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Abstract
The origin site for the 1918 influenza pandemic which killed more than 50 million people 
worldwide has been hotly debated. While the mid-western United States, France, and China 
have all been identified as potential candidates by medical researchers, the military context for 
the pandemic has been all but ignored. Conversely, military historians have paid little attention 
to a deadly disease which underlines the reciprocal relationship between battlefield and home 
front. This paper re-examines the debate about the origins and diffusion of the 1918 flu within 
the context of global war, bridging gaps between social, medical, and military history in the 
process. A multidisciplinary perspective combined with new research in British and Canadian 
archives reveals that the 1918 flu most likely emerged first in China in the winter of 1917–
18, diffusing across the world as previously isolated populations came into contact with one 
another on the battlefields of Europe. Ethnocentric fears – both official and popular – facilitated 
its spread along military pathways that had been carved out across the globe to sustain the war 
effort on the Western Front.
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Epidemics typically travel along a society’s most important and active lines of commu-
nication. The deadliest epidemics in history have been those which followed new paths 
carved out when previously isolated populations came into sustained contact with one 
another. Sometimes these paths were essentially economic, with new diseases following 
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emergent patterns of trade. In the sixth century the Byzantine Empire was struck by the 
plague of Justinian, probably transmitted with shipments of grain from North Africa that 
were being imported to feed the empire’s expanding cities.1 Likewise, the Black Death 
of the mid-fourteenth century moved across the Mediterranean as Italian traders began 
plying the waters between the Black Sea and Sicily with greater frequency.2 Severe epi-
demics have also followed military conquest or imperial expansion, moving along the 
sinews of war and empire. In the sixteenth century the Spanish invasion of the Aztec and 
Incan empires devastated Aboriginal populations of the ‘New World’ in several epidem-
ics of smallpox and influenza.3 Asiatic cholera had long been endemic in India before it 
was exported to the Middle East and then Europe by a British military expedition from 
the subcontinent to Oman in 1821.4

Given the historical link between war and epidemic disease, it is not surprising that at 
the outbreak of the Great War in 1914 public health officials feared that a global war 
might bring new diseases home to civilian populations. ‘The trail of infected armies 
leaves a sad tale of sickness amongst the women and children and non-combatants. Laws 
and regulations may govern the conduct of war, but disease and infections recognise no 
such laws and refuse to signal [sic] out the combatant only,’ wrote future Canadian sur-
geon general Guy Carleton Jones in August 1914. ‘Thus we see that war forces itself on 
the civilian, on the innocent child, on the non-combatant who stays at home … for who 
can tell, or count up, or even recognise the victims of war when it once places its hand on 
a country?’5 Four years later, his worst fears were realized.

The 1918 influenza pandemic circled the globe in three waves: the first in the spring 
of 1918, the second in the autumn, and the third in the winter of 1918–19, extending in 
some places into 1920. The first wave is said to have caused few deaths but much sick-
ness; it would probably have gone unnoticed in history were it not for the second and 
more deadly autumn wave between August and December 1918 that caused the majority 
of deaths. In the first wave it was the armies that suffered most severely. In the autumn 
and winter waves, soldiers and civilians alike died from secondary pneumonia infections 
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which caused people to turn blue from lack of oxygen and cough up purulent, bloody 
sputum. It was a strange and terrifying epidemic.6

Yet researchers have been strangely reluctant to link the dual global catastrophes of war 
and disease in their analyses. Those studying the social and military history of the Great 
War have largely ignored the effects of disease on the battlefield or the ways in which 
mobilizing massive international armies may have facilitated the development of the pan-
demic.7 Those few historians who have chosen to look at the link between war and influ-
enza have concentrated almost exclusively on writing national histories which examine 
how military-medical infrastructures coped with a major epidemic crisis.8 Social historians 
of disease and medicine have typically chosen to concentrate on national and often local 
studies which examine flu’s effects on specific communities and social groups.9 Medical 
researchers, on the other hand, have been most concerned with establishing the pandemic’s 
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demographic impact, sequencing the virus’s genes, or using the pandemic experience to 
model future public health responses.10 The result is a fragmented field in which research-
ers rarely talk to one another. It also means that histories of the pandemic – a term which 
refers to a global outbreak of disease – have ironically been localized. The opportunity to 
examine the pandemic’s relationship to a very global war has been missed.

This paper re-examines the 1918 flu’s origins and its pattern of diffusion as military 
events. It seeks to situate the disease within the larger social and military context of the 
First World War and the massive movements of population which it entailed. In re-
evaluating the epidemiological and historical evidence, and building on the work of 
previous scholars in a variety of fields, it posits that the most likely origin site for this flu 
was China where, during the winter of 1917–18, a new and deadly virus first appeared 
and then diffused around the globe with the mobilization of the Chinese Labour Corps 
(CLC). It criss-crossed the planet in a matter of months, following the sinews of war, 
moving from China, to North America, to Europe, to Africa, and then back again, killing 
millions in the process. The flu was thus a global disaster precipitated and best under-
stood as a consequence of the transnational and novel nature of the First World War. 
Between 1914 and 1918 the centuries-old pattern of the outward movement of popula-
tions from Europe to the rest of the world was reversed as millions of colonizers, colo-
nized, and independent non-European actors converged on battlefields and troopships 
from across the globe. The result was the most deadly epidemic in history.

We now know that influenza is caused by a virus which finds its natural home in wild ducks 
and only infects humans when it crosses the species barrier, sometimes directly passing from 
birds to people, sometimes moving through an intermediary species such as pigs or horses.11 
When an animal virus becomes a human disease, it has the potential to cause a pandemic 
because people have no prior immunity; there have been five such episodes in the last 125 
years – 1889, 1918, 1957, 1968, and 2009.12 The 1918 virus was by far the most severe, and 
researchers are still not sure why. What is clear is that it had a highly unusual combination 
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of genetic characteristics which made it both deadly and easily transmissible.13 Most unusu-
ally, it also killed those members of society who normally survive the flu with few complica-
tions: young, otherwise healthy adults between the ages of 18 and 40. Researchers think this 
may be because the 1918 virus turned the body’s immune system against itself, making it 
most deadly for those with particularly robust internal defences.14

While we are learning much about the genetic nature of the virus from samples obtained 
from frozen corpses and archived medical slides, we know less about where it came 
from.15 The search for the genesis of the 1918 flu began soon after the pandemic’s second 
wave subsided in the late autumn of 1918. As the eminent epidemiologist Edwin Oakes 
Jordan noted in his 1927 study – which remains the most comprehensive epidemiological 
work on the pandemic – ‘its origin is largely shrouded in obscurity’.16 Although he 
believed it must have radiated outwards from either a single ‘endemic focus’ or from sev-
eral foci, the data and knowledge available in 1927 made it difficult if not impossible to 
settle upon a definite epicentre.17 Jordan decided to focus his research on reports of unusu-
ally virulent respiratory diseases with similar symptomologies to the influenza seen in the 
deadly autumn wave but published prior to the pandemic’s recognized first wave in April 
and May 1918. From his readings of the periodical literature, he identified three possible 
sites: British military camps in Great Britain and France (1916–17), Haskell, Kansas 
(March 1918), or China (winter 1917–18). In all three cases Jordan concluded that there 
was evidence that an unusually virulent and deadly respiratory disease of unknown ori-
gins was present well in advance of the first recognized wave of flu, but ultimately he 
decided that the evidence available in 1927 did not allow him to reach a firm conclusion 
about which site was the primary place of infection. Researchers still debate a European, 
American, or Asian origin for the virus today.

