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International acclaim for Edward Hooper’s

THE RIVER

A Journey to the Source of HIV and AIDS

“A remarkable book. ... Mr. Hooper has done a prodigious amount of
research. . . . He finds close coincidence in both time and place between the
earliest cases of AIDS and the testing of an oral vaccine. . . . The River builds
a sufficiently detailed case to require serious examination.”

— Lawrence K. Altman, M.D., New York Times

“A masterful account of the early history of HIV infection and AIDS. . . .
The River is filled with fascinating detective work and acute characteriza-
tions of the human actors. . . . Apart from the main argument, Hooper’s
definitive account of the early spread of HIV provides many fascinating
insights and/or speculations. . . . Hooper’s book makes OPV-HIV the the-
ory to beat” — Robert Trivers, Times Higher Education Supplement

“Hooper’s case history on AIDS could serve as a cautionary tale for
researchers today, a warning that the crossing from animals to humans is
fraught with peril.” — Marlene Cimons, Los Angeles Times

“Not only fascinating but important. . . . On the eve of a technological rev-
olution, scientists and all of us would do well to read The River. For it is not
often that one can say that the tensions in a book are those at the heart of
civilization. . .. The River represents nothing less than a version of the
Faust myth for our age.” — Giles Foden, Guardian

“Meticulous scholarship and bulldog journalism. . . . A profoundly serious
and important book.” — Paul Salopek, Chicago Tribune

“Hooper’s book is as much a work of detection as it is of science, and it is
clearly the product of an unquenchable passion. . . . A great achievement.”
— Anthony Daniels, Evening Standard

“Organized science dismissed the theory as wild speculation by unin-
formed laymen. So Hooper set out to see if the polio vaccine theory holds
water. He concludes that it does — that well-meaning scientists inflicted
AIDS on the world. . . . Hooper makes what struck me as a strong case.”
— Harry Levins, St. Louis Post-Dispatch



“The investigative and revelatory text of the year.”
— Will Self, Independent on Sunday Books of the Year

“Fascinating. . . . The River is among the best surveys to appear on the epi-
demiology of AIDS” — Helen Epstein, New York Review of Books

“An extraordinary book . . . that doesn’t feel a page too long. . . . As read-
able and compelling as a thriller.” — Penelope Dening, Irish Times

“Was AIDS caused by human error? That’s the intriguing question that for-
mer BBC reporter Edward Hooper tries to answer in The River. . . . A quite
readable tome that is part travelogue, part scientific inquiry, part investiga-
tive journalism.” — Alice Park, Time

“The River makes compelling reading — Hooper’s investigations give a
remarkably clear picture of the way science and medicine were conducted
a generation ago, of the protagonists’ subsequent rationalizations of their
conduct, and of the politics of science today.”

— Roy Porter, London Review of Books

“With enormous energy and imagination — often in the face of extreme
obstruction — this nonscientist has discovered as much about the virology
and epidemiology of HIV/AIDS as most professionals. . . . A serious book
underlining the common sense view that science is good but must be con-
trolled and used for the common good.”

— Tony Barnett, New Statesman

“A remarkably thorough and gripping investigation. Hooper has tracked
unpublished research, identified gaps in the scientific record and weak-
nesses in established theories of AIDS causation, revealed inconsistencies in
official accounts, and followed up every lead and rumor he could lay his
hands on.” — Richard Horton, Times Literary Supplement

“Thrilling nuggets [detail] the history of polio vaccine development, pri-
matology, the rise of AIDS in Africa and around the world, and African his-
tory. ... Superb primary data consisting of tables, maps, graphs, and
phylogenetic trees provide a clear thread with which to follow the story.
Dozens of interviews with the leading luminaries in virology, vaccine devel-
opment, and HIV provide glimpses into the excitement of science.”

— Charles van der Horst, Washington Post Book World

“One of the great stories of the century. ... What, then, is the source of
HIV?. .. You really should read the book and make up your own mind.”
— Charles Gilks, New Scientist
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TO ALL THOSE WHO HAVE BEEN AFFECTED
BY THE AIDS EPIDEMIC, EITHER DIRECTLY OR INDIRECTLY. MANY
HAVE BEEN INSPIRED BY THEIR DIGNITY AND COURAGE —AND

BY THEIR FREQUENTLY REMARKABLE RESPONSES TO ADVERSITY.

AND IN FOND MEMORY OF PROFESSOR BILL HAMILTON (1936—2000).

A journey is a person in itself; no two are alike.
And all plans, safeguards, policies and coercion
are fruitless. We find after years of struggle that

we do not take a trip; a trip takes us.

— JOoHN STEINBECK
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Foreword

W. D. HAMILTON

Every time two people put their heads together, Truth suffers; when many put
their heads together, she suffers more. A major point of this book is that when
the heads are great ones and have owners with much to lose (employed perhaps
in giant companies or government departments), Truth can be made so ill that
we should all shiver.

Evasion and untruth have long been known to be beneficial at many levels
and useful to people in many ways. They can be presented as virtues — the little
bads that add to a greater good, with a proviso, of course, that the good is of a
kind that the colluders believe only they know how to attain. “Don’t we have
faith in ourselves? — let’s keep it simple for their — for all our sakes.” Even for
God’s sake: this version has been abundantly illustrated by religious leaders ever
since Christianity became official in the Roman Empire, with disastrous effects
upon other faiths — and a fiery impact upon a myriad of free-thinking “witches,”
aswell as the occasional literary loner like Giordano Bruno. Once there is accep-
tance by an “establishment,” there is often no need to whisper about it anymore:
in those who have jointly suffered to win, say, the Queen’s Commission in the
British armed forces, or the privilege of saying the Hippocratic Oath, a solidar-
ity springs up automatically, and with it a deep conviction that the purpose of
the discipline, whatever it be, must be good. And yet, knowing the untruths that
emotions arouse, especially in groups, Plato amazingly denied roles even for
poetry and music in his ideal Republic.

Most of the daily untruths communicated need not be taken too seriously:
we have become accustomed to them and in a sense self-vaccinate. However,
when eminent rivals in an ancient profession are seen to be uniting to crush an
outside critique, and when the best-funded branch of science, to which the
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rivals belong, draws almost all its practitioners into line behind them (as Louis
Pascal and then Tom Curtis in the case treated in this book had already experi-
enced, even before Hooper), and when an expectant and immensely wealthy
international industry is also seen marching in step with the profession in ques-
tion, it is time for the rest of us to wake up.

The thesis of The River is that the closing of ranks against inquiry may, in this
case, be preventing proper discussion of an accident that is bidding to prove
itself more expensive in lives than all the human attritions put in motion by
Hitler, Stalin, and Pol Pot. Furthermore, essentially unwarned by what we have
recently done, we may be moving rapidly toward further and perhaps even
worse disasters of the same kind. Some aspects of genetic engineering may
indeed be dangerous, but a situation in which the general public has greater
concerns about mystical subversion of the chemicals in soy sauce than about the
risk of viruses in live animal products that are already administered, almost
compulsorily, to our bodies, is near to absurd. In parallel to this, our doctors’
Hippocratic Oath warns them of various temptations and dangers, but it says
nothing of how they need to guard themselves, and their profession, against the
effects of the millions of profit that dangle before the nascent industry propos-
ing to transplant organs into humans from other species.

