on three or 

more injections of virus into the hog over four to ten months and was considered the 

superior regimen back in Bethesda. In the cornfields of Iowa, however, the quick 

method of administering one massive subcutaneous dose of virus proved more 

practical, almost as effective, and perhaps even commercially viable. Sixteen hogs 

were protected by the simultaneous method during the first summer in Ames and, 

with the importation of nine more serum-producing immunes from Bethesda, 156 

more susceptibles were protected that fall. By the end of 1906, McBryde had 

calibrated the proper proportion for maximum effectiveness under the quick method 

at 20 parts serum to 50 parts virus. He set the standard for safe dosage at 5 cc per 

pound of body weight, but confirmed in experiment that doses of the virus as low as 

one one-millionth cc could provide permanent immunity.29 

 Another advance made at the Iowa Field Station involved a simple way to draw 

blood from the hyperimmunized hogs. The method used back at Bethesda had been 

to either slaughter the hogs and draw blood from the heart or try and insert a syringe 
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into veins of live hogs. Neither proved very efficient, the first because of the precious 

rarity of hog cholera immunes in the first place and the other because of the difficulty 

in finding veins in animals sheathed in so much fatty tissue. A solution emerged in 

1905 when a local veterinarian suggested bleeding hogs by progressively cutting off 

segments of the tail and capturing the blood that gushed out. A relatively simple 

procedure, the hogs could now live to furnish more serum another day.30 

 By 1907, the success of simultaneous treatment for hog cholera produced at 

the Iowa Field Station suggested wider field trials. McBryde initiated the first trial in 

47 separate herds around Ames. Over 1,300 hogs became subjects and controls. The 

simultaneous treatment protected almost 85 percent of hogs presumed exposed to 

cholera; among the “checks” (untreated controls) 30 percent died. The results 

improved substantially among unexposed hogs. Only 3 percent of treated unexposed 

hogs later succumbed to the disease.31 

 The Bureau of Animal Industry conducted several more trials in Iowa and 

elsewhere in the middle of the country over the next several years, but simultaneous 

treatment did not come into common use by farmers except in threatened areas. The 

USDA itself never pressured farmers to adopt blanket immunization to eradicate the 

disease well into the 1940s. As late as 1926, the Bureau estimated that about 80 

percent of all hogs remained unimmunized despite the existence of more than four 

hundred commercial serum producers. Some farmers feared simultaneous treatment, 

claiming that it hindered growth and increased finishing time, which it did not. 

However, arguments that using live virus in treatment might be dangerous were 

understandable. If the treatment failed to “take,” and especially if the serum proved 

impotent, a severe epidemic outbreak was possible.  

Dorset’s address to the United States Live Stock Sanitary Association in 1915 

typified the Department’s reaction to these concerns. “At the present time any 

attempt to eradicate hog cholera by means of vigorous sanitary policy measures 



 

 14  

would be foredoomed to failure,” he declared. “The question arises whether we should 

not rather turn our efforts toward the problem of saving as large a proportion as 

possible of the enormous numbers of hogs which die yearly from hog cholera 

endeavoring at the same time to gradually lessen the amount of infection in the 

country by the enforcement of reasonable and not too drastic measures of sanitation 

coupled with an educational propaganda.”32 

 Dorset’s patented procedures for hog cholera immunization became famous in 

the hog industry as the first effective treatment for the prevention of hog cholera, but 

differed from the Salmon-Smith investigations in only two general respects. First, 

Dorset showed that an invisible specific infectious principle, not a bacteria or 

micrococcus, caused hog cholera. This concentrated and improved both the virus and 

antitoxin portions of what became Dorset’s regimen. Second, Dorset saw that 

temporary immunity could be made permanent by giving susceptible hogs the disease 

at the same moment antitoxin was administered. While crucial to scientific progress in 

turn-of-the-century America, these advancements obscure the essential continuity at 

work in USDA research. The Biochemic Laboratory homogenized experience and 

knowledge-building, created appropriate modes of scientific research, and adjudicated 

expertise for scientists. Detmers, Salmon, Smith, and Dorset all saw a structural and 

bacteriological solution to the hog cholera problem despite the popularity of 

competing theories of disease, whether chemical, filth, or as the product of noxious 

vapors or miasma. Dorset’s “virus” remained to the end a product of the 

bacteriological laboratory. Though Salmon and Dorset differed for a time about the 

ultimate cause of hog cholera, both believed a preventative could be found by 

manipulating cells and cell-sites with an antitoxin produced in immune hogs, and both 

were more than moderately successful in protecting hogs with their vaccines.33 

 This argument, though, in no way diminishes Dorset’s manifold 

accomplishments. He can safely be credited with single-handedly solving vexing 
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immunological problems conferring lifetime hog cholera immunity. Over his long 

career in the Biochemic Laboratory Dorset also developed useful culture media for 

growing bovine tuberculosis bacilli, brought into service a sensitive “Special F” 

tuberculin reaction test for cattle and quick test for chicken pullorum, synthesized the 

first of the ubiquitous purple dyes used to stamp government-inspected meats, and 

founded the federal Insecticide and Fungicide Bureau. Thanks in large measure to 

Dorset’s efforts hog cholera has been eradicated from the United States and much of 

the rest of the world.34 “Dorset was born in Tennessee, which is supposed by smart 

people to be completely barbarous and unable to furnish scientists,” Louis D. Wallace 

of the publicity arm of the USDA once exclaimed. Dorset, it seems, is an exception 

negating the rule.35 
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