Beginning in the late 1990s, virologist John Oxford authored a series of articles which 
built a new case for a European origin site.18 Like Jordan, his studies point to two specific 
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outbreaks of a respiratory disease elusively called ‘purulent bronchitis’ by the British 
army’s doctors at two army bases in France and England.19 The first began in late 
December 1916, peaking in January and February 1917, at Étaples in northern France. 
The second occurred in March and April 1917 at Aldershot barracks, south-west of 
London. Both epidemics were written up in the Lancet by the doctors who witnessed 
them in the spring and autumn of 1917, well before the actual pandemic began. The arti-
cles describe soldiers dying with symptoms that resembled those seen in the deadly 
autumn wave of the 1918 flu: bloody sputum production, tachycardia, a high tempera-
ture, and a dusky heliotrope cyanosis which often preceded an unusually frequent pattern 
of deaths.20

In the view of Oxford and his colleagues the peculiar conditions of trench warfare 
allowed these local outbreaks to emerge as a new pandemic virus, incubated by a lethal 
combination of gas, filth, overcrowding, and human cohabitation with livestock,  
specifically pigs and fowl.21 This suggestion is based on the assumption that pandemic 
viruses might emerge in fits and starts as a new strain begins to slowly cross the species 
barrier from birds or pigs to human beings.22 If this happened, it would be expected that 
the virus would initially be extremely lethal, but would also spread inefficiently while 
it adapted to its human hosts, which would result in short-lived and highly localized 
outbreaks of disease.23 Oxford and his co-authors suggest that this is what happened 
during the 1916–17 outbreaks at Aldershot and Étaples, arguing that these constituted 
‘herald waves’, or early instances of a new animal virus crossing the species barrier for 
the first time,24 part of a seeding process in which a new and virulent form of influenza 
was planted around the world in the years before the pandemic and exploded from the 
metaphorical soil into a global pandemic during the autumn of 1918.25

Oxford and colleagues assume that the pandemic’s explosion in the summer and 
autumn of 1918 can be explained by the massive movements of demobilized armies. 
They write: ‘demobilization in the autumn of 1918 would have provided an ideal set of 
circumstances for intimate person-to-person spread and wide dispersion as young sol-
diers returned home by sea and rail to countries around the entire globe’.26 This, they 
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argue, explains the long interval between the earlier cases and those in the autumn of 
1918. While it is an intriguing hypothesis, it also underlines the necessity of situating 
flu research within a wider historical context. Demobilization cannot account for the 
diffusion of a fatal pandemic wave which began in late August and peaked in late 
October and early November, as none of the belligerents demobilized until well after 
the crisis passed. The German army, for example, was the first to disengage from the 
Western Front and return within its home borders after the armistice of 11 November, 
but even its march did not begin until 21 November.27 On the other side, the first British 
troops were not ordered home until mid-December, while the majority of Canadian 
soldiers – the largest of the imperial contingents – did not begin to return to the Dominion 
until the late winter and spring of 1919.28 Likewise, the Americans did not repatriate 
their army until well into 1919; as late as August of that year, there were still 156,000 
US soldiers in Europe – or about 20 per cent of wartime strength.29 The majority of 
French soldiers remained along the banks of the Rhine until after the Treaty of Versailles 
was signed on 28 June 1919; indeed, at the end of May, the French were still making 
preparations for a full-scale invasion of Germany in the event the Germans refused to 
sign the treaty.30 In sum, the armies of the Great War did not demobilize en masse until 
well after the pandemic’s third wave had ended in most locations, meaning that demo-
bilization alone cannot account for the explosion of flu in the autumn of 1918. In the 
absence of this trigger, it is difficult to establish an unbroken epidemic chain linking the 
earlier European outbreaks of purulent bronchitis with the 1918 pandemic, despite the 
extensive and detailed medical records available for most armies throughout the period.

There are viable alternatives to the European hypothesis. In 1927, after discarding the 
outbreaks at Aldershot and Étaples, Jordan turned to an unusual public health report from 
Haskell, Kansas, dated March 1918 that linked an outbreak of influenza to deaths from 
pneumonia. Because the first wave of flu was known to have been rampant in American 
military camps in April and May 1918, it seemed possible to Jordan that the disease 
might have first appeared in Haskell and was then transmitted to the army camps as civil-
ian recruits were called to the colours. Once in the ranks of the army, it would have 
spread quickly from west to east across the United States and then across the Atlantic to 
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Europe throughout the summer of 1918, perhaps mutating somewhere overseas, before 
radiating outwards from the continent’s west coast in the early autumn with renewed 
force.31

In recent years John Barry has become the most vocal proponent of the American ori-
gins theory. In his book The Great Influenza and in other articles, Barry builds on Jordan’s 
findings to argue that flu overwhelmed a local doctor in Haskell County, Loring Miner, 
forcing him to sleep in his buggy between night calls until he eventually became so per-
plexed by the disease that he filed a report with the United States Public Health Service in 
late March.32 But this note comprises only single sentence in the 5 April 1918 issue of 
Public Health Reports. It reads: ‘On March 30, 1918, the occurrence of 18 cases of influ-
enza of severe type, from which 3 deaths resulted, was reported at Haskell, Kansas.’33 
Using the local gossip columns of the Santa Fe Monitor, Barry was able to further elabo-
rate on the significance of this otherwise obscure reference to flu activity, suggesting that 
these cases had actually occurred in February but were only reported at the end of March 
before finally being published in April.34 He argues that from this localized outbreak the flu 
spread to nearby Camp Funston, Kansas, at the beginning of March, then to other army 
camps across the United States, and later around the world after American troops arrived in 
Europe.35