These are the foreground dangers emphasized by Hooper in this book. Its
background has another danger, which is still more insidious. Litigation has
been used to suppress the publication of discussions about a hypothesis; litiga-
tion is again being used as a threat to Hooper. In the same vein and equally
unsettling, we have seen the best known and seemingly most independent sci-
ence and medical journals join forces on the side of the countercritique, while
generally avoiding publishing details of the original issue. Again it is time for us
to wake up and consider what is happening to freedom of discussion and to the
spirit of science.

Itis the foreground, the potential repercussions in the next thirty or so years,
which will probably most arouse the reader of this book. Perhaps something is
being tardily seen by the establishment. A few months ago the British Medical
Association announced revisions to the Hippocratic Oath British doctors must
take; then just a week ago, as | write, the Association’s organ, the British Medical
Journal, published for the first time an admission of a likelihood that Simian
Virus 40, established as an infection in millions of humans by the Salk polio vac-
cine, is causing human cancers. “Salk,” it may be remembered, is the “dead” and
therefore safer polio vaccine — safe supposedly not only from reversions to vir-
ulence but from the possibility of “extraneous agents.” It is quite different from
the type focused upon in this book — the type we now all receive. On another
front, committees in recent months have enjoined slowness and caution with
xenotransplants, but not before the first baboon liver transplant into a human
was attempted — an operation that perhaps fortunately failed. Meanwhile heart
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valve implants from pigs, a species known to harbor retroviruses that can live in
human tissue cultures, are in trial and application.

All this is why the world still very much needs lone researchers like Edward
Hooper. They reach truth faster than committees. Shortly after | first knew him
I introduced him to someone as a journalist, knowing he had formerly been one
in Africa. Later he asked me, pained, “Why journalist? Couldn’t you call me a
writer?” | did so from then on but stayed puzzled. Weren't journalists supposed
to be the guardians of our free world, the para-predators ranging our savannah
and making even the most lordly lions take care of their actions? Weren't they
(the best at least) even cousins to us scientists, ferrets setting themselves to bolt
the most willfully concealed and elusive truths of history where we scientists
deign only to chase the immobile targets, such as atoms and missing links? Why
should one not want to be a journalist? After reflection and listening to the talk
of “paparazzi” and the like that came after Princess Diana’s death, | think | see
better now the perspectives that journalists dread — but just as hyenas do less
scavenging and far more primary predation than was once thought, so also do
the best journalists.

Whatever, this book, with its almost 2,500 footnotes, demonstrates how
Hooper has finished up. Not only is he the kind of predator that all in Big
Science should fear, but he is a writer and historian as well. Even that is not all.
He has self-taught his way to “honorary” status in several branches of science —
to be almost virologist, almost geneticist, almost evolutionist. To most of us,
however, these achievements just provide the reassurance that he is writing
sense in his diverse fields; in contrast it is the writing itself and the history —
dare | say even the first-class journalism? — that will keep us bent over the
pages that follow. What scoops, what personalities, what landscapes, what far
places! Above all what enigmas, what awful inexorable tragedy (tragedy at its
deepest, gnawing within millions of homes — a scale perhaps grander than any
ever before described) stand there behind!

In 1995, in Africa for another purpose, I tried to help Ed by looking for some
of the Ugandan friends who had helped, nearly a decade earlier, with the
research for his first book, which described the AIDS disaster in that focal area
close to the shores of Lake Victoria. There were two men in particular whom he
wished to contact and to thank. As | discovered after some questioning, both
had died. I was led to the father of one, and he in turn took me to a neat private
graveyard in his matoke plantation and showed me the newly heaped mounds,
six in all. They were for his wife and all his children. One mound, with a stone
slab, was for the son Hooper knew, a local government official (who had been,
perhaps, a little more important locally than the others). The old man sat on a
corner of the slab and read the letter Ed had sent, while two grandchildren,
come into his care after the last death, watched from nearby. The children were
lively and healthy but very quiet, and | hoped the infection was going to miss
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them. Such graveyards, | found, were everywhere in the district, though they
are not much seen from the roads. Orphans, too, were everywhere: a generation
had been scythed out from between those who were too young and too old to
be readily infected. I saw children in groups ranging from teens to tots seem-
ingly loose and self-foraging in the countryside, which included as it happened
trying to forage from me, the passing foreigner. Presumably these were the chil-
dren not lucky enough to have grandfathers and grandmothers who were still
alive. Both in the robust elderly and in these youthful gangs | felt I was seeing
how Africa would survive, if only after a period of great suffering. Yet it may end
up less changed, it seemed to me, than will the continents of the First World, in
spite of our lower expected mortalities.

After that brief experience in southern Uganda —a few days only — I
understood better what had been driving Hooper to follow up on the lighter
and more emotional book he had already written about the epidemic in Africa.
I suspect he had no idea, at the start, of the magnitude of what he was under-
taking, nor of the nine-year odyssey of research and travel it would require.
Even before he read Louis Pascal’s extraordinary paper “What Happens When
Science Goes Bad . . ” and had realized the full tragic possibility about the ori-
gin that it raised, he had been aroused by personal indignation to far more
energy over the epidemic than had most of the rest of us. In the late eighties in
Nairobi and Kampala, he had seen friends sicken and die around him. Despite
this, in the nineties he was still finding Westerners who claimed it was all
untrue, and that there was no epidemic. Instead, false trails and absurdities were
glibly promoted; hypotheses were floated that seemed aimed, even from the
first, to lead into impenetrable bush. At the same time, as he found later, much
better hypotheses about the epidemic were studiously ignored and had needed
tortuous paths to achieve any public notice at all. The ideas and research of New
York-based Louis Pascal, for example, had to be published in Australia, and the
investigations of science journalist Tom Curtis went perforce to an outlet in a
popular magazine, Rolling Stone. Neither piece was much followed up.

Without question it is science that will shape the human world of the Third
Millennium. Even if science can only direct us back to a dark age it will still be
our cause and our guide. But it could be made to do better or worse. There is a
risk that science is going to lose its fertility and change radically away from that
spirit of free inquiry and exchange that first inspired the Greek and then later
the Renaissance experimenters and philosophers. Indeed, this process seems to
be starting already; patenting and secrecy about gene sequences are perhaps
one symptom. Science may bring on us not so much a dark age in the old sense,
via some spectacular collapse, but rather a super-technological state whose
monstrous futures — if they could be shown to us clearly through the present
smoke of excitement about more and ever more technology — would only
arouse our dread. While still working its miracles on the outskirts, science may
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already, at its center, like a great city, be slowly dying of its very success. Dictators
and businessmen everywhere want to use all the technical products of science
and, if possible, to control the rights and the how-tos for creating more. They
would also like to be free to hide the results of their unsuccessful or disastrous
experiments.

