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Foreword


The influence of smallpox imported from Africa and Europe on the fate of the indigenous people of the Americas is now widely known, not least because of William McNeill’s book Plagues and Peoples. Far less is known about smallpox amongst the Aboriginal Australians, and there is a difference of opinion about its origins and its effects. All agree that the Aboriginals were free of the infectious diseases of childhood common in Britain at the time: measles, chicken-pox, smallpox, rubella, diphtheria and pertussis. Some ascribe the early outbreaks of smallpox, the most lethal of these diseases, seen by the settlers in 1789 and 1829–30, to importations by the British; others believe that it may have come ‘from the north’. There is little disagreement that later outbreaks, in the 1860s, arose from contacts of Aboriginals living in northern Australia with infected sailors coming from the islands to the north. There are also disagreements about the demographic effects of Aboriginal smallpox and its influence on the resistance of the Aboriginal tribes to extension of the settlement of British settlers into outback areas of New South Wales and Victoria.


This book sets out to assess the scanty historical information available in the light of modern knowledge about the epidemiology of smallpox. Unlike observations of more recent outbreaks in other parts of the world, there is no reliable photographic evidence of sick or pockmarked people. On the other hand, the early settlers and explorers were well aware from personal experience of the symptoms of smallpox and the traces of its presence left for many years among some of the survivors (that is, the characteristic pockmarks), so that their comments on such matters are reliable.


Using all the historical evidence available, reinforced by the researches of Campbell Macknight on the expeditions of trepang fishermen from the Indonesian islands to the north of Australia from the mid-eighteenth century onwards, the writer concludes that the four or five importations into Aboriginal Australia between the 1780s and 1860s came in with Macassan traders operating on the northern coast of Australia. She dispels the myths that the outbreaks seen by the colonists in 1789 and 1829–30 were associated with the British settlement in New South Wales. The outbreaks among Aboriginal Australians, which moved slowly over great distances, contrast sharply with the importations into the European populations of the port cities of Australia between 1857 and 1903, which originated from ships coming to Australia from the northern hemisphere and remained localized in those cities.


The author also examines the probable demographic effect of smallpox and other introduced diseases, such as tuberculosis, and the way in which population loss due to introduced diseases weakened Aboriginal resistance to the seizure of their lands by European settlers, which occurred from the mid-nineteenth century onwards. Her observations emphasize the fact that infectious diseases, and especially the most lethal of them, smallpox, have played a major role in weakening the resistance of the indigenous inhabitants of the ‘isolated’ continents of the Americas and Australia and the isolated islands of the Pacific to the global European expansion that began in the fifteenth century.


Professor Frank Fenner
John Curtin School of Medical Research,
Australian National University
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Preface


Smallpox and tuberculosis were unknown to the indigenous inhabitants of the isolated continents of America and Australia, and they were the most damaging of new infectious diseases to break out among Native Americans and Aboriginal Australians when their isolation ended. There is no doubt that both diseases arrived in North America with passengers on European ships. Smallpox travelled with English settlers and their African slaves on the short Atlantic crossing in the seventeenth century. In the late eighteenth and nineteenth centuries, many migrants leaving for North America and Australia were heavily infected with tuberculosis, because England was then at the height of an epidemic of the disease.


Although members of the First Fleet soon realized that ‘consumption’ had travelled to Australia with them, they were certain smallpox had not. The English knew the disease better than they had on their American voyages in the previous century, and by the time they came to Australia, they had some control over it. Most were immune after recovering from it in childhood or after being variolated. Accidents of infection at ports on the way in 1787 had been avoided, and smallpox had not occurred in any members of the First Fleet. After 1800 most European travellers arriving in Australia had been vaccinated. However, colonists and convicts from England were not the only voyagers to arrive in Australia between 1780 and 1870, and there were widespread outbreaks of smallpox among Aboriginals in those years.


Speculation about the origin of these outbreaks began when it appeared at Sydney in 1789, and continued in the nineteenth century, when explorers and settlers reported unmistakable traces of its recent presencee. There was little evidence of the source of infection before the 1870s, when newcomers in the Northern Territory, who were familiar with smallpox, saw pockmarked Aboriginal people. The latter had contact with travellers from islands in the Indonesian archipelago, who regularly visited them. These travellers were Macassan fishermen from South Sulawesi and neighbouring islands, who sometimes stayed as long as six months, and reliable observers attributed Aboriginal smallpox to contact with the travellers from the north. In the twentieth century, South Sulawesi was an important focus of infection in the archipelago, and the eradication of smallpox there was one of the more formidable tasks undertaken during the smallpox eradication campaign. It now seems certain that travellers from South Sulawesi introduced smallpo x to indigenous populations in the region in the past, including populations in northern Australia in the eighteenth and nineteenth centuries.


Although outbreaks in the 1780s occurred over a wide area in eastern Australia, it was only in Sydney in 1789 that Europeans were present, and thus able to provide food and care for a few of the victims. Food was supplied to the sick in the settled districts in some of the later outbreaks, and colonial surgeons vaccinated Aboriginals in some districts. Nevertheless, the indigenous population declined catastrophically. They could not resist the invaders during the epidemics, and they were soon dispossessed. Smallpox was followed by tuberculosis among Aboriginals who had contact with Europeans in newly settled districts in south-eastern Australia. It was not possible to prevent or cure tuberculosis, and it was the main reason, apart from smallpox, why Aboriginals were thought to be a ‘Dying Race’, an image that persisted into the twentieth century. The presence of these two lethal diseases and others such as measles in the first century of European occupation had long-lasting consequences for the original inhabitants.