At first glance the American hypothesis appears convincing. Like Oxford’s theory, it 
presents an early case of a similar type of disease; the American theory also better fits the 
general epidemiological pattern while remaining consistent with the historical record and 
other scientific research. But in order to accept Haskell as the origin site for the pandemic, 
we must agree that it is the earliest outbreak of the disease evident in the record. At the 
same time, while Miner’s report suggests anecdotally that morbidity and mortality were 
high, we must also ask whether they were unusual. It is possible to examine both ques-
tions using the medical records kept by the US Army which provide the most complete 
picture of respiratory illness activity in the United States for the immediate pre-pandemic 
period in 1917 and 1918.36 An examination of the admission rates for the winter and 
spring of 1917–18 for flu-like illnesses and pneumonia suggests that morbidity and mor-
tality spiked in two waves in December–January 1917–18 and March–April 1918 (see 

 at SETON HALL UNIV on September 12, 2014wih.sagepub.comDownloaded from 

http://wih.sagepub.com/


Humphries 63

 38  Ireland, Medical Department, p. 78.

Table 1).37 The annual admission rate (which measures morbidity) in December and 
January was 312.94 and 344.58 per 1,000 white soldiers and 312.28 and 308.41 per 1,000 
African American soldiers. Morbidity dropped off significantly in February before mov-
ing higher in March and April to 363.91 and 493.2 per 1,000 white soldiers and 582.16 
and 649.87 for African American doughboys. The number of admissions to hospital per 
1,000 soldiers was also almost three times higher than it had been the previous year, indi-
cating that both the December–January and March–April waves were unusually severe 
and thus abnormal. But the earlier wave, which occurred almost three months before the 
Haskell outbreak, was by far the more deadly of the two. While annualized mortality was 
higher in the spring wave, the case-fatality rate (which measures the virulence of the dis-
ease) for white soldiers in December was 1.5 per cent and in January, 1.69 per cent; for 

Table 1. Respiratory diseases in US armies (influenza, bronchitis, and broncho- and lobular 
pneumonia), April 1917 – December 1918.

Month Annual admission rate 
per 1,000 soldiers

Annual mortality rate 
per 1,000 soldiers

Case-fatality rate (%) 

 White African 
American

White African 
American

White African 
American

Apr 1917 141.97 96.07 2.16 4.92 1.52 5.12
May 1917 113.07 125.53 1.91 – 1.68 –
Jun 1917 59.53 27.84 0.7 – 1.18 –
Jul 1917 32.74 39.57 0.26 1.8 0.79 4.55
Aug 1917 45.6 40.85 0.17 1.41 0.37 3.45
Sep 1917 58.23 54.85 0.23 2.55 0.40 4.65
Oct 1917 107.58 75.99 0.98 2.75 0.91 3.62
Nov 1917 203.84 167.64 3.81 10.4 1.87 6.20
Dec 1917 312.94 312.28 4.68 22.14 1.50 7.09
Jan 1918 344.58 308.41 5.83 16.1 1.69 5.22
Feb 1918 200.08 226.54 2.48 10.81 1.24 4.77
Mar 1918 363.91 582.16 5.22 26.71 1.43 4.59
Apr 1918 493.2 649.87 4.63 34.16 0.94 5.26
May 1918 167.51 368.7 1.54 16.57 0.92 4.49
Jun 1918 85.94 112.62 0.84 4.98 0.98 4.42
Jul 1918 73.13 145.67 0.93 5.95 1.27 4.08
Aug 1918 83.05 197.79 1.27 10.13 1.53 5.12
Sep 1918 974.36 896.71 54.06 53.86 5.55 6.01
Oct 1918 1978.15 1584.95 95.69 11.66 4.84 0.74
Nov 1918 296.27 172.86 9.74 6.37 3.29 3.69
Dec 1918 266.65 191.51 9.08 6.92 3.41 3.61

Source: Maj. Gen. M.W. Ireland, The Medical Department of the United States Army in the World War, vol. 9: 
Communicable and Other Diseases (Washington: U.S. Government Printing Office, 1928), p. 78.
Note that the statistics are broken down by ‘race’ in the original.
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African Americans it was 7.09 and 5.22 per cent respectively.38 In contrast, case-fatality 
rates were much lower in the March and April wave; in fact, December was an even more 
deadly month for African American flu victims than the period between August and 
November 1918, when the majority of recognized pandemic deaths took place.39 This 
suggests that the Haskell outbreak was not the primary site of the 1918 flu’s emergence; 
perhaps, though, it may have been among the first civilian encounters with the disease.

Although Barry was correct to conclude that flu was first reported in the civilian popu-
lation at Haskell, it is unlikely that it was the origin site for the 1918 virus given the clear 
existence of another severe wave three months earlier which was reported across US 
Army hospitals. Edwin Oakes Jordan identified only one other possible site for the origins 
of the 1918 flu: China. South East Asia had been linked to the origins of previous pandem-
ics – at least in the minds of their chroniclers, and we now know that new strains of influ-
enza have often originated in Asia.40 In 1927 Jordan observed that several contemporary 
English-speaking writers suggested that the flu had been brought to Europe by the CLC, 
raised by the French and British in northern China for service on the Western Front. One 
author described ‘a curious, mild, febrile disease reported among Chinese labor troops on 
the coast of France early in the spring of 1918, about which [he had] never been able to 
obtain definite clinical or epidemiological information’.41 Given the limitations of the 
available sources, language difficulties, and a lack of detailed epidemiological records 
from the Chinese interior, Jordan concluded that although he could not dismiss the pos-
sibility, he was unable to fully test the hypothesis.42

In recent years the Chinese origins theory has gained new support from researchers 
such as Christopher Langford, Dorothy A. Pettit, and Janice Bailie, who have uncovered 
evidence of a severe form of respiratory illness, initially diagnosed as pneumonic plague, 
circulating in the interior of China during the winter of 1917–18.43 They point out that 
victims died from a severe form of pneumonia, sometimes in a matter of one or two days, 
suffering from symptoms similar to those seen in the outbreak of influenza in the autumn 
of 1918. Most unusually for plague, the disease spread sporadically and the case-fatality 
rate remained low, which casts doubt on the contemporary diagnosis. These researchers 
argue that it was not in fact plague at all but was actually the earliest outbreak of pan-
demic influenza, and conclude that the disease then spread outwards from China.44 Again 
they cite the mobilization of the CLC as the main vector in transmitting the flu around 
the globe.
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The Chinese origins theory has failed to gain acceptance among historians, mainly 
because of the circumstantial nature of the case and the contemporary identification of 
the disease as pneumonic plague. Langford, as a result, and Pettit and Bailie have been 
wisely cautious in their interpretation of a limited body of evidence, mainly drawn from 
public health reports, newspapers, and colonial office records. As part of a larger study 
of influenza in the Canadian Expeditionary Force and the pandemic in wartime Canada, 
new evidence has been uncovered in Canadian and British sources from China, North 
America, and Europe which builds on the case made by these other researchers to sup-
port a Chinese origin for the 1918 pandemic. This evidence, contextualized by a close 
reading of the military sources, allows us to construct an unbroken epidemiological chain 
from the interior of China to the battlefields of Europe.

In November 1917 a strange, contagious, and deadly disease of unknown origin began to 
spread in northern China. In mid-December, reports from Shansi province indicated that 
it was possibly an outbreak of pneumonic plague.45 Pneumonic plague is the most viru-
lent form of the disease caused by the bacillus Yersinia pestis.46 Unlike bubonic plague, 
which is spread by bites from the fleas which live on rats and other small rodents, the 
pneumonic form of the disease spreads by aerosolized droplet infection, from human to 
human.47 This more severe form of the illness, which most likely caused the Black Death 
of the 1300s, commonly arises as a secondary source of infection during an outbreak of 
bubonic plague.48 If a person who contracts bubonic plague develops a lung infection, 
the bacteria can be coughed out and spread from human to human.49 Plague was sus-
pected in 1917 because the last eruption of that deadly illness in China occurred only a 
few years before, in 1911, when it killed tens of thousands of people. Prevention efforts 
by Chinese and Western doctors led to the isolation of the plague bacterium, and by 1917 
it could be identified in the laboratory. When word of the new outbreak reached Peking 
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(Beijing) late that year, British and French doctors of the international legation assem-
bled to confer on the steps they could take to stop the disease from spreading.50 Their 
biggest fear was that it might reach the treaty ports and then be exported to the rest of the 
world.