After reading Pascal’s paper, it was a great shock to me that when | passed
out copies to others whom | thought would be interested, including a journal-
ist who had written on AIDS for a major popular science magazine, | met with
exactly the wall of silence Pascal had described. From being at first impressed
mainly by his theme about the origin of AIDS, | thus began to believe his argu-
ments about scientific integrity as well — arguments that at initial reading had
seemed to me just overreactions generated in a sensitive, frustrated man. Only
one person (from the medical fraternity, surprisingly) replied to my mailing
with any sign of taking the paper seriously. Even my old mother, a doctor, told
me, “You are going to be very unpopular if you pursue that one — polio of all
things, that one is sacred! Anyway, if it’s true, it’s all happened and what could
you do?” Well, personally I didn’t pursue anything very far; after several tries
with the editors of both Science and Nature, | lapsed back again into the general
silence. Overall | have left it to Pascal, Curtis, Julian Cribb, and now Hooper. |
have simply watched from the sidelines as each in turn has held aloft his blaz-
ing but strangely unregarded torch. However, | have become, with each new
revelation, and particularly with the discoveries of Hooper, which you can now
read about for the first time, more and more a convert to the underlying theme.
The new facts in the case still tend to be widely separated and none by itself
amounts to a proof; however, taken together the steady trend and accumulation
has become very impressive. At the very least the OPV theory of the origin of
AIDS now merits our acute attention.

I have pondered very much about what sorts of people should be encour-
aged to try which sorts of tests: Hooper also in the book gives his list. There are
some that could be decisive. However, the factual case was already quite strong
after Pascal, and the present situation adds up to reiterating that Pascal was also
right in his other theme, and that very major questions need to be asked about
why supposedly “free” science has been so slow to listen to what should have
been taken very seriously from the first. If the topic had somehow been far from
Big Science and had lacked any implications touching on issues like politics and
professional pride, | have little doubt that its questions would have been much
more discussed and investigated by now. I very much hope this book will cause
the questions to be asked and the tests to be undertaken, and that it will also
stimulate a lot more of the kind of sociology and science critique which Brian
Martin in Australia promoted during (and supportative to) the building of the
present story. How much more useful his effort is than so much that is done
under the name of the sociology of science!
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Forensic high-tech analysis has been enthusiastically applied to the hair of a
historic corpse, Napoleon, in order to try to separate the natural events, acci-
dents, and malfeasance that might have played a part in his death. He was a great
man by any standard and also, looked at a bit more sourly, was instrumental in
causing hundreds of thousands of deaths. Most would agree that these attri-
butes of Napoleon justify the considerable interest historians have in how he
died. But this level of interest makes it all the more remarkable that another his-
torical issue with already far more deaths to its tally, and its Waterloo not even
in sight, receives currently only a single historian’s effort. Vaccine vials, which
are surely much more accessible than samples of Napoleon’s hair, stay untested
in the Wistar Institute freezers. Through turning a blind eye to the OPV/AIDS
hypothesis, our establishment actively avoids testing and hearing about the
plentiful though scattered evidence that the AIDS epidemic may have had a med-
ical accident at its origin — an accident possibly compounded, more recently, by
a desire by certain protagonists to conceal the evidence.

In getting together the materials for his book, Hooper has worked harder
and for much longer than any of his forerunners. Several times he has coun-
tered my plea for a start on the writing by saying there just had to be this fur-
ther trip to Belgium or that one to the United States. His work has amounted to
more than six hundred interviews in all, he tells me, and this says nothing of the
library research. | believe no one, not even a person “speaking as a scientist,” is
going to call this book “the wildest of lay speculation” — the criticism that was
leveled, even then unfairly, at Tom Curtis’s much briefer accounts in Rolling
Stone. If the OPV theory of AIDS origin comes to be proved, | think the new
standards of evolutionary caution in medicine that their publications will even-
tually engender (especially regarding all treatments that use live products from
other animals on humans) should merit for Hooper and Pascal jointly a Nobel
Prize. As a species we ought to have known somehow in our culture, or even
genes, that intimate invasions of live animal products, especially those coming
from closely related species, are inherently dangerous. I have conjectured else-
where that these dangers may be the main reason why separate species exist
generally. That notion and what happens next in the present case are all in the
lap of the gods. There are as stated, however, tests which can prove convincingly
whether or not AIDS was our medical mistake. Meanwhile, Hooper deserves
great praise for having so tenaciously carried through his investigation and for
bringing to light so many more facts affecting the main question — facts that
are almost all further challenges to the null hypothesis of “coincidence only.”
Even if the OPV theory is eventually rejected or remains permanently in limbo,
he has done a great service in putting so many details of the early spread of
AIDS on record. He has in fact given us the best history of the epidemic.

I have seen the cost the task has had for him manifested in many stages
of tiredness, illness, and despair, which however he has always managed to
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overcome. Truly it has been like watching an explorer — Burton or Living-
stone — making his halting progress toward some center of mystery that is far
inland from the obvious coastal hills which we have all been seeing. Most
strangely, as it may seem at first, his story wends toward exactly the same center
of Africa as those Victorian explorers sought. This comes to seem a little less
strange, however, once we reflect on our evolutionary origins. What dramas on all
scales have been played out in the human population in the same geographic
region, around the spine of Africa and in those places where the savannah and the
forest meet. Almost all of these things were happening long, long before there was
anyone who could write or even speak about them. Upright we became . . . trying
for new social structures, for tools, for speech, for fire . . . Finally out of Africa, our
home, there came this new disease and on its heels, in this case, a written drama
of how it came. Both themes are gravid with our future, and the written one is like
Sherlock Holmes, Professor Challenger, Augustus Caesar, and Mark Antony all
rolled into one.

Everyone should read this book, both for its story and in order to think hard
onall that itimplies — all this before Truth, more white and sick even than with
AIDS, quietly rejoins us through another door.
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THE RIVER



Prologue

A NOTE ON SOURCES — AND EXPLORING RIVERS

What is a source? Where does a river begin? In this valley is a spring, but higher
up the hillside lies a dripping rock. Between the two points, a trickle of water
bubbles among stones and disappears underground. (In another sense, in time,
the source may be different again: a nudging of continents, a crumpling of
uplifted land, a new mountain emerging to draw rain from passing clouds.)

That ultimate source on the ground is almost never easy to identify, and some
would say the search is meaningless. But the resulting geography — the nick
in the hillside, the steep-edged valley, the mature river, the floodplain, the estu-
ary — although it never ceases to evolve, remains firm enough to allow descrip-
tion, and depiction on maps. These features are the visible consequences of that
tiny source, and it is these that make their immense impact on humanity.