The activities of these invisible invaders are no longer as hypothetical as they once seemed. Records of Aboriginal smallpox, tuberculosis and measles were kept by officials who knew enough about the diseases to judge the severity of outbreaks they saw. Modern medical knowledge provides a framework for evaluating the records they left, and, in the case of smallpox, which is now unknown to Australians, data compiled by international teams who eradicated it is now generally available. However, there is so far no consensus of opinion in either immigrant or indigenous communities about its origin and impact in Aboriginal Australia.


The first chapter of the book outlines indigenous and introduced diseases observed in Aboriginal populations after 1788. The second presents up-to-date information about the main killer, smallpox, and its history in North America. The third chapter presents theories about Aboriginal smallpox put forward in the last two hundred years, which have obscured its history. The next chapter is about smallpox in the Indonesian archipelago at the time of the Aboriginal epidemics, and is followed by chapters based on records of Aboriginal smallpox in eastern Australia in the 1780s, 1820s, early 1830s and 1860s. Tuberculosis and measles, which occurred in the victims of smallpox as well as in many others in those decades, are also included. Aboriginal smallpox occurred in Western Australia as well between 1860 and 1870, and is the subject of the final chapter. The threads are drawn together in the conclusion.


This book was written over a long period, with generous advice trom virologist Frank Fenner of The John Curtin School of Medical Research, Australian National University, about records of smallpox and other diseases in Aboriginal populations. When he and international colleagues published Smallpox and its Eradication in 1988, a wealth of information about the epidemiology and world history of smallpox became available, and its impact on indigenous populations in other parts of the world suggests how it may have affected Aboriginal populations in different environments in Australia.


Following research in northern Australia by John Mulvaney, Jim Allen and Campbell Macknight in the second half of last century, our understanding of Aboriginal Australia is changing. I am greatly indebted to Macknight, whose publications about economic and social ties between Aboriginal clans and visitors from Macassar suggested new perspectives in Australian history. I am also indebted to Peter Moodie, whose publications on Aboriginal health provided many answers to my questions. Manning and Dymphna Clark, Don Baker, Jill Waterhouse, Geraldine Triffitt, Tamsin Donaldson, Jane Simpson, Luise Hercus, Peter Stanley, Graham Henderson and Peter Dowling read parts of the manuscript and gave information on particular questions. Help from archivists and librarians at the Mitchell Library, the Battye Library, South Australian Archives, the Hancock Library, the National Library of Australia and the British Library, London was invaluable. Kay Walsh at the Australian Defence Force Academy found essential sources and bibliographical details. Karen and Paul Walter found South Australian material. Cartographer Kevin Cowan provided maps. Members of my family helped from the start. John Trinca and Barbara Cook found sources, Dave Campbell found sites, Barb and David checked drafts.


I particularly wish to thank the institutions that made the pictorial collection possible.




Abbreviations






	ADB


	Australian Dictionary of Biography







	Col. Sec.


	Secretary of the Colonial Office, London







	HRA


	Historical Records of Australia







	HRNSW


	Historical Records of New South Wales







	NSWA


	New South Wales Archives







	SAA


	South Australian Archives







	TPRSSA


	Transactions and Proceedings of the Royal Society of South Australia







	V & P


	Votes and Proceedings







	WAA


	Western Australian Archives










1


Aboriginal Australians and Old World Diseases


The brief impressions of the first British observers who saw Aboriginal Australians on the east coast of Australia in the late eighteenth century suggests they were to be envied for their physical well-being. At Botany Bay and Endeavour River, on Cook’s Endeavour in 1770, Joseph Banks wrote in his journal that


 


On their bodies we observed very few marks of cutaneous disorders as scurf, scars of sores, etc. Their spare thin bodies indicate a temperance in eating, the consequence either of necessity or inclination, equaly productive of health particularly in this respect.


In his first months at Sydney Cove in 1788, the enthusiastic George Worgan, a naval surgeon on Phillip’s Sirius, similarly found that the inhabitants ‘seemingly enjoy uninterrupted Health, and live to a great Age’. These Englishmen knew the worst diseases that surrounded life in Britain, and would never before have seen whole populations without pockmarks. The appearance of local people they saw was a great contrast to the unhealthy appearance of scurvy-ridden arrivals in 1788.1


Banks’ and Worgan’s remarks about the health of Aboriginal Australians are like other travellers’ tales about peoples who were meeting visitors from the outside world for the first time. The questionable accuracy of these abundant reports led historian William McNeill to investigate them. He found that medically competent outsiders, such as Banks and Worgan, were among those who thought the hunter-gatherers they had seen did indeed enjoy a high level of general health. The travellers’ first fleeting impressions are surprisingly close to the opinions of modern epidemiologists. Some isolated pre-agricultural nomad communities in remote parts of the world who survived into the twentieth century are unusually free of disease. Epidemiologist Francis Black, who observed the limited range of their infectious diseases, reported: ‘In large measure modern advances can do no more than return to us the state of health mankind enjoyed 10 000 years ago’.2


At the same time, none of the world’s indigenous populations was entirely without disease. The relatively few important and widespread infectious diseases that occurred in pre-contact Australia were caused by bacteria, protozoa and viruses that were established in the region, and Aboriginal people lived with them for thousands of years. Some of these diseases, which varied in different climates, were acute infections, such as those caused by arboviruses. Dengue, for example, is spread by mosquitoes in the tropics. Other diseases were ancient and chronic. These long-established diseases developed slowly and usually affected the elderly, but did not kill them. They included trachoma, non-venereal treponemal infections and hepatitis B. These and other rare or less important infections that harassed isolated people in the pre-European past were unfamiliar to Europeans.3