To contain the disease the international legation doctors recommended that the 
Chinese government institute quarantines along the Great Wall and at various railway 
stations in the interior. It also recommended that the government send Western as well as 
Chinese doctors to the epicentre to investigate the source of the outbreak, manage con-
tainment efforts, and determine the identity of the disease in the laboratory.51 But the 
Chinese government was not so quick to respond as the legation doctors would have 
liked.52 Instead of taking the foreigners at their word, the Chinese government was listen-
ing to counter-reports from Chinese officials in the interior who said the disease was not 
pneumonic plague, but merely a severe form of ‘winter sickness’ endemic to the region.53 
European and American doctors believed this to be indicative of ‘typical’ Chinese back-
wardness rather than any familiarity or traditional knowledge about the signs and symp-
toms of a local illness.54 In late December the legation sent a team of Western doctors to 
identify the outbreak, while the Chinese government dispatched Dr Wu Lien-Teh, a 
European-trained physician who had earned a reputation as China’s premier ‘plague 
fighter’ during the 1911 outbreak.55

The editors of the North China Herald applauded the decision to send Wu to investi-
gate a disease whose identity was ‘altogether too vague for any opinion to be formed’.56 
It proved to be a difficult disease to track. Initial reports indicated that it had spread 
almost 500 kilometres from a single epicentre in six weeks, and that most of those who 
came in contact with its victims later developed the disease.57 But the messages reaching 
both the legation and the newspapers were confused and based largely on rumour.58 
Wherever the Western doctors went, they had difficulty finding the scientific evidence 
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necessary to confirm the identity of the disease.59 When Wu Lien-Teh and his team 
appeared at one village to look for plague victims to autopsy and take samples from, they 
were mobbed.60 Without any laboratory confirmation of the outbreak’s cause, the Chinese 
government remained reluctant to enact quarantines and travel restrictions.61 In large part 
this was because those Chinese officials who had witnessed the outbreak denied that it 
was plague.62 The initial symptoms of pneumonic plague include fever, headache, weak-
ness, pneumonia, shortness of breath, and coughing, sometimes producing purulent or 
bloody sputum, all of which were observed in 1917–18.63 The main epidemiological 
indicator of plague would have been a massive case-fatality rate. The pneumonic form of 
the disease kills within a matter of a few hours or days, with its victims dying of severe 
lung infections and bronchopneumonia.64 Almost no one recovers from infection. 
Chinese officials thus pointed to the mild nature of the disease and a low case-fatality 
rate as proof that it was merely a severe form of ‘winter sickness’ rather than pneumonic 
plague, claiming that there had been no more than 100 deaths in total.65

In the end, though, Wu and his team were able to secure samples from several bodies, 
and on 12 January they announced that they had confirmed the presence of plague bac-
teria in the laboratory.66 But there is good reason to doubt the certainty of this diagno-
sis.67 Internal communications, preserved in the records of the British Foreign Office, 
between the legation and its doctors confirm that it was difficult for the team to obtain 
samples from plague victims and then to establish the cause of the disease with any 
degree of certainty.68 Whenever plague appeared to have been confirmed in one location, 
reports from other sites cast doubt on the diagnosis. Chinese officials remained adamant 
throughout that the outbreak was minor and probably due to something other than pneu-
monic plague. In its investigation of plague in Nanking, Western doctors on the Plague 
Service of the Board of the Interior reported at the end of March 1918:

Based on observations made in the three northern plague provinces, we are surprised that there 
has been so little plague here, even allowing that some of it has been covered up. It is not three 
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weeks since the first death, and not over twenty deaths are on record. We are also surprised that 
the authorities did not earlier avail themselves of the services of the foreign physicians here, 
freely offered … [Some] twenty-three deaths were reported and investigated today, but not one 
of them proved to be from plague. Two children who are on the sick list are suspicious.69

Clearly something was killing people in Nanking, causing doctors to investigate dozens 
of deaths a day, but it was not pneumonic plague.70

Chinese officials remained adamant that it was Western fear-mongering and that the 
plague diagnosis had been erroneous. After causing a riot while attempting to obtain 
samples for testing from one site, Dr Wu was relieved of his duties at the head of the 
Chinese investigation, officially because of angina pectoris.71 Pettit and Bailie believe it 
more likely that the doctor was fired because he refused to toe the government line.72 
They argue that Wu’s announcement to the press that he had identified the disease may 
have been designed to force the Chinese government to implement protective measures 
that would have restricted movement of people and trade. According to later news reports 
at the time, when two Chinese doctors were asked to independently test Wu’s samples for 
the presence of the plague bacteria, their results were negative for the bacterium Yersinia 
pestis. One of those doctors, Dr Huang, also had significant experience of working with 
plague bacteria in the laboratory in the 1910–11 outbreak, and he concluded from his 
study that ‘it is doubtful whether [Wu’s] cases were suffering from pneumonic plague’. 
If Wu’s diagnosis was correct, it is difficult to understand why the 1917–18 outbreak of 
pneumonic plague did not receive more attention from plague researchers after the dis-
ease subsided. Instead it was soon forgotten.73

This first 1917–18 epidemic in China ended as quickly as it began in the early spring of 
1918, before the diagnostic riddle could be solved. However, it reappeared the following 
autumn with renewed force. In the second week of November the international legation 
again received reports that an epidemic of pneumonic plague was raging in northern China. 
The symptoms and epidemiology were identical to those described the previous year, but 
the mortality was higher: the epidemic was said to be causing 20 to 30 deaths a day in some 
towns.74 Again, the European legation in Peking requested an investigation. A request was 
made to General Pao, the Tuchun or warlord of Heilongjiang, asking him to look into a 
severe outbreak of pneumonic plague at Tsitsihar.75 ‘I at once sent officers from the army 
medical department in this office to make careful enquiries,’ he reported, and

it was found that a kind of very sudden influenza was prevalent in the country round the 
provincial capital. The epidemic had been very virulent at first and fatal cases had occurred 

 at SETON HALL UNIV on September 12, 2014wih.sagepub.comDownloaded from 

http://wih.sagepub.com/


Humphries 69

 76  Ibid.
 77  Ibid.
 78  [Signature illegible], ‘Spanish Influenza in Sinkiang: Heavy Death Toll’, 7 December 1918, 

FO 228/3115, TNA.
 79  Ibid.

among those attacked but lately conditions had improved. The complaint is not pneumonic 
plague and it is not so grave as reported by the British Legation.76

At the top of the report a British official at the legation wrote his conclusions: ‘Plague: 
alleged outbreak was really influenza.’77 Nevertheless, Chinese officials had been similarly 
dismissive the previous year, so the international legation remained determined to make its 
own diagnosis. But a report from one of its doctors in the interior proved conclusive:

I have the honour to report that there has been an epidemic of Spanish Influenza in this Province 
similar probably to that which is reported from other parts of China; but the number of deaths 
has been very great and the sickness would appear to have been more serious in Sinkiang than 
elsewhere.