Itis a strange place this, with its fish eagles and parched, but distinctively British
gardens. Known as the Ripon Falls, this is where the waters of Lake Victoria,
extending more than thirty thousand square miles but draining an area of
nearly a million, breach the shallow surrounding walls and tumble northward
on their four-thousand-mile descent to the Mediterranean. The young river
Nile is narrow here, and the proximity of the opposite shore gives a vivid sense
of the volume of water that is spewing forth.

A hundred and fifty years ago, a great and bearded controversy raged in
Britain about this very place. John Speke claimed that here, at the point where
the waters erupted from Lake Victoria, he had found the source of the river
Nile. Richard Burton, his erstwhile companion, proposed a different map, and
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eventually taunted the troubled Speke to shoot himself — though whether by
accident or design is uncertain.

Afterward, the colonial British — decent, earnest chaps, builders of railways
and hospitals, spreaders of the gospel — decided that Speke was right, and that
this place represented the origin of all that water which descended through the
pink-hued territories of Uganda, Sudan, and Egypt, and which made them
viable entities as British protectorate and condominium. Control the Nile, they
said, and you control Africa. They erected a small plinth to indicate the signifi-
cance of the place.

The plinth still stands today, but its presumptions are incorrect on two
counts. First, in terms of discovery. This place had clearly been discovered, and
its significance realized, long before the arrival of Victorian explorers (though
it was they who made the connections between the broken blue lines on the
map). Second, and more significantly, in terms of geography. For this is not the
source of the Nile at all.

There is a slight, but distinct, current that flows across Lake Victoria toward
the Ripon Falls from the southwest. The source of that current is the Kagera, the
main feeder to the lake. And if one traces the Kagera back from its mouth, near
Lukunyu on the border between Uganda and Tanzania, one ends up at a small
spring near the village of Kyriama, in southern Burundi. It is this spring, in real-
ity, that is the fabled “source of the Nile.”

And so, although the official version of truth was recorded on the colonial
plinth, and in the great contemporary textbooks and atlases published in London,
Paris, and New York, we now know better. The real truths, of course, are not
always those enshrined on brass, stone, and vellum.

The controversy surrounding the source of the Nile — its passions, false
hopes, misconceptions, the assumptions and lies that misled explorers — is
strangely echoed by another controversy of a century and a half later, the long-
running debate about the origins of AIDS. For a while, many commentators
were pointing to the shores of Lake Victoria and saying: This is where it begins.
But, like the Victorian explorers, they were wrong. They needed to trace the evi-
dence a little further back in place and time.



Introduction

JOHN SNOW AND THE WATER PUMP

It is now nearly twenty years since it began. Or, to be more accurate, since any-
one knew that it had begun. The story is by now so well known that its rhythms
and cadences have begun to settle deeply — if not comfortably — in the com-
munal psyche, like folktales and scriptures. It rings forth, this great, sad anthem,
though there is something here too with qualities of insinuation, of infiltration,
like the more irritating of advertising jingles. The song has been sung so often
that it is all too easy to pick up the tune and mouth the words in time. It is alto-
gether hard to contemplate a different version.

So much has happened in these two decades, so much has changed. But
already most of us have forgotten what we were like (the overt, but also the more
subtle differences in outlook and behavior) before it started. And yet the epi-
demic has brought good things as well as bad. We have had to grow up fast.
Nowadays in our schools we teach about gays and straights, about high-risk and
low-risk sex, about the use and abuse of narcotics. In newspapers and on TV, we
read about techniques which allow HIV-positive couples to have babies with
minimal risk, we compare condoms, we mull over the joys of mutual masturba-
tion. The other side, of course, is that AIDS has scarred the spirit and emotional
fitness of an entire generation, has inhibited not only sex for fun, but also sex as
an integral step in the process of forming relationships, of finding a partner or
mate. Many have been wounded — not just those who have gotten the virus.

Perhaps, as further years go by, the syndrome will work its way even further
into our communal consciousness, and the tale of its arrival in our midst will
be taught at mother’s knee. In the meantime, it will perhaps be useful to replay
those first few, memorable bars — to help any who need help to lock on to the
great, sad anthem which thrums away softly in the background.
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It is April 1981. Over the last seven months, five young men have appeared at
different hospitals around Los Angeles district, all gravely ill with a variety of
unusual symptoms. In each case the symptoms have included PCP, a rare pneu-
monia caused by Preumocystis carinii, & microorganism to which most people
have been exposed, but which causes disease in very few. These few include those
with congenital immunodeficiency, and those whose immune systems have been
devastated by cancers and leukemias, or deliberately inhibited by the adminis-
tration of radiotherapy or immunosuppressive drugs during, for instance, can-
cer treatment or transplant operations. Yet such factors do not apply in any of
these cases. There is, however, acommon denominator among the five patients,
for all are homosexual.

Four of the five have candidiasis, or thrush, of the mouth or esophagus,
caused by Candida albicans, a relatively harmless fungus better known for col-
onizing the vagina. In addition, laboratory tests reveal that all the patients have
high titers (levels) of cytomegalovirus (CMV), with four of them having spe-
cific CMV infections of the lungs, eyes, or windpipe. Most significantly, all of
the three men so tested have very low quantities of T-cells (white blood cells),
indicating an immune dysfunction.

By May, two of the five are dead, and the coincidence of time, place, and sex-
uality has convinced some of the Los Angeles doctors that something new and
serious is afoot. Two of them, Michael Gottlieb and Wayne Shandera, decide to
approach the Centers for Disease Control (CDC) in Atlanta, and to submit a brief
report to the CDC’s Morbidity and Mortality Weekly Report (MMWR), a booklet
that is mailed out at the end of every week to physicians around America, keep-
ing them up-to-date with the latest disease outbreaks across the nation. The
MMWR allows for fast-track publication, instead of the lengthy process of sub-
mission, peer review, revision, and acceptance, which obtains for more main-
stream medical journals.

A report extending over a page and a half, entitled simply “Pneumocystis
Pneumonia — Los Angeles,”* appears some few days later and features conjec-
ture about the cause of the disease, its etiology. Is this a condition sparked by
environmental factors, such as drugs, or is it an infectious disease, perhaps a
new disease entirely? Gottlieb and his coauthors observe that none of the five
men knew each other or had mutual partners, though two of the five reported
having had sex with multiple partners. All five had apparently used nitrite
inhalants, and one had injected hard drugs. The final editorial comment
includes the following rather laborious observation: “The fact that these
patients were all homosexuals suggests an association between some aspect of a
homosexual lifestyle or disease acquired by sexual contact and Pneumocystis
pneumonia in this population.”
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The date is June 5, 1981; the AIDS epidemic — or pandemic — has officially
begun.? In reality, of course, the AIDS epidemic started some years earlier, but
June 5, 1981, is when information about the newly recognized condition was
first released to the medical profession and the general public. How long it
might have taken for such a diffuse condition to be recognized, had its presence
not manifested itself among such a clearly defined group as homosexual men,
is a debatable subject.