The most widely known indigenous disease today is the chlamydial eye disease trachoma. This is an eyelid infection that impairs vision, can become chronic, and sometimes causes blindness. Trachoma is common in hot, dry and dusty conditions where there are swarms of flies, which are persistent in temperate mainland districts as well as in the tropics. The lives of bush people, with inevitable scratches and injuries, dust, dirt and smoke, allow early infections to last a lifetime.4 The ancient presence of trachoma is best illustrated by linguistic evidence. Isobel White points out that words for old and blind are used interchangeably by the Pitjanjatjara in the Western Desert. In a rare pre-colonial glimpse of an indigenous disease, its ecology and its consequences, English explorer William Dampier described his experiences on the north-west coast in 1688 and 1699. Plagued by the terrible flies and troubled by the sun, he saw Aboriginals who ‘had such bad Eyes, that they could not see us all we came close to them’. In the nineteenth and early twentieth centuries, settlers saw Aboriginal people with trachoma, and some suffered from it themselves (they called it ‘sandy blight’). Aboriginal and European sufferers lost the sight of one or both eyes.5


Unlike venereal syphilis, the sexually transmitted treponemal disease of European adults, the treponematoses in Aboriginal Australia are caused by ancient bacteria prevalent in the region, and the history of diseases they cause, such as yaws, is obscure. As McNeill and others suggested, yaws is of more ancient origin than syphilis. It has long been endemic in hot, damp rural districts in Indonesia and northern Australia as well as in Africa. Yaws was not well known at the end of the nineteenth century, and the late destructive changes that follow several decades after childhood infection were not recognized until the 1920s. Non-venereal endemic syphilis, also known as treponarid, is caused by a closely related spirochete, and was virtually unknown until the 1930s, when pathological changes in Australian Aboriginal bones were recorded, and comparable evidence of it was observed in the Euphrates River delta in 1942. Its presence in desert lands in the Middle East, tropical Africa and South Africa was then recognized.


The presence of treponematoses in the remote past is suggested by skeletal material, and in Australia it can be accepted that any treponemal changes in bones are due to yaws if they come from the north, or non-venereal endemic syphilis (treponarid) if they come from the centre or south of the continent. These diseases are common in nomad societies, although since the 1940s the use of antibiotics has affected their formerly widespread prevalence. However, laboratory analysis of sera demonstrates the presence of antibodies, and thereby the past presence of disease. There is serological evidence of yaws, Treponema pallidum pertenue, on the humid north coast of Arnhem Land, and of non-venereal endemic syphilis, T. pallidum endemicum, in the dry, hot interior of the Northern Territory. The most recent evidence of yaws in the northern half of the Northern Territory showed infection continuing, whereas in the southern half, evidence suggests endemic syphilis is disappearing.6


The symptoms of these closely related diseases develop in the primary, secondary and tertiary stages of infection during the sufferer’s lifetime. In the 1930s South Australian physiologist and physical anthropologist C. J. Hackett described them after a period in Central Australia, studying physical anthropology among Aboriginals. He investigated ‘boomerang leg’, the tertiary stage of endemic syphilis, which is characterized by the bowing of the bones of the lower leg. Hackett showed it was due to a non-venereal treponemal infection, which they called irkintja. It was then common in the Northern Territory and Central Australia, and skeletal evidence of it had been observed in south-eastern Australia. More recently, medical historian Peter Moodie said ‘boomerang leg’ is far from being merely a medical curiosity. During a survey in 1968 in the Northern Territory, it was found to be quite common: 20 per cent of people aged forty-five or more were affected to some extent, and it occurred in a smaller number of younger people. In some cases, it caused serious deformity. Moodie thinks treponemal infection, nutrition, and the function of the lower leg all play a part in causing ‘boomerang leg’.7


The indigenous experience in Australia is not unique. Yaws was introduced into the Caribbean islands by slaves from French West Africa. Among their descendants in humid tropical Jamaica, where it was endemic in rural districts early in the twentieth century, people in the secondary stage of the disease had painful and tender swellings in their bones, and the bowing of bones in their arms and legs followed. In 1996 medical microbiologist Justin Radolf described destructive changes in long bones of the legs and forearms of people with tertiary yaws.8


Hackett became an acknowledged world expert on treponemal diseases, and besides working on programmes to control yaws in many countries, he published some ninety scientific papers on yaws and related questions. In his opinion, Australian Aboriginals had suffered treponemal infections for thousands of years. Worldwide, climatic conditions determine the presence of one or the other, with yaws in the humid warm equatorial belt, and non-venereal endemic syphilis in arid, warm areas north and south of it. In favourable conditions, they spread from person to person, and can affect most of a population by adulthood. Yaws commonly enters the body through an initial lesion on the lower leg; the primary lesion looks like a raspberry, and the disease is known by the name of Framboesia tropica (tropical raspberry).


Endemic syphilis enters the body in the mucous membranes of the eyes and mouth. Infection is transmitted easily by contact between children who play and sleep together. Secondary skin lesions, which are infectious, are very numerous in yaws, and are exacerbated by the abrasions and injuries of bush life. The early lesions of endemic syphilis are scanty and less recognizable; then secondary lesions occur in skin, muscles and bone. They are transient in both infections; however, painful and tender joints and bones cause problems in the secondary stage, before being latent for up to fifteen years. In the tertiary stage of both infections, there are sometimes changes in bones, which may be permanently destructive, producing disfiguring bony deformities, especially when lesions of the race and nostrils occur. ‘Boomerang leg’ is one of the late changes that follow long after childhood infection. Another treponemal disease, pinta (T. carateum), affects the skin only, and is found only in Central and northern South America, Australian treponematoses, and others discussed by Hackett, and in 1996 by Radolf, usually all protect against venereal syphilis in adults. Recently, a higher incidence of syphilis followed effective campaigns to eradicate yaws, endemic syphilis and pinta.9