He continued:

The sickness was first reported from over the Russian border whence it was brought into 
Sinkiang by Chinese returning to their homes after a season of poppy cultivation in Russian 
territory: of these there are said to have been thirty thousand last year. The epidemic spread 
quickly from Tacheng towards Urumchi. The first cases reported in this neighbourhood 
occurred at a Mongol camp to the north of the city, and I am told by officials and missionaries 
that not one of the two hundred Mongols in the camp survived. It then raged in Urumchi and 
spread thence eastwards via Kucheng to Hami, and also via Turfan along the South Road to 
Kashgar … I first heard of the epidemic on my arrival at Hami. It was there spoken of as plague 
and I thought at first, from the number of deaths which I knew were occurring that it might be 
an outbreak of plague … On my arrival at Kucheng the worst seemed to be over but it was said 
that a great many deaths were still occurring among children: and the sickness was past before 
I reached Urumchi. The officials have shown their usual apathy … The epidemic at Urumchi 
was so great that for a time nearly all the shops were closed and business was at a standstill. The 
symptoms were described by Chinese as headache, pain in the bones, weakness, and sometimes 
fever and vomiting … it was quite a common sight to see carters and others drop down in the 
streets of Urumchi … When the epidemic was at its worst, there were seventy to eighty deaths 
a day at Kucheng. At Hami I believe the death rate was decidedly lower. It was, as usual in cases 
of this sort, very difficult to get definite information, and many wild rumours were circulating.78

This description of the epidemic and its elusive nature is identical to descriptions 
provided the previous year. It too had seemingly come from Mongolia with travellers 
from beyond the Great Wall. This time, however, a more conclusive diagnosis could 
be attached to the disease: Spanish influenza.79 In the minds of Western and Chinese 
officials at the time, the two outbreaks were clearly linked and caused by the same 
disease.
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Comprehensive analysis of the available flu data by Christopher Langford and Wataru 
Iijima reveals that, while China did experience an epidemic, it was much less virulent 
than in the rest of the world – which is surprising, given the size and density of the 
Chinese population.80 At Shanghai the crude mortality ratio was lower among the 
Chinese population in 1918 than it was for any other year between 1913 and 1919.81 
According to statistics compiled by Langford, during that period the average mortality 
for all causes was 14.62 deaths per 1,000 persons.82 In 1918 and 1919 the observed mor-
tality was actually significantly lower than was expected: 12.8 and 14.3 per 1,000 per-
sons, 12.4 per cent and 2.2 per cent below the expected average.83 A similar pattern is 
evident for Hong Kong, where officials recorded that it was an

extremely noteworthy fact that Hong Kong enjoyed an astonishing immunity to influenza 
during the worldwide pandemic of the closing months of 1918 … Had the disease prevailed in 
Hong Kong in similar form and with the same intensity as it did in many parts of British India, 
the mortality that it would have caused in the crowded parts of Hong Kong City is terrible to 
contemplate.84

Between 1913 and 1917 average mortality was 22.46 deaths per 1,000 persons. In 1918 
and 1919 it was slightly elevated to 24.5 and 23.3 deaths per 1,000, increases of only 8.3 
per cent and 3.6 per cent respectively. As Christopher Langford has shown, this is con-
sistent with the evidence for other port cities in China.85

In comparison, in New York, mortality rose by 24.8 per cent in 1918 from an expected 
rate of 13.62 per 1,000 persons (1913–17) to 18.1 deaths per 1,000.86 In England and 
Wales the average number of deaths for the eight-year period preceding the pandemic 
was 14.04 deaths per 1,000 persons. In 1918 it rose 18.8 per cent to 17.3 deaths per 
1,000.87 In Sri Lanka the death rate rose 17.3 per cent in 1918 from an average of 28.2 
per 1,000 persons (1913–17) to 34.1 per 1,000. In Bombay, the average mortality for the 
period 1910 to 1917 was 32.83 deaths per 1,000 persons. In 1918 those numbers climbed 
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82 per cent to 59.61 deaths per 1,000; in 1919 they were higher still at 113 per cent of 
expected mortality.88

In examining why flu deaths should be so low in Chinese treaty ports, which had a 
population density comparable to Sri Lanka and Bombay, and much lower than either 
New York or London, Christopher Langford proposed an intriguing explanation. ‘The 
most obvious explanation is that many people in China had some previous exposure to 
the virus responsible for the outbreak,’ he writes, ‘or one closely related to it, and so had 
a degree of immunity to the disease … It could well be, then, that the influenza virus 
responsible for the 1918–19 pandemic originated in China.’89 Yet given a lack of evi-
dence to confirm an early outbreak of flu-like disease until 1919, he concludes: ‘if 
so … it developed there fairly unobtrusively, since no serious outbreak of influenza 
seems to have occurred in China in the years leading up to 1918–19’.90 But had the out-
break which was reported as plague in 1917–18 actually been influenza, this would help 
to explain why the number of deaths was so low in China in 1918–19. When a population 
is exposed to a virus, those who survive infection develop a degree of immunity to sub-
sequent outbreaks of the same or similar viruses. If the flu originated in China, diffused 
around the globe, and then returned the following year in a modified form, this would 
explain why Langford found that flu mortality did not peak in Shanghai or Hong Kong 
until February and June of 1919 respectively.91

While this presents a compelling, albeit circumstantial, case for the misidentification 
of flu as plague in China during the winter of 1917–18, only DNA testing of samples 
from these earlier outbreaks can truly confirm or deny the theory. But if flu did originate 
in China during the autumn and winter of 1917–18, then the available evidence must also 
prove that it travelled quickly and undetected to Europe while at the same time account-
ing for the known spring outbreaks in North America in March and April 1918.92 
According to Langford and Pettit and Bailie, the most likely vector was the mobilization 
and deployment of the CLC from the British treaty port of Weihaiwei.93 Port Edward, as 
it was also known, was leased by the British government in 1898 as a countermeasure to 
the Russian acquisition of Port Arthur on the opposite side of the Gulf of Chihli.94 The 
territory was located on the eastern coast of the Shandong peninsula and included both 
the island fortress-city and a small territory on the mainland. As the Chinese govern-
ment was concerned about remaining neutral in the eyes of the Central Powers, recruit-
ing took place in the interior of northern China under the direction of local Chinese 
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agents hired on contract.95 The recruits were then funnelled to Weihaiwei and into British 
leased territory, where they were inducted into the CLC.96 In the winter of 1917 the num-
ber of Chinese labourers in barracks at Weihaiwei and at the various depots on the main-
land swelled in preparation for their movement to Europe.97 The problem was that not 
enough transports had been secured to ship the more than 20,000 labourers a month who 
were arriving at the island.98 The crowded conditions provided a perfect breeding ground 
for disease as Chinese workers from many different parts of the interior of northern 
China were suddenly thrown together in hastily arranged quarters on the coast.