June 5, 1981, thus provides a convenient watershed, a Year Zero, a medical
equivalent of Anno Domini 1. All that follows that date can be viewed as part of
the recognized spread of AIDS across the globe. All events prior to that date can
be said to have occurred before the epidemic.

In fact, the Los Angeles team is not the first to recognize the new condition, but
rather the first to announce its existence in print. Four weeks later another piece
appears in MMWR, this time cowritten by several doctors from New York and
California, headed by Alvin Friedman-Kien and Linda Laubenstein of the New
York University Medical Center.? It transpires that for the past thirty months,
these doctors have been seeing another rare disease in homosexual men — this
time a malignant condition known as Kaposi’s sarcoma. KS is normally confined
to people from equatorial Africa and elderly men of Jewish or Mediterranean ori-
gin, but since the start of 1979 it has been seen in twenty-six young or middle-
aged gays: twenty from New York and six from California. Several of these men
have subsequently experienced other serious infections, including PCP, chronic
candidiasis, toxoplasmosis of the central nervous system, and cryptococcal
meningitis. These are called “opportunistic infections” because they are caused by
pathogens that are normally harmless, but that have a propensity for exploiting
bodies in a state of lowered immunity. The report ends with the information that
a further ten gay men with PCP have appeared in California, bringing the total in
that state to fifteen, and that in New York there have been four cases of gay men
with severe and progressive herpes simplex infections of the anus, three of whom
have already died. The editors conclude: “Physicians should be alert for Kaposi’s
sarcoma, PC pneumonia and other opportunistic infections in homosexual men.”

Thus, as the second half of 1981 begins, forty-five gay American males,
mostly in their thirties and forties, are known to have died or become gravely ill
as a result of diseases rarely seen in young and healthy people. Immunological
assessments of these patients reveal that their bodily defenses are universally
compromised, and that they all have some unexplained defect in their white
blood cells, especially their T-cells. A new, or newly recognized, condition of
immune deficiency has entered the male homosexual population, and already
the doctors involved with these patients are wondering what the new factor
might be, what has changed.

In these early days, it is called GRID, or Gay-Related Immune Deficiency,
but before the end of 1981, clusters of similar cases begin coming to light in
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nonhomosexual groups. The first such group to be recognized is that of intra-
venous drug users, IVDUSs, suggesting that the unknown causative agent can
also be acquired parenterally (via the bloodstream) and by either sex.* The the-
ory of spread outside the gay community gains currency when it is realized that
several Haitians — both men and women — are apparently suffering from the
same condition.® Before long, parenteral transmission is confirmed in the worst
possible manner, as cases are retrospectively recognized among hemophiliacs
who have been treated with the clotting agent Factor VII1,5 and recipients of
blood transfusions.” Soon afterward, children born to 1VDUs join the list, sug-
gesting that the agent can also be transferred perinatally, from mother to child.®
People start referring to the “Four Hs”— homosexuals, heroin-users, hemo-
philiacs, and Haitians. It takes rather longer for them to realize that the fourth
H should perhaps stand for heterosexuals rather than Haitians, and that the
four Hs are in fact one: Homo sapiens.

Everyone who has ever had sex, who has ever received a blood product or a
jab with an unsterilized needle, is potentially at risk — and for those who pre-
fer to live their lives in the harsh glow of divine judgment and retribution, then
the sins of the fathers can indeed be said to have been visited on the sons (hav-
ing called on the mothers first). Indeed, one of the greatest tragedies of this new
and horrible condition is that it all too swiftly brings out the stentorian lan-
guage of blame and accusation, especially among those who, by their own
lights, should know better.

As it becomes clear that “GRID” is not just a gay disease, and that gay men
were merely the unfortunate group among whom the agent first became widely
disseminated in the West, the title is replaced by a broader one: Acquired Immune
Deficiency Syndrome, or AIDS. “Acquired” indicates that the unknown causative
agent is transmitted to human beings exogenously, from external sources in the
course of their natural life span (rather than passed endogenously, in the germ
line); “immune deficiency” indicates that symptoms result from a fault in the
immune system, the very bodily mechanism that has evolved to combat disease;
and “syndrome” indicates that there is a range of symptoms associated with the
infection, rather than a single disease presentation.

As it happens, the causative agent will not remain unknown for very much
longer. By late 1983, Professor Luc Montagnier and his team from the Pasteur
Institute in Paris have identified a retrovirus* in the blood of people with AIDS
and with the lymphadenopathy (a swelling and inflammation of the glands)
that seems to precede full-blown AIDS. The French christen their agent “LAV,”

* Retrovirus: Only discovered in the 1970s, retroviruses are comprised of RNA (rather than the
more usual genetic material, DNA) and use an enzyme, reverse transcriptase, to convert the RNA
to DNA so that it can be incorporated into the host cells.
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for Lymphadenopathy-Associated Virus. Soon afterward, Jay Levy and his team
in San Francisco isolate a virus from AIDS patients, which they call ARV, or
AIDS-Related Virus. And nearly a year after the French, Professor Robert Gallo
and his team from the National Institutes of Health announce that they have
located the AIDS agent — and christen their virus HTLV-111, thus bracketing it
with the two other Human T-Cell Lymphotropic Viruses that Gallo has already
discovered.

As it turns out, they have all isolated the same retrovirus — but Montagnier
and Levy are right and Gallo wrong, for LAV/ARV/HTLV-III is not an oncovirus*
(like HTLV-1 and HTLV-2), but rather a lentivirus, so named for its slow patho-
genic course within the body.® Gallo and Montagnier spend several years tussling
for primacy, but in March 1987 at a press conference in Washington, President
Reagan and French prime minister Jacques Chirac announce an agreement
whereby the two men will henceforth be credited with codiscovery of the virus,
which has by now been rechristened HIV, the Human Immunodeficiency Virus.
Amidst the handshakes and backslappings, few notice that Jay Levy and his group
have not been included in the cosy compromise.

In fact, as John Crewdson ably demonstrates in a remarkable article that
appears two years later in the Chicago Tribune,'° Gallo’s HTLV-111 isolates almost
certainly originated from LAV samples sent him by Montagnier. At the very
least, cross contamination had occurred, and although an NIH investigation
launched to determine whether or not such contamination was accidental even-
tually clears Gallo of misconduct, it leaves a number of key questions unan-
swered. A report issued soon afterward by the Office of Research Integrity (part
of the Department of Health and Human Services) is more forthright, finding
that Gallo’s claim that he had been unable to grow a sample of LAV provided by
the French was “knowingly false when written,” accusing him of “irresponsible
laboratory management,” and concluding that the episode represents “a tragedy
for science.”!