Observers who left written descriptions of these infections in Australia in the nineteenth century were new to indigenous diseases, and often attributed symptoms they saw to another closely related treponematosis, venereal syphilis, T. pallidum pallidum. However, in a remote part of Tasmania, French naval explorer Nicolas Baudin saw an indigenous disease in the inhabitants of D’Entrecasteaux Channel in 1802, and remarked on the absence of European diseases such as syphilis among Aboriginal Tasmanians. In his journal, Baudin said Aboriginals: ‘seem to be subject to a type of yaws, for several had ulcerated legs. We discern no trace of smallpox on their faces or bodies, and they are possibly fortunate enough as well not to know syphilis.’ Hackett, who described possible treponemal changes in a Tasmanian skull, thought the disease Baudin saw was not yaws, which occurs in hot humid climates, but may have been endemic syphilis (treponarid).10 Historian Lyndal Ryan found venereal diseases, including syphilis, occurred among stock-keepers, sealers and settlers in Tasmania, and thought the low level of venereal disease in Aboriginal people there was the most puzzling feature of the Tasmanian evidence.11 An indigenous treponemal infection, perhaps endemic syphilis, may have protected the Tasmanians from venereal syphilis, just as before penicillin was discovered yaws protected New Guineans from it.


The presence of another indigenous disease was not discovered until 1967, when B. S. Blumberg was investigating thousands of sera from diverse populations, including Australian Aboriginals, the latter being material sent to him by Dr R. Kirk, His work unexpectedly revealed a novel substance, initially called ‘Australian antigen’, which turned out to be the surface protein of a previously unknown virus, hepatitis B, of which there was a high incidence in Aboriginal populations. It has now been shown to occur worldwide, especially in less developed countries; there are estimated to be 350 000 000 cases in China. The virus is perpetuated through its transmission from mother to child during the period of intimate contact between them in early life. When it is transmitted at birth, hepatitis B is usually a lifelong infection, and it is sometimes responsible for cirrhosis or cancer of the liver in the later life of its human host. In adult life, it can be transmitted by the exchange of bodily fluids, such as blood. As it can survive in small groups, its ancient presence among Australian hunter-gatherers is likely. In the nineteenth century, a few Europeans reported that ‘liver disease’ caused sickness and death among Aboriginals. It was not clearly identified at the time, and may have been hepatitis B, which is now more common among Aboriginals than Europeans.12


Like his comments about Aboriginal health in 1788, Worgan’s remark—that he saw people who had lived to a great age—anticipated the opinions of modern scholars about their life-span. In his study of the nomads, historian Geoffrey Blainey discriminated between the precarious expectation of life at birth in a society of hunter-gatherers, and the expectation of life some years later, when survivors of a nomad childhood might expect a life-span as long as that of Europeans. Virologist Frank Fenner considers that the relatively long life-span of human beings, after the risks of birth and infancy were surmounted, was a significant feature of nomad life, together with relative freedom from infectious diseases in small isolated bands of hunter-gatherers. The chronic diseases prevalent among them probably interfered less with their potentially long lives than violence or natural disasters did.13 Despite those hazards and the new and worse hazards of European settlement, nineteenth-century settlers who got to know local Aboriginals echoed Worgan’s opinion, and described some whose longevity seemed exceptional, including some who had survived smallpox.14


The isolation of geographically remote regions, islands and whole continents, perpetuated the early balance between humans and microparasite that allowed both to survive, and for many centuries the inhabitants of the Americas and Australia were protected from the destruction new diseases caused among humans on the Eurasian-African continents.15 Gradual changes to modern disease patterns probably evolved on the Eurasian landmass about 10 000–12 000 years ago, when humans tamed domestic animals and cultivated plants, then set up larger settlements. Bacteria and viruses that occurred in their domestic animals evolved to infect humans, and many of these were readily transmitted from person to person by droplet infection in more densely settled regions.


Some of the world’s worst diseases became endemic in the growing populations of Eurasia in the last three or four millenniums. Some were acute and lethal infectious diseases, such as smallpox, bubonic plague and measles, which killed suddenly. Tuberculosis was insidious, causing early deaths in some, and chronic illness later in life in others. Venereal infections, such as syphilis, were chronic in adults, and gonorrhoea made women sterile.16 Some were ancient diseases, whose origin was obscure until recently. For instance, smallpox was known for at least 3000 years before it was eradicated in 1977. Yet the international team who eradicated it did not know how, when or where smallpox virus had originated, and there was no answers until recently. Then, in 1998, with data from American physiologist Jared Diamond, Frank Fenner, a senior member of the team, suggested smallpox virus probably evolved from cowpox virus, a disease of rodents in Asia and Europe, which is readily transmitted to cows. This may have begun in the Fertile Crescent about 6000 BC.17


The extraordinary twentieth-century discovery of the seemingly pockmarked mummies of several Egyptian royals, preserved in the second millenium BC, confirmed the antiquity of smallpox in the Nile Valley and the Fertile Crescent. These remarkable events, and an account of the Pharaoh Rameses V, who died, apparently of smallpox, in 1157 BC, have been expertly reviewed by Fenner, Hopkins and Diamond.18 Smallpox was periodically rife in the Ancient World, and it is not surprising to find that early in the first millennium, between AD 165 and AD 180, it reached Rome as the Plague of Antoninus, killing millions of Romans, according to Diamond. Moving on to Europe’s late medieval plague, the Black Death of 1346–1352, which he said killed a quarter of Europe’s people, Diamond may have underestimated the toll of that frequently lethal disease. Like smallpox, it came from rodents.19


In the wake of Columbus, over a hundred years later, there were great changes in the incidence of the world’s worst diseases, when they attacked previously unexposed populations in the New World. Early in the sixteenth century, when they caught diseases, in particular smallpox, which was prevalent among conquistadors and their African slaves, Native Americans suffered what was possibly the greatest biological catastrophe experienced by humans.20 For fifty years after 1492, the Spaniards had a firm foothold on both American continents, which were already lost to Native American survivors of massive smallpox die-offs.