During 1917–18, 94,000 Chinese workers were shipped by the British from China.99 
Initially they were transported from Weihaiwei to Europe via Singapore, Durban, and 
Cape Town, or through the Mediterranean via the Suez Canal. Both routes tied up vitally 
important troop transports and surface escorts which were most needed in the Atlantic.100 
The fastest and safest way to Europe was instead to move the CLC via Vancouver, across 
Canada to Halifax, and then on to France.101 In the spring of 1917 the Foreign Office 
requested that Ottawa allow the Chinese labourers to pass through the Dominion of 
Canada and that the government of Robert Borden arrange for their transportation. The 
Canadian prime minister agreed, but it was not a simple matter.102 Chinese immigration 
was a sensitive subject in Canada, and there were nativist fears that the labourers might 
try to escape while travelling across country.103 To ensure that they did not do so, special 
Railway Service Guards from the army were placed on the trains, and guards were also 
stationed at the camps encased in barbed wire fences.104 Newspapers were banned from 
reporting on the movement of the CLC and the whole enterprise was kept secret.105
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At Christmas, stories began to appear in the Canadian papers about a strange new 
epidemic in China. ‘Epidemic of Pneumonia in Chinese Province,’ read the Toronto 
Globe’s headline of 5 January 1918. ‘The epidemic of pneumonia which broke out 
about a week ago along the Shansi–Mongolia border has reached Fengchengting, 
Province of Shansi, 160 miles northwest of Pekin [sic], and is causing alarm among the 
foreigners there.’106 On the 17th the paper reported that in China ‘[people are] dying 
by scores from pneumonia’.107 At the end of the weekend, readers found that the epi-
demic had worsened yet again.108 Censorship regulations meant that the Globe was 
unable to report that during the outbreak alone, 25,000 Chinese workers were being 
transported to Europe via Canada, many coming from the plague-affected areas in 
China.109 British officials at Weihaiwei wondered whether it was advisable to continue 
transporting the labour corps under such dangerous circumstances. ‘I need hardly point 
out that if cases of plague were to break out in the coolie depot, the consequences 
might be grave in the extreme,’ wrote the governor of Weihaiwei to T.J. Bourne, the 
head British recruiter at Weihaiwei, in mid-January; ‘perhaps the … Canadian govern-
ment would also object to Chinese emigrants from plague-infected areas passing 
through their ports or travelling on their railways’.110 Nothing was said about the 
potential health effects for the workers, and transportation continued all the same.

Officials’ worst fears were confirmed when plague did in fact break out among the 
Chinese workers waiting to embark for Canada at Weihaiwei. On 1 March 1918 a 
recruiting officer at the island city sent a telegram to the director of transports and 
shipping in London which read: ‘1,600 coolies are ready to embark at Chengyang in 
Conconada. Recruiting there is stopped by plague. At Weihaiwei there are 2,480  
coolies not yet free from infection and probably ready to embark in about six weeks 
time.’111 Despite the presence of plague, the Conconada loaded 1,899 members of the 
labour corps the next day, and set sail for Vancouver.112 The ship arrived at William 
Head on 23 March, with one death from pneumonia having occurred at sea.113 Soon 
after they arrived, it was clear that the workers would not be healthy enough to send 
on to Europe for some time. By early April, of the 3,660 Chinese labourers then 
housed at William Head, as many as 300, or roughly 8 per cent, were under medical 
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treatment.114 In April, Canadian Surgeon General Guy Carleton Jones sent an order to 
the commander of Military District 11 (Victoria, British Columbia) asking him to 
ensure that precautions be taken to guarantee that, when the remaining members of 
the CLC were ordered overseas, no contagious diseases be allowed to come in contact 
with the civilian population.115 The disease which kept more than 3,000 Chinese 
labourers in quarantine is not described in the surviving records, but, according to the 
research of Gregory James, at least one of those quarantined from the Conconada 
died of pneumonia.116 We also know that, not long after the surgeon general’s request, 
London decided to cancel the CLC programme because of the danger posed by plague 
in China.117 The British government, anxious to end its commitments to those labour-
ers already in Canada, decided to transfer the remaining workers, healthy or not, from 
Vancouver to New York and on to Europe.118

While medical inspections of embarking CLC labourers were carried out at 
Weihaiwei, they were not taken seriously. The European military doctors who inspected 
recruits were most concerned about looking for what they regarded as ‘Asian’ diseases 
like trachoma.119 Some doctors boasted of having examined 3,000 ‘patients’ in a single 
day – an impossibility but an exaggeration that speaks to the cursory nature of the medi-
cal inspections carried out on the docks in China.120 At the same time Canadian physi-
cians tended to downplay or ignore common ‘European’ diseases among the labourers, 
instead emphasizing the ‘inferior’ and ‘lazy’ nature of their patients when they came 
down with colds and sore throats. For example, H.D. Livingstone, a young Canadian 
Army Medical Corps doctor from Listowel, Ontario, who was sent to oversee the pas-
sage of labourers from Weihaiwei in the autumn of 1917, described how he and other 
European doctors dealt with common complaints such as sore throats and persistent 
coughs which plagued the CLC contingents on their voyages:

A coolie would come in and we would say to him ‘what sickness have you?’ He would reply 
(taking the most common complaint) ‘throat sore’ – how long have you had it? He would 
usually exaggerate and say 20 days or 15 days or some such big number to try and impress on 
us how sick he really was. Then after depressing the tongue and examining the throat I’d give 
him some Pat. Cholr. Tablets at the same time saying ‘Take two every two hours and suck them’ 
then perhaps if he complained very much we would force down two ounces of castor oil and 
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then practically shoved him out of the room saying at the same time ‘come back tomorrow if 
no better’ but the thought of the castor oil usually kept them away.121

The Canadian civilian quarantine service took little interest in the Chinese labourers, 
despite long-standing fears which linked disease and immigration on Canada’s west 
coast. In the case of the CLC, they were understood to be transients moving across the 
country to a further destination. As long as the military took precautions to isolate them 
from the general Canadian population and ensure that they did not ‘escape’ while in 
transit, quarantine officials were satisfied.122

In Canada the medical records of those soldiers detailed to guard Chinese labourers 
– the Railway Service Guards – provide evidence of increased respiratory disease activ-
ity in the winter of 1917–18. Because the viruses and bacteria that affect the human  
respiratory system are always in circulation, when examining hospital or health records 
for any period one would expect to find evidence of disease activity. But large, sustained 
spikes in the number of admissions for respiratory complaints over several days or weeks 
would signify the presence of a disease-causing agent within the population – although 
it is impossible to determine from the existing records whether such activity was the 
result of a normal seasonal flu or a new type of virus. An examination of the unit’s daily 
orders nevertheless shows that in the winter of 1917–18 there were 32 cases of influenza 
reported among Canadian soldiers assigned to the Chinese workers between November 
1917 and April 1918 (Figure 1).123