Throughout these years, scientific and public perceptions of AIDS and its
causative virus, HIV, have steadily broadened. So has an understanding of their
history and prehistory. Gaetan Dugas, a Canadian air steward who has had sex
with some 250 men a year for the better part of a decade, comes posthumously
to be known as Patient Zero, after Randy Shilts popularizes the theory that he
was the key disseminator of the virus in North America and, indeed, might even
have been the first to introduce the virus from elsewhere.'? As to the identity of
that “elsewhere,” opinions are divided, but people begin to hypothesize that

*Oncovirus: A subfamily of retrovirus that causes cancer (as well as other diseases).
T Lentivirus: A subfamily of slow-acting retroviruses; includes the immunodeficiency viruses (HIV,
SIV).
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American gays might have become infected in the Caribbean, or in Europe. And
by the middle of the eighties Western scientists begin to hypothesize publicly —
albeit cautiously — that the origin of HIV, like so many other life-forms includ-
ing Homo sapiens, might lie in Africa.

All this we know. We also know that many of those medics and scientists who
have spent long years working with HIV and AIDS are now deeply tired in body
and spirit, and that these people tend to have a stock reply to questions about
how the epidemic began. “I haven’t got time to worry about that,” they say. “I'm
too busy worrying about where this thing’s going. I’'m too busy trying to save
lives to bother about archaeology.”

This is a strange response, even if the caring and commitment of these doc-
tors is not in question. It is strange because an appreciation of how diseases
started — of the where and the when — is usually a key step toward understand-
ing how to stop them dead in their tracks.

Take one classic example — that of John Snow, whose pioneering inves-
tigation of the terrible cholera outbreak in south London in the middle of the
nineteenth century, which caused some five hundred deaths in ten days, led
to his removal of the handle of the water pump in Broad Street, and hence to
the prompt termination of the epidemic.'® That memorable event took place
on September 7, 1854 — and one wonders whether a similar date, denoting a
“Eureka moment” for AIDS, will ever be written into the medical textbooks.
Few scientists, of course, believe that the AIDS epidemic is susceptible to such a
straightforward solution, but there again few of his fellows were impressed by
the epidemiological approach favored by John Snow when he arrived in Broad
Street a century and a half ago. Perhaps even today the simple epidemiological
approach is underrated as a scientific tool.

Snow’s investigations may seem staggeringly obvious today, but then it is
partly his clear and original thinking that have rendered them so. He began by
mapping out the residences where people had died, and then added the loca-
tions of the various pumps in the area, thus demonstrating dramatically the role
of one public pump. He collected additional anecdotal evidence, too — the
workhouse in Poland Street that was surrounded by fatalities, but where only
five of 535 inmates had died (it had its own private well); the woman victim
from Hampstead, north London, who used to live in the Broad Street area, and
who so loved the taste of its water that she paid a carter to bring her a fresh bottle
every day.

The initial questions that John Snow asked about cholera in 1854 were:
“When did it first appear?” and “Where did it first appear?” Next he asked: “How
does it spread?” and his research produced the only logical answer — through
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the water supply. Finally, he inquired about the specific source. Once that had
been identified, it was time to ask around for monkey wrenches.

With respect to AIDS, we already know the answer to the transmission ques-
tion (sexually, perinatally, and parenterally), and although the HIVs are mutat-
ing faster than any other viruses known to man, most scientists believe it unlikely
that any new routes of spread (via water, for instance, or air) will be added to
the list. Of course, God help us if ever they are.

This leaves us to resolve the when and the where of that first appearance in
humans. And to these questions — as we shall see — might be added a third,
involving just two words: “Why now?”

Let us take a brief look at some of the possibilities. In 1990, when this book
began, the world was still in a panic about AIDS, and both the popular press and
the scientific journals were awash with different theories of origin. These
ranged from the worthy and plausible, through gently wacky conspiracy theo-
ries, to the exploitative, the paranoid, and the products of serious madness.

According to these versions, AIDS came from God, and it punished homosex-
uals, junkies, and other perverts and reprobates. Or it came from man, who was
aiming at roughly the same groups that God was after. It came from outer space,
on the tail of a comet. It came from Africa, through people eating monkeys. It
came from Africa, through kinky stuff with monkeys. It came from Haiti, and had
something to do with swine fever and voodoo rites. It came from scientists, from
a hepatitis B, or smallpox, or polio vaccine gone wrong. It had always been
around, but had escaped only recently from the confines of an isolated tribe. It
had always been with us, and was merely syphilis, malnutrition, TB, the effects of
hard drugs — or combinations of the above — lumped together and given a new
name. There were other theories about the source, but these embrace the broad
categories. These are enough to be getting on with.

The diversity — and frequent weirdness — of these explanations was entirely
understandable. The sudden arrival in our midst of an insidious, frightening,
and fatal disease, which appeared to be spread by the very activities that some
would say make life worthwhile or, indeed, enable life to exist, was bound to
engender speculation about its origin. Perhaps, given the emotional stakes, it
was inevitable that much of the speculation would be wild, and would tend to
confirm preconceived fears and prejudices.

However, in the second half of the nineties, as | write these words, some —
at least — of the panic engendered by AIDS is over. People all over the world
have learned to confront this condition full in the face, to acknowledge the price
it levies, to respond intelligently to its demands — to the things it allows and
those it does not. We know, for instance, that unlike pathogens endemic in the
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tropics, such as those that cause malaria and the diarrheal diseases, the onward
transmission of HIV can be halted (albeit by what some would consider a rad-
ical change of behavior). And at long last, as we begin properly to understand
the way the human immunodeficiency virus works, AIDS is starting to lose that
air of mystery, that odd sense that somehow it falls outside the range of normal
human experience. At long last, we can begin to see it for what it is — a condition
caused by a not especially infectious virus, but one which, when contracted,
bears a dreadful inevitability.4

That said, it must swiftly be added that nowadays, as the millennium
approaches, there is great and justified optimism because of the emergence of
drug treatments such as “triple therapy.”t> But despite this, HIV infection still
has dreadful consequences. The new treatments represent a wonderful break-
through, but they do not provide an answer for the 90 percent of infectees around
the world who cannot afford them. Furthermore, they represent a palliative,
rather than a cure, for AIDS.

Nonetheless, even if those early, hasty predictions about a vaccine or magic
bullet turned out to be wildly premature, we are now able to claim at least one
truly significant against “this diabolical virus.” And we are entitled to hope that
perhaps one day it will prove possible to immunize against HIV, or that a drug
will be developed that will not merely keep HIV in check, but will enable exist-
ing infectees to rid themselves entirely of the virus. Of course, those days — the
days when AIDS becomes a preventable or a curable condition — probably still
lie far in the future.

In the meantime, nearly two decades have passed since Year Zero. Perhaps
now, for the first time, we are ready to return once more to that vital question
about origin, and to see where the answers lead us. And perhaps this time we can
examine the arguments without prejudice, without self-interest, and without fear.

Insomuch as a book can be said to have a source, this book probably began
at one of those pavement cafés with wobbly tables that lie scattered across the
cobblestones of Covent Garden in central London. It was June 1990, and | had
arranged a final meeting with Professor Alan Fleming, a hematologist, who was
just about to return to southern Africa to take up his new posting at the
Baragwanath, the huge hospital serving Soweto. We ordered coffee and some
expensive, sugary pastries; I had my notebook open on the table, so I could jot
down any final words of wisdom he might have to impart. To this day, the rele-
vant pages have a tendency to stick together.