The isolation of Australia from Eurasia and its plagues was never as complete as the American isolation had been, and it ended less abruptly. However, the rising seas separated the continent from New Guinea and offshore islands when Torres Strait was ‘drowned’, perhaps 6500 years before the present. So for several thousand years before smallpox was endemic in Eurasia or present in the offshore islands, the region’s sailors were unlikely to voyage south, leaving the original Australians isolated, while the seas kept travellers, migrants and invaders away. Accidental contacts with unexpected seafarers, local islanders, and eventually with the first European explorers, were inconsequential in the history of infectious diseases.


The balance between Aboriginal and microparasites was almost certainly undisturbed by contact with other humans, and any alien diseases they carried, until the eighteenth century, when contact with the wider world had far-reaching consequences. While they investigated fishing-grounds on the north coast of Australia in the 1720s, trepang collectors from the Sulawesi port of Macassar became interested visitors, and by mid-century more praus from Sulawesi came on the monsoons more often. Aboriginal clans on the coast shared the islanders’ life while they fished for months each season.21


Then the British colony on the east coast made a small start in January 1788, when Governor Phillip arrived with over 1400 people. Once again the first serious infectious disease noticed in a population previously unexposed to the diseases of Eurasia was smallpox, which appeared in the late eighteenth century. An old and familiar enemy of the British at Sydney Cove, the virus had been established in the denser populations in south-east Asia and its offshore islands at that time. It is possible that it was not entirely unknown to all the people of the northern coastal fringe of Australia when Macassan trepangers began to visit, but it seems that there were no outbreaks of any consequence until the 1780s. The British first saw Aboriginals suffering from smallpox at Port Jackson in April 1789. None of those who recorded their impressions of sick and dying Aboriginals had any decisive evidence of its past presence among them, and at first there was speculation and uncertainty among Europeans, because Aboriginals and their language were still unknown. However, it looked as though smallpox was a new disease. Returning to the colony in the Sirius in May 1789 after a voyage to the Cape, Admiral Hunter expressed surprise ‘at not having seen a single native on the shore, or a canoe as we came up in the ship’. When he was told why, the 50-year-old Hunter concluded, after a lifetime’s experience of the disease, that: ‘As we had never yet seen any of these people who have been in the smallest degree marked with the smallpox, we had reason to suppose they have never before now been affected by it, and consequently are strangers to any method of treating it’.22 Banks and Worgan would have agreed.


The new disease differed from the usual chronic ailments of isolated nomad societies in every way. It was the most lethal and the most frightening of diseases known to humankind. The onset of sickness was sudden and unpredictable. Unfamiliar symptoms were acute and agonizing: victims were feverish, with a headache and backache, while a searing pustular rash developed. The virus could kill sufferers quickly, sometimes in only a day or two. It also inflicted immediate and permanent damage on survivors, who nearly all found they were scarred, at least on the face, and some found they were blind as well. These painfully disturbing characteristics caused some Native American sufferers to kill themselves. Panic and flight were normal reactions among all those seeing what happened for the first time. Refugees and messengers who subsequently sickened spread infection. In different societies people feared, hated, placated, and even worshipped supernatural powers said to cause the disease. The Australians associated smallpox, more than ‘natural’ diseases they already knew, with the malevolent powers of their enemies.23 The resulting loss of morale, as well as the loss of men, women and children in depleted bands of survivors, made it easier for colonists to occupy the seemingly sparsely populated country, just as the Spanish were able to occupy Mexico so easily. Smallpox is said to have killed over 70 or 80 per cent of previously unexposed populations in some parts of North America.


Smallpox was the most recognizable of diseases. There were typical mis-diagnoses, and there are considerable difficulties about identifying other diseases in historical descriptions. But worldwide records of smallpox are rare, like the disease itself. When it was a new infection, onlookers and survivors all described unprecedented experiences rarely repeated in a lifetime. People who saw the active disease did not fail to convey the shock and horror of its many deaths in their accounts. Facial scarring with permanent pockmarks, a characteristic that assisted confirmation of the disease, also ensured evidence of its former prevalence, not only soon after outbreaks, but for as long as survivors lived. Records of smallpox in Australia are no exception. No other disease present in Australia after 1788 can be trace with equal certainty, and evidence of outbreaks accumulated until the early twentieth century. European newcomers, who knew the disease well, were surprised and disturbed when they saw active smallpox, and often noticed Aboriginals who were pockmarked and blind. Later, Aboriginals themselves vividly described the many deaths of victims. Their recollections were immediately confirmed by visible scars that showed they had survived the outbreaks they described. Australian evidence is more fragmentary than North American evidence, because there were fewer outbreaks and many fewer observers, but it is similar and more recent than most American evidence.


The Australian evidence of Aboriginal smallpox in 1789 is easily found in printed sources, and there is much evidence of later outbreaks in printed official sources and colonial memorabilia. However, the best evidence of later outbreaks is the written evidence of the people on the spot, most of which has not been seen since it was written in the 1830s and 1860s, and which has been preserved in archives in Sydney, Adelaide and Perth. Using dated reports of active disease written by contemporaries who saw outbreaks, and others who later talked to survivors, and estimated the ages of scarred and unscarred people, we can estimate when and where epidemics occurred.24


Apart from periodic localized introductions into Australian ports, summarized by Cumpston, smallpox was prevalent during four periods of Australian history. The disease, which was introduced to mainland indigenous populations from outside sources on more than three occasions, spread extensively in them at least three times. In eastern Australia, active smallpox was seen by colonists in 1789 at Port Jackson, Botany Bay, Broken Bay and on the Hawkesbury; scarred elderly Aboriginals, who were probably infected about the same time, were seen later in the settled districts of New South Wales by several regimental surgeons. They were also observed in Queensland, Victoria and South Australia. Active smallpox was again described in eastern Australia between 1828 and 1832. Its scarred survivors, who were seen a little earlier on the remote north coast, were recognized afterwards throughout the newly settled districts in eastern Australia by well-informed observers, and during colonists’ expeditions inland.