As the members of the CLC arrived in France from southern England, they were sent 
to the ‘Coolie Camp’ outside Étaples, near Noyelles-sur-Mer – close to the base where 
Oxford noted the outbreak of purulent bronchitis.124 There, Number 3 Native Labour 
General Hospital, or the Chinese Hospital as it was also known, served the needs of the 
CLC in France and Belgium. The hospital’s commanding officer, Colonel Gray, typified 
the attitudes displayed by the British War Office towards Chinese labourers during the 
war: he was far more interested in the temperature of his stove than in the hundreds of ill 
Chinese workers who filled his hospital. As Gray recorded the hospital’s official daily 
war diary in the winter of 1917–18, he usually took care to note the exact heat at which 
his stove burned. It seems he was trying to invent a more efficient fuel mixture, as he also 
recorded how various alterations to the coke would affect the longevity of the fire and its 
temperature. He tried soaking the coke in oil and letting it dry. He experimented with 
adding a number of chemicals to the marinade and putting it into the stove when it was 
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still wet. He even tried adding additional fuels. But while Gray studied his stove, a 
remarkable number of his patients at the hospital were dying from severe pneumonia 
infections – providing the first evidence to support Jordan’s 1927 report of a strange 
respiratory infection among Chinese workers in France.125

In February 1918 there were 9 deaths in the Étaples hospital, recorded as being from either 
pneumonia or tuberculosis, with 1,360 admissions during the month, mostly for trachoma. In 
March the hospital reported 14 deaths from lung conditions, including 3 deaths from ‘acute 
bronchitis’ within 4 days, from a total of 967 admissions. In April there were 5 deaths from vari-
ous lung conditions. In May there were a total of 25 deaths from respiratory diseases, including 
4 from pneumonia and acute bronchitis on 1 May and 5 from what was assumed to be tubercu-
losis on 5 May. On 2 May the war diary noted that an epidemic of influenza had begun.

The respiratory epidemic was preceded on 14 January 1918 by the death of the  
hospital’s two pigs.126 Unlike the many Chinese patients who died in hospital, an autopsy 
was performed on the second pig to determine its cause of death. The pathologist’s report 
suggested that the animal had died of a generic ‘swine fever’, which in 1918 simply 
meant that it died of an unknown disease. While today swine fever is used a synonym for 
hog cholera, in 1918 that disease was indistinguishable from a host of other illnesses, 
including swine flu.127 While it is impossible to establish what the pigs died of, influenza 

Figure 1. Railways Service Guard admissions for influenza-like illness, winter 1917–18.
Source: Daily orders in ‘Military District 11 – No. 43 – Railway Service Guard’, vol. 1447, series II-F-9,  
RG 9, Library and Archives Canada, Ottawa.
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is one of the few diseases which can kill both humans and pigs. While Oxford and Barry 
cite human and animal cohabitation in Europe and in Kansas as evidence that a disease 
had the opportunity to cross the species barrier, here we find unusual evidence that both 
humans and pigs were dying of epidemic disease at the same time and in the same 
place.128

It would seem that these same respiratory diseases were circulating among Chinese 
labourers elsewhere in Europe around the same time. The records of the majority of CLC 
units do not appear to have survived in the archives, but references to the CLC in the files 
of other units are informative. The first reports of influenza in Canadian military records, 
for example, actually refer directly to members of the CLC. On 13 April 1918, at Number 
9 Canadian General Hospital in Shorncliffe, England, ‘one Chinese patient [was] admit-
ted in [a] dying condition from [the] Labour Camp’.129 The ‘Labour Camp’, also known 
as the ‘Chinese Camp’, provided temporary housing for Chinese workers as they made 
their way to France en route from Canada.130 A few days later, on 25 April, the war diary 
recorded that ‘several Chinamen [sic] [were in a] special ward sick with Purulent 
Bronchitis’.131 The following day the number of cases increased and a second ward had 
to be opened for the labourers. According to the Assistant Director of Medical Services, 
Shorncliffe, the cases of purulent bronchitis seem to have first appeared among the mem-
bers of the CLC, as it was not then circulating among Canadian troops in the area.132

Meanwhile, Chinese labourers continued to die at Noyelles-sur-Mer – some diag-
nosed with tuberculosis, others with respiratory infections. In June there were 4 deaths: 
3 from bronchitis and 1 from pneumonia. In July there were a total of 16 deaths: although 
11 had no cause of death specified in the war diary, 3 deaths were from bronchitis, 1 was 
from pneumonia, and, most significantly, 1 was from influenza. In August there were 
another 3 deaths, one again being listed as due to acute bronchitis. Between January and 
the beginning of September there were a total of 64 deaths from respiratory diseases 
(including tuberculosis) when typically the hospital only admitted between 500 and 
1,000 patients per month, most of whom were treated for trachoma. The deaths stopped 
at Noyelles just as the severe wave of the influenza pandemic began.133

In September, when the fatal wave of flu was beginning to decimate populations 
around the world, there were no deaths reported in the Chinese Hospital as being due 
to respiratory illness of any kind – the first month this had happened since December 
1917. In October, as the flu was sweeping across Canada, killing thousands in 
Montreal and Toronto, there was one death reported from pneumonia even though the 
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hospital continued to admit a typical 596 patients. In November, 661 patients were 
admitted to hospital and there were a total of 11 deaths, none of which were recorded 
as being due to influenza, pneumonia, or another respiratory illness. The December 
war diary is missing, but even if the epidemic did suddenly erupt in the hospital, it did 
not rage into January 1919 as there were only 5 deaths from flu, pneumonia, or bron-
chitis, and a total of 36 deaths from all causes. A possible explanation is that members 
of the CLC – or significant portions of the workers – had acquired immunity to a simi-
lar virus at some point before the autumn of 1918.134 If so, they may even have spread 
it to the neighbouring British camp at Étaples.

This pattern of diffusion is supported by an analysis of how the second known wave 
of flu spread outwards from an epicentre on the English Channel. Alfred Crosby argues 
that the original virus mutated in midsummer 1918, appearing almost simultaneously in 
France, the United States, and Africa at the end of August, and exploded from those three 
locations around the world.135 He writes:

In the latter part of August 1918, the Spanish influenza virus mutated, and epidemics of 
unprecedented virulence exploded in the same week in three port cities thousands of miles 
apart: Freetown, Sierra Leone; Brest, France; and Boston, Massachusetts. Whether these 
explosions were three manifestations of a single mutation of the virus which originated in one 
of the three ports and almost simultaneously traveled to the other two or were three different 
simultaneous mutations will never be known. All we can say is that the first hypothesis is 
improbable and the second extremely improbable. Perhaps the truth is something entirely 
different.136