I originally became interested in Fleming’s work in 1988, after coming across
along, detailed article of his entitled “AIDS in Africa,” which contained a superb
review of early epidemiological studies of HIV in Africa.! It was exhaustively
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referenced and scrupulously detailed — listing, in every instance, the geo-
graphical location, the year of testing, the size of the cohort (or group) tested,
the number and percentage of HIV-positives, and the precise assay (test), or
combination of assays, that had been used to establish HIV-positivity.

The data supported the hypothesis that HIV might have been present, spo-
radically, earlier in Africa that elsewhere, but it also suggested to Fleming that HIV
was a relatively new virus in Homo sapiens. He reminded me that in 1985, two
years after the French discovery of “LAV” in the blood of AIDS patients, American
and French researchers had announced the discovery of a second human im-
munodeficiency virus in the blood of persons from West Africa.t’ (Shortly after-
ward, this virus was named HIV-2, with the original HIV being renamed HIV-1.)
This in itself was remarkable enough — that two HIVs, causing two AIDS epi-
demics, should have been discovered in so short a space of time.8

But this still offered no information about how long the HIVs might have
been present in man — and the best way to find out more about that was clearly
to search out ancient stored specimens of human blood or tissue. And yet such
samples are few and far between. There is simply not enough room in the freez-
ers, or on the dusty shelves of pathology departments, and such materials tend
to get cleared out every few years, or else be destroyed by fire, flood, or other
natural disaster.

However, a different kind of historical evidence was still available, Fleming
pointed out, as a result of events that had taken place more than a century ear-
lier, and that are still described, albeit perhaps nowadays euphemistically, as
“the slave trade.” The rape of west Africa and west central Africa by the British,
French, Dutch, Portuguese, and, latterly, Americans, in the three centuries pre-
ceding 1866, resulted in more than ten million Africans being kidnapped and
transported to the New World — in particular to the Caribbean, Brazil, and the
southeastern seaboard of the United States. Leaving aside the incomprehensible
scale of the human violation, this mass exodus also constituted a mass experi-
ment in terms of human biology and virology.

Fleming explained that there was no serological evidence to suggest that either
HIV-1 or HIV-2 had been brought to the Americas with the slaves, prior to 1866.
By contrast, Robert Gallo’s human retrovirus, HTLV-1, was now widely dissemi-
nated within black populations in the United States and on most of the islands in
the Caribbean, showing that it had been exported from Africa to various destina-
tions across the Atlantic.’® HTLV-1 and the HIVs are transmitted by similar
methods, and this radically different epidemiology therefore offered strong sup-
port to the hypothesis that the two HIVs have emerged as human viruses much
more recently than the HTLVSs, and are probably both less than 130 years old.

We talked about a lot of other issues as well, that June afternoon, but the dis-
cussion kept returning to those two words: “Why now?” Why have immuno-
deficiency viruses only begun to appear in humans within the last century or so?
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And why have two geographically distinct epidemics of AIDS, related to HIV-1
and HIV-2, emerged in the space of just five years? What is the new factor in the
equation? Answer that one, we agreed, and then start looking around for the
pump handle.

Before he left, Alan Fleming had one final piece of advice to offer. “If you're
serious about finding out more, you should get yourself to a decent medical
library, and spend a few weeks doing some research. There’s a lot to be found
out, if someone takes the trouble.” We shook hands, a sticky handshake, and
the tall, fair-haired figure strode off purposefully, cutting a swathe through the
crowds of tourists.

Later that afternoon, | walked beneath the white tower of Senate House, the
centerpiece of the University of London, and entered a smaller, less imposing
building in its lee. Here, in Keppel Street, is the home of the London School of
Hygiene and Tropical Diseases, and upstairs on the first floor is housed one of
the finest medical libraries in the world.

A few minutes later, | pushed open the door into the great oak-paneled hall
of the Barnard Room, and began my search for the source of the epidemic. |
started by looking into different theories about the origin of AIDS. Then | set
about searching through the literature for early cases of AIDS, both those
reported in the first years of the eighties, and those identified retrospectively,
from the late seventies. And after that, | began to look for other possible archival
cases, for instances of unexplained immunodeficiency and opportunistic infec-
tions from even further back in the past.

And quite soon | began to understand the lure of this sort of research. It
becomes a bug. It creates its own passions, its own gratifications and rewards.
And all too easily, it grows exponentially, with each article producing its own
batch of footnotes to follow up, its own sources to check, its own ideas to pur-
sue. Back at home, the reading begins, the papers get read and annotated and
filed. New shelves go up on walls; folders of different colors spread slowly
around the room. Only slowly does one learn to discriminate, to sort the wheat
from the chaff.

I had no way of knowing it then, but that June afternoon was to be the first
of many spent searching out articles in the upstairs stacks, twisting and turning
the great heavy volumes over a hot photocopy machine, or stretched out com-
fortably in one of the great leather armchairs by the windows, with a pile of
books on the sill, and the plane trees swaying to and fro across the street. Over
the next eight years, the Keppel Street library was to become a home from
home, as | set about trying to work out what might have happened.



THE RIVER IN CROSS SECTION:

FROZEN MOMENTS OF FLOW

We shall not cease from exploration
And the end of all our exploring
Will be to arrive where we started

And know the place for the first time.

— T.S.EvrroT, “Little Gidding”






FROZEN IN TIME: 1959

Let us take a moment in time. Let us freeze it. Let us watch as the crystals form,
as it becomes translucent. Let us mount it on a slide and lift it carefully to the
microscope stand. Using strong light and mirrors, adjusting the focus, let us see
what can be seen.

Truth, like beauty, resides in the eye in the beholder. Whatever the material
on that glass slide — be it a moment in history or a cluster of cells — it is
inevitable that what you see and what | see will be different. | may see colors, a
myriad of dots, a divine impressionistic sweep of light and shade. You, the his-
torian, may see a pattern, a grand design, the beginning of a chain of cause and
effect. Now let us change the eyepiece, increase the magnification. This time |
may see a meaningless smudge with specks of darkness within, while you, the
biologist, may see a nucleus and mitochondria, the beauty of simplicity, the pul-
sating potential of a cell ready to divide.

How will we describe our truths, you and I, for the blind man, for the child
without a microscope? And whose description will be more accurate? While |
pack away the lenses, and you put the glass rectangle into its slot in the velvet-
upholstered case, remember this. Empirically, the image that you see and that
which | see are the same. What differs is our relative clarity of vision, level of
understanding, power of analysis — and the language we choose to describe
what lies beneath the lens.