Early settlers in Queensland, such as Tom Petrie, left records of pockmarked Aboriginal people they had met in the 1860s, 1870s and 1880s, and active smallpox was also observed in western South Australia in 1867. After 1870, when colonists arrived in the Northern Territory, scarred survivors of earlier outbreaks were frequently noticed in Arnhem Land and along the overland telegraph line; for instance, by German migrant Paul Foelsche. Active smallpox was also evident each year from 1866 to 1870 in newly settled northern districts in Western Australia by Resident R. J. Sholl and colleagues, and scarred survivors were obvious. The limits of literary evidence of smallpox are the limits of European exploration and settlement when smallpox was prevalent, and while its scarred survivors lived. Written records do not of course reflect the entire geographical incidence of smallpox, or the time it took to spread over vast distances. Finally, the mild form of smallpox, variola minor, was introduced in Sydney from the United States in 1913, and spread slowly in the European population of New South Wales between 1913 and 1917, causing over 2000 cases of disease. There is no evidence of smallpox in Aboriginal Tasmania.


Other kinds of evidence might add to present knowledge of its impact. In South Australia early in the twentieth century, Sir Edward Stirling thought archaeological evidence might be relevant, and in 1962 New Zealand scholar C. W. Dixon mentioned inconclusive early reports of burial sites thought to be those of smallpox victims. Historical records and local traditions, which still exist, suggest that most of the burial grounds have not been found.25 Unlike treponemal infections, smallpox left no distinctive skeletal evidence. There might also be evidence of smallpox in nineteenth-century collections of portrait photographs of Aboriginal people. In the 1860s Governor Hunter’s nephew, John Hunter Kerr, had the negative of a photograph of a Loddon Aboriginal whose face was covered with pockmarks.26 European portrait painters were often kind to their subjects, but sometimes painted the pockmarks so often seen in earlier centuries. French painter Petit, at Sydney in 1802, may have painted some pockmarked Aboriginal survivors.


Written records include unmistakable descriptions of smallpox in Aboriginal Australia, but it would be about a hundred years before Europeans began to piece together scattered evidence of outbreaks that coincided with their own occupation of the country. In 1789 the newcomers could only guess what might have happened on the other side of the Blue Mountains. After forty or fifty years of exploration and settlement, people who saw pockmarked elderly Aboriginals a long way from Sydney realized how extensive that 1780s epidemic had been. Others, who had met much younger pockmarked people in newly explored, still sparsely settled districts, realized another epidemic had occurred more recently. In the 1860s smallpox apparently did not occur in New South Wales or Victoria; but in the 1860s, 1870s and 1880s, reliable observers reported another epidemic. In eastern Australia in Queensland, the Northern Territory and western South Australia in the 1860s, these were outbreaks at about the same time as the one that was reported in Western Australia. The later occurrences were not included in Noel Butlin’s estimates of the impact of Aboriginal smallpox in eastern Australia, or in estimates using his work.27


During the first century of settlement, familiarity with smallpox and its scars dwindled. Jenner’s discovery of vaccination in 1796 had made it less common in Britain, the long voyage, isolated colonists, and ships arriving at Sydney were usually supervised in order to keep smallpox out of the colony. Native-born European Australians had never seen smallpox, and when it appeared among Aboriginals in the late 1820s and early 1830s, younger settlers were less likely to recognize it than those who had been in Sydney in 1789. In 1831, when the havoc it was causing near Bathurst was reported in the press, the Sydney Gazette said it might be ‘peculiar to the native blacks’,28


By comparison with the reactions of Phillip and others at Sydney Cove in 1789, the response of prominent settlers to the presence of smallpox among Aboriginals in the 1820s and 1830s was low key. It was not seen at Sydney, and Charles Sturt did not identify it on his first expedition in 1829, although he later realized that the disease he had seen was smallpox. In 1836, on his only inland journey in Australia, 23-year-old Charles Darwin visited Bathurst, where he saw no more than 50 Aboriginals, and believed they were rapidly decreasing in numbers, and that European diseases, ‘even the milder ones’, such as measles, were destructive. Darwin stayed on a Wallerawang farm, where smallpox had killed, scarred and blinded Aboriginals a few years earlier, but did not mention it in his account of the visit.29 There was often disturbing news of violence in frontier districts in the 1830s. The massacre at Myall Creek, for example, was public knowledge. Deaths of indigenous people caused by the now unfamiliar disease were not newsworthy.


The first official reports, which were also the most reliable and detailed reports of Aboriginal smallpox in the colony of New South Wales, had come from Scottish regimental surgeons Alexander Imlay and John Mair in 1831. They first saw active smallpox in the Bathurst district; then they and several other military personnel observed active Aboriginal smallpox on the east coast the same year. When the European population of New South Wales grew to over 100 00030 in the 1830s, many other migrants who were familiar with smallpox saw pockmarks and described Aboriginal smallpox in their accounts of the colony. A little later, the Scotsman Thomas Mitchell and Peter Snodgrass encountered recent Aboriginal smallpox in remote districts. Decades later, the Scot minister J. D. Lang was told by an escaped convict who had seen the 1830 outbreak.


In the 1840s it was clear that the Aboriginal population had declined catastrophically. A history of violent dispossession and European diseases was like the history of other European colonies, where the extinction of indigenous people seemed inevitable. In 1845 a Select Committee of the New South Wales Legislative Council was appointed to investigate depopulation and its causes among Aboriginals. Leading colonists appeared before the Committee, and 30 more replied to a circular letter.31 Archbishop Polding of Sydney and German missionary William Schmidt at Moreton Bay, who had arrived several years after the second smallpox epidemic, seemed curiously unaware of it. The one person who spoke about smallpox was the Aboriginal witness Mahroot, alias the Boatswain. Only three or four replies sent to the Committee mentioned smallpox as a cause of depopulation, although other correspondents knew of it.