We can now say that the second wave of influenza spread out from southern England, 
specifically the ports of Plymouth and Devonport. Plymouth was a land and sea trans-
portation hub, connected by railway to Shorncliffe and the nearby port facilities at 
Folkestone. Chinese labourers had frequently been offloaded at Plymouth and shipped 
by rail to Kent, and the port’s logbooks record the arrival and departure of dozens of 
units from the interior of England.137 Just as the death rate was beginning to subside in 
Noyelles-sur-Mer, on 26 July the admiral in charge of Devonport issued general order 
653, which read:

Epidemic of Influenza: Surgeon-General Sir Humphry D. Rolleston and Fleet-Surgeon Robert 
W.G. Stewart arrived at the Port on 25th July, and will remain for such time as may be necessary, 
to investigate cases of serious illness arising from influenza. Every facility is to be afforded 
these officers in their investigations.138
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As Rolleston and Stewart made their way to Plymouth to investigate reports of a new and 
more deadly iteration of the disease, HMS Mantua set sail for Freetown, Sierra Leone.139

The Mantua was a 10,000-ton ship built in 1909 to service the Australian run by the 
Peninsular and Oriental Steam Navigation Company. With room for 600 passengers in 
peacetime, it was refitted as an armed merchant cruiser for service during the Great War. 
Before sailing from port, it took on 10,000 pounds of fresh meat and 365 tons of fresh 
water.140 On 1 August the Mantua set sail from Plymouth Harbour (across the bay from 
Devonport) for the British West African colony. On 8 August an epidemic recorded as 
being due to ‘influenza’ began on board. On the 10th there were 25 sick; by the 12th, 74; 
and on the 13th, 103. When the ship made port in Freetown on 14 August, there were 124 
sick aboard. The epidemic did not peak, however, until the 18th, when 176 sailors were 
reported as sick in hospital or their bunks. Over the next two weeks ten crewmen died of 
pneumonia following influenza. We know this new and more deadly strain of flu was 
taken on board in southern England because the ship remained isolated from the time it set 
sail on 1 August until it made landfall on the 14th. According to its log, the Mantua took 
on no water, supplies, or crew during its two weeks at sea. Once it arrived at Freetown, the 
virus quickly spread to the mainland.141 From Freetown it diffused into the interior and 
down the coast of Africa. Ships that called in for coal at the British colony brought influ-
enza to Cape Town in South Africa as well as the Gold Coast.142 New Zealand soldiers on 
their way to France also caught it there.143 This means that the mutated fatal strain of the 
virus must have come aboard at Plymouth just before 1 August.144

Plymouth harbour is located directly across the Channel from Brest, France, from 
where numerous transports carrying British and American troops plied the waters 
between the two ports during the summer of 1918.145 As the Mantua was carrying influ-
enza from England to Africa, American ships had been making similar voyages back 
across the Atlantic. One of those ships probably arrived in Boston at about the same time 
as the Mantua made landfall in Africa.146 On 27 August the first cases of the severe 
autumn wave of influenza were reported among American soldiers stationed at the city’s 
Commonwealth Pier.147 From there it began a rapid expansion outwards from Boston’s 
waterfront. Soon it was spreading through the city and into the neighbouring army 
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camps. By the second week of September, Spanish flu had already spread across 
Massachusetts and upper New York State.148 In that week local newspapers across the 
north-east reported that the disease was widespread. By the 14th, it was raging in Newport 
News and Philadelphia.149 By then there were thousands of cases among Camp Devon’s 
soldiers outside Boston.150 Over the next few months, 675,000 Americans died of influ-
enza or pneumonia.

While there are several theories which explain the origins of the 1918 influenza pandemic, 
the Chinese hypothesis makes the most convincing case and is supported by the strongest 
epidemiological and historical evidence. To be sure, the evidence remains circumstantial, 
but it can be nothing else in the absence of viable DNA evidence. Nevertheless, the 
Chinese origins theory connects many of the loose ends left by the European and American 
theories, while also linking history with our modern understanding of flu virology. Thanks 
to the work of Langford and of Pettit and Bailie, we know that in late 1917 a virulent 
respiratory disease of unknown origins with symptoms approximating both pneumonic 
plague and Spanish influenza erupted in the interior of northern China. The disease spread 
rapidly through terrain marked by few roads – 500 km in 43 days.151 While Foreign Office 
records show that Western officials on the ground assumed it to be pneumonic plague 
because of previous outbreaks of that disease (not in that region but in Manchuria), local 
Chinese officials denied that this was the case. The Western investigators dispatched to 
identify the microbes had difficulty obtaining samples of the plague bacteria, even from 
those who had died during the outbreak. Suddenly the outbreak ended in late spring, only 
to reappear the following autumn. When it did, internal correspondence shows that both 
Chinese and Western officials identified the disease as Spanish influenza rather than pneu-
monic plague – and they both linked it to the previous year’s outbreak. When flu reap-
peared in China the following year, it killed far fewer there than elsewhere in the world, 
indicating the possibility that a previous epidemic had provided some form of survivor 
immunity.

At the same time the war gave an opportunity for a localized outbreak of disease to 
spread beyond China. The mobilization of the Chinese Labour Corps moved tens of 
thousands of individuals from the region where the outbreak occurred, across North 
America to Europe. We know that the plague-like illness in China did appear among 
Chinese workers bound for Vancouver, while, at the same time, hundreds of labourers 
were put into quarantine for an unspecified disease in British Columbia during the winter 
of 1917–18. Finally we have the Chinese Hospital at Noyelles-sur-Mer in France which 
confirms the existence of a strange and deadly respiratory disease among Chinese work-
ers in Europe – providing records that were unavailable to Edwin Jordan when he noted 
this same ‘curious’ respiratory disease in 1927.152 While the plague-like disease spread 
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across China, humans and pigs died at the hospital. The final link in the epidemic chain 
was the diffusion of the more virulent mutation of the disease from the Channel coast in 
the summer of 1918 which began just as deaths among Chinese labourers at the hospital 
subsided.

A Chinese origins theory also best explains conflicting evidence uncovered by other 
researchers such as John Oxford and John Barry. Chinese labourers could easily have 
spread flu much earlier to Europe, linking the outbreak which Oxford identified at 
Étaples to a much larger chain of disease events. By the same token, the cases in Haskell, 
Kansas, could have developed as part of a much larger and earlier pattern, representing 
the diffusion of flu from military to civilian paths of infection. While this is entirely 
speculative, it suggests that ‘origin’ evidence might be seen as documenting separate 
moments when a new and emerging virus reached the public consciousness for a brief 
time only to disappear again. It also reminds us that new viral threats may emerge any-
where, and can develop over relatively long periods of time, erupting when long-
entrenched patterns of socio-economic activity begin to change.153

The Chinese origins theory best explains evidence that only falls into place when the 
disease is placed within its proper military context and the mobilization of peoples neces-
sitated by the global nature of the Great War. For the first time massive numbers of 
people from previously isolated populations converged on the battlefields of Europe. The 
mobilization of the CLC may have allowed a new disease to spread in fits and starts from 
China, across North America, to Europe, where it mutated and then exploded along the 
sinews of war. In this way influenza followed the same path carved by previous epidem-
ics. The result was the most deadly disease event in history.
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