When smallpox occurred in Western Australia in the 1860s, there was little public knowledge in that western colony of the new disaster, and even less in the east. Except for those in the settled northern districts of Western Australia, who saw it or read of it in the press, most European Australians did not know that smallpox was again present in the country until after the damage was done. The Western Australians did not know that smallpox was also present in unsettled and newly settled districts in eastern Australia at that time. However, with new frontiers and a population of over 1 000 000 in the 1860s and 1870s, for the first time there were settlers and officials in the Northern Territory, Queensland, South Australia and Western Australia who knew something about smallpox and identified its Aboriginal victims during outbreaks, or not long after. Some of them suspected that the origin of recent outbreaks was not European, and a few, who thought fishermen in fleets from the islands to the north were the source of the Aboriginals’ infection, left records of what they had seen.


From 1789 onwards, most British colonists thought they were responsible for most, if not all, of the diseases they saw in Aboriginal populations, and they soon found that Aboriginals themselves associated the arrival of the British and their ships with the arrival of smallpox. After frequent contacts with the dispossessed survivors of 1789 and 1830, settlers in the south-east became increasingly aware of other familiar diseases among Aboriginal people. They talked about diseases that were endemic in Europe, especially chronic conditions such as consumption, venereal disease, and occasionally the acute infectious diseases of European children. These diseases, which were seen in newly settled districts in New South Wales, soon occurred in uprooted Aboriginal fringe-dwellers in the newer colonies. Their European origin was not in question.


Early in the nineteenth century, ‘catarrh’, probably the common cold, and influenza, affected Europeans and indigenous people, especially the elderly. These virus infections die out in small isolated communities, but they were so new in Aboriginal communities that complications would have occurred. Virus infections may have been the prelude to infection with tuberculosis, as they had been in Native American populations a century earlier. Tuberculosis was probably the most common cause of disease that settlers attributed to various respiratory tract infections in the indigenous people. It was certainly the most lethal respiratory tract infection known to Europeans. They called it consumption or pthisis, and initially it could be mistaken for bronchitis or even for a cold. The long-lived tubercle bacillus was transmitted from person to person when infectious droplets, usually coughed up by a sufferer, were inhaled by others, infected their lungs and became chronic. The ‘white plague’ of industrial Europe increased between about 1780 and 1850 in both Europe and America. It has been suggested that by the mid-nineteenth century approximately half the English population had been infected. It was not always apparent to sufferers or those who saw them, so introductions in colonial ports could not be controlled by quarantine. Once it was introduced, the slowly developing chronic infection survived among the hunter-gatherers.32


Tuberculosis is generally regarded as one of the most widespread and damaging diseases introduced into North America by the British. In 1692 an observer in New England said that in the case of consumption, ‘sundry of these Indian youths died, that were brought up to school among the English . . . this disease is frequent among the Indians, and sundry die of it, that have not been with the English’. In 1795 an onlooker in Massachusetts said more than half that were born were carried off young with consumption, and another observer said; Their tender lungs are greatly affected by colds, which bring on consumptive habits’.33 Modern American records illustrate the impact of tuberculosis as a new disease. When he investigated its history among Native American nomads at Qu’Appelle Valley reservation in Western Canada in the 1890s, bacteriologist René Dubos showed how the extent of prior contact with the disease affected its impact on succeeding generations. More than half the families in the tribe were eliminated in the first three generations. Then its clinical manifestations changed, and in four generations the acute, fulminating disease seen in newly exposed people began to resemble the common chronic condition known to Europeans.34


The destruction of the first generations of other indigenous peoples hit by tuberculosis in the twentieth century has recently confirmed the severity of the disease in naive (previously unexposed) populations. Using recent evidence, Francis Black showed how rapidly tuberculosis spread as a new disease among isolated pre-agricultural South Americans. In 1962 it affected 5 per cent of the Txukahamae; in 1966 12 per cent of them; and in 1967 32 per cent.35 It was new to the peoples of Australia, where there is no skeletal evidence of its pre-European presence. Records of it in eighteenth-century and nineteenth-century Australia lack such detail, but when effective drug treatment became available in the twentieth century, it was possible to describe differing manifestations of the disease in Aboriginal and European patients. Newcomers suffered a chronic disease of low-grade activity, while many Aboriginals suffered an acute, severe disease. All responded equally well to modern treatment.36


However, anecdotal evidence from settlers indicates that first introductions of tuberculosis had unusually severe effects on indigenous Australians, as they did on Native Americans. Evidence of virgin soil tuberculosis in survivors of smallpox follows in later chapters.


In colonial records, venereal diseases among Aboriginals who had contact with European settlers were mentioned as often as tuberculosis. In Hackett’s opinion, the bacterial infections syphilis and gonorrhoea, which were the two most common sexually transmitted diseases among Europeans arriving after 1788, were not known in pre-European Australia. Syphilis is a venereally transmitted disease of adults, with genital lesions, followed by changes to the skin and bone, and by severe damage to the heart, arteries and brain. It has been estimated that in England, at least 10 per cent of the adult population was infected with it before effective treatment was available. It has long been universal in large urban populations in Europe and America, and only adults and adolescents are likely to have sexual contacts necessary for its transmission. In 1996 Radolf reaffirmed the worldwide modern prevalence of syphilis, pointing out that this highly invasive disease can attack all body tissues, leaving destructive lesions, and unlike other treponemal diseases, it also causes congenital infection.37 Gonorrhoea is not lethal, and in general it is always more common than syphilis. Gonorrhoea is not particularly destructive in populations where it is endemic, although without effective treatment it becomes chronic and causes sterility in women.


Unlike tuberculosis, which was seen in Aboriginals in the 1790s, venereal diseases cannot be identified with certainty in historical records. In 1786 celebrated surgeon and physiologist John Hunter published Treatise on the Venereal Disease, which included erroneous material about syphilis, and in the late eighteenth century, lues venerea, as it was known, included several diseases not yet clearly recognized as separate diseases. They were all described as ‘venereal disease’ until they were decisively identified as distinct diseases in the nineteenth century. For some time, nineteenth-century British migrants would not have been able to distinguish clearly between these and similar conditions when they referred to ‘venereal disease’ in Aboriginals. Early hospital records suggest that gonorrhoea was more common than syphilis among settlers at Sydney in the 1820s; nevertheless, the apparent presence of syphilis in Aboriginals still attracted attention early in the twentieth century.38


One of the early explanations of the presence of venereal disease in Aboriginals in south-eastern Australia was that it had arrived on the remote south coast with visiting whalers and sealers before the colonies of South Australia and Victoria were occupied by settlers. In 1837 early South Australian settler W. Bromley informed the Governor that he had learnt from a European drunkard that sailors at Encounter Bay cohabited with Aboriginal women, and infected them with venereal disease. Another settler who mentioned venereal disease specified syphilis, and a colonial surgeon at Adelaide in 1840 said he supposed Aboriginals had it. In Hackett’s opinion, if sealers introduced venereal disease, it was probably gonorrhoea, which is infectious for longer than syphilis. However, when he investigated causes of Aboriginal depopulation in 1983, economic historian Noel Butlin speculated that venereal diseases had spread ahead of settlers, and if syphilis was new to Aboriginals, it is ‘possible and likely’ that it spread from the Victorian coast northward from sealers and whalers in Bass Strait for thirty years.39


There seems to be little foundation for early rumours about sailors at Encounter Bay. In 1962 Manning Clark found that not much is known of the life of the sealers at sea or on land, where only deserted campsites on offshore islands remain. Records of whaling and sealing between 1800 and 1806 suggest the export of seal skins was a profitable venture for an adventurous minority, and about 100 000 seal skins were exported in colonial vessels in those six years. At the time, perhaps several hundred sealers on the unsettled coasts of south-eastern Australia, armed with clubs and muskets, might have ensured a steady supply of seal skins, but the later history of the industry is uncertain.40 About 10 per cent of the sealers were probably syphilitics, rather fewer would have harboured active infection. Whether they were likely to infect newly met Aboriginal women with syphilis is a hypothetical question. Explorers in South Australia in the 1830s did not see diseased Aboriginals in coastal districts visited by sealers.


Sturt, who described signs of disease in Aboriginal people on the Murray River during his second expedition, believed that the healthiest tribe was that on the lower reaches of the Murray, near the sea. And on the south coast of South Australia in June 1839 Eyre made no mention of venereal disease. He said: ‘Many natives were constantly seen but all were friendly and well behaved. They appeared to frequent the whale fisheries at Encounter Bay, spoke a little English . . .’ As Lyndal Ryan said, venereal syphilis apparently did not occur among the Tasmanians, who also were visited by sealers. Like the Tasmanians, the mainlanders may have been protected against syphilis by previous exposure to a different, but closely related, treponemal infection.41


Observers who saw these diseases in the first century of European settlement described symptoms they thought they recognized. In 1796 David Collins, whose occupation in the colony was legal not medical, mentioned venereal disease in Aboriginal people he had seen at Port Jackson, and attributed it to contacts between European men and Aboriginal women. Collins added that the disease he called lues venerea was probably not new to them, because they had a name for it, which implied a knowledge of its dreadful effects.42 We might disagree with his opinion, because Aboriginals almost certainly did not know the dreadful effects of venereal syphilis. It is likely that the word they used for it referred not to syphilis, but to a closely related indigenous disease, unknown to newcomers, which resembled the Europeans’ disease in some way. As we shall see, in 1833 Charles Sturt would say syphilis was the ‘loathsome’ disease he had seen among Aboriginals on the Murray on his second expedition.43 As well as being unsure of European diseases, colonists were confused by indigenous infections, such as endemic syphilis and yaws.


Aboriginal diseases in the colony of New South Wales were an important issue when members of the Select Committee on the Aborigines assembled in Sydney in 1845. According to Presbyterian minister J. D. Lang, who was on the Committee, Aboriginals had strange and incurable diseases, but tuberculosis and venereal diseases associated with sexual relations between European men and Aboriginal women, attracted more attention than unknown indigenous diseases in the discussions that followed. J. B. Polding, a Benedictine, and the Catholic Archbishop of Sydney, said the abuse of females at an early period of life, ‘mere children, who are thus made incapable of becoming the mothers of healthy offspring’, and ‘the universal prostitution of the women, caused by the depravity of the whites’, had resulted in the decline of the Aboriginal population.


Prostitution has a long history in Sydney. From the first settlement, the predominantly male convict population far outnumbered the female convict population. In 1830 there were about two and a half men for each woman, and prostitution was common. Extensive government-assisted immigration in the 1830s was designed to redress the imbalance, and boatloads of single women arrived at Sydney. Selection procedures in Britain were altogether inadequate, and on some ships, at least a quarter of the new arrivals were common prostitutes.44 The Archbishop’s remarks suggest that Aboriginal women were drawn into flagrant prostitution then obvious at Sydney. As a result, venereal disease was a likely outcome for women living in the port city. In the case of syphilis, indigenous treponemal infection may have conferred partial protection, but there was no protection from gonorrhoea. What the Archbishop said about girls who were incapable of producing healthy offspring, and the ‘paucity of births’ mentioned in the Committee’s report suggests gonorrhoea was causing sterility in women.
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