Itis the February of 1959. It is a particular moment in the history of the world.
The old order is breaking up; the barriers of time and space are tumbling. The
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first jet planes are taking off, heading for destinations — Hong Kong, Nairobi,
Sydney — that once were days away, but are now just hours. There is a new type
of global language too, as people talk of atom bombs, the cold war, of interna-
tional power blocs, and the arms race.

It is also a particular time in the history of Africa. The wind of change
is blowing hard: in the last two years Ghana and Guinea have attained in-
dependence, and across the continent the clamor is rising. The old colonial
powers — the British, the French, the Belgians — are, each in their own time,
recognizing the inevitability of the process, acknowledging that these are the
final days of the Raj; only the Portuguese are still defiantly opposed. Here, in
the Belgian Congo, amidst the wide, gracious, tree-lined avenues of the capital,
Leopoldville, the first round of riots has just ended, with more than fifteen
hundred Africans arrested. The Belgians are bewildered. People returning to
Brussels tell the man from the London Times that “something untoward is
brewing at Stanleyville,” the town a thousand miles upstream at the great bend
in the river.!

Meanwhile two doctors, one American and one Belgian, are traveling
around the capital immersed in their own world, which is one of scientific
inquiry. The American, funded by grants from the U.S. Public Health Service
and the Rockefeller Foundation, arrived in Leopoldville just after the end of the
unrest, and neither saw evidence of its impact nor, one suspects, would have had
much appreciation of its significance had he done so. The Belgian, for his part,
has just been appointed chair of microbiology at the newly built university of
Lovanium, eight miles from the city center on the banks of the Congo River —
but for all that, he is happy for the chance to collaborate with such a rising star
in the firmament of human genetics. These are impassioned men operating in
an era that reveres their activities, in an era when science is the new religion, and
the men in white coats its prophets and priests.

Over the next few weeks the American, Arno Motulsky, and the Belgian, Jean
Vandepitte, with the help of other local doctors, start collecting blood samples
from medical staff, hospital patients, and police recruits in Leopoldville, and
from a large group of villagers living to the south, near the Angolan border.
Motulsky is keen to investigate the relative incidence of two genetic traits in dif-
ferent ethnic groups in sub-Saharan Africa, and their possible relationship to
malaria. Later, he visits several other regions of the Belgian Congo and the
neighboring territory of Ruanda-Urundi, administered by the Belgians as a
trusteeship since Germany was dispossessed of its African colonies after the
First World War. At the end of three months, he and his Belgian colleagues have
collected nearly eighteen hundred blood samples from eight different popula-
tion groups, including pygmies from the Ituri Forest, hospital patients from
Stanleyville, and schoolchildren from the two principal ethnic groups in
Ruanda-Urundi, the Tutsi and the Hutu. Most of these samples are finger-prick
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specimens mounted on glass slides and examined in local laboratories the same
day, but more than seven hundred are samples of whole blood, which are then
refrigerated and flown back to Motulsky’s department at the University of
Washington in Seattle.

As Jean Vandepitte bids farewell to Arno Motulsky at the airport, neither man
has any inkling of the additional significance which one of these 5-milliliter
blood samples will assume just over a quarter of a century later.

Independence arrives, and the countries where Motulsky obtained his speci-
mens subsequently become known as the Democratic Republic of the Congo
(DRC),2 Rwanda, and Burundi. Over the next few years, all three experience
tragic events, as ethnic tensions and the meddling of foreign powers combine to
promote upheavals, violence, and bloodshed. Meanwhile, back at the University
of Washington, various tests are conducted on the blood samples, and a series
of papers published in journals of genetics.®

Several years later, Moses Schanfield, a professor from Emory University,
contacts Motulsky to ask if he can undertake further genetic studies on the
Congo cohort, and the remaining 672 frozen plasmas are flown to Atlanta.
Finally, in 1985, they change hands once more, and are given to another Emory
professor, André Nahmias, who has an entirely different interest. He wants to
test them for the presence of antibodies to a virus that has suddenly entered the
medical limelight — the virus that causes AIDS. He examines not only the
Motulsky samples, but a further 500 plasmas originating from South Africa,
Mozambique, and Congo-Brazzaville, and collected at various times between
1959 and 1982.

Over the next few months, the specimens are examined exhaustively, first
at Emory and then at Harvard; the results are then confirmed at two other lab-
oratories, by a total of four different testing procedures.* Of all the plasma
samples, just one comes out strongly positive on all the tests. Its code number is
L70, and it comes from a group of ninety-nine specimens taken in 1959, some-
where in or around Leopoldville.

In the mid-eighties, scientists are just awakening to the possibility that
HIV (as it will soon become known) may have been present in sub-Saharan
Africa for some years before the recognized start of the AIDS epidemic in
North America and Europe in 1981, and the Nahmias investigation provides
the first really dramatic evidence in support of this hypothesis. No further
details appear to be available, however, about the source of the L70 sample.
In the 1986 letter to The Lancet in which he reports the results of his investi-
gations, Nahmias comments simply: “The identity of the donor is no longer
known.”
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Nearly four decades have passed since his trip to Africa, but Arno Motulsky,
now professor emeritus, still lives in Seattle and is still a man of spiky brilliance.
And his papers do reveal a little more about the identity of the L70 donor. They
record that the blood was taken from a Bantu male, one of seventy-eight men
in the group of ninety-nine designated as “Leo.”® Unfortunately, of all the twelve
groups tested by Motulsky,” there is less documentation about the “Leo” series
than any of the others. Motulsky says that most of them were normal members
of the population, and that around 20 percent were hospital patients.® The
identity of the hospital is not recorded, although Jean Vandepitte, now profes-
sor emeritus at the University of Leuven and the Institute of Tropical Medicine
in Antwerp, believes that it was probably that at Lovanium, the great campus
the Belgians constructed on the outskirts of Leopoldville, and which many
consider to have been their parting gift to the country they ruled for seventy-
five years.®

Whatever, it appears that this tiny amount of blood, taken in 1959 from an
unknown man living in the city now known as Kinshasa, the bustling capital of
the Congo, represents the oldest specimen of the human immunodeficiency
virus in existence. We shall return to it later in the story.

As with the early course of a river, where water may seep unnoticed through
sphagnum bogs, or plunge underground through limestone, so with the early
course of a new disease. It is, of course, entirely possible that the first traces of
an unusual and hitherto unseen condition (especially a disease syndrome with
a diverse range of presentations and a long latency period, like AIDS) will pass
by unremarked. There again, perhaps because of serendipity, or an especially
conscientious team of doctors, it can also happen that the crucial clues are
noticed and recorded for posterity.

OnJanuary 31, 1959, just as Arno Motulsky was leaving for Africa, a twenty-
five-year-old man from Reddish, a working-class suburb adjoining Manchester,
was getting engaged. At the same time (though he could not have known it)
he was becoming involved in a chain of events that would end up with his
becoming public property, part of global folklore. For this man, David Carr,
was about to become inextricably entwined with the early history of the AIDS
epidemic.

By that year, Reddish was a place in decline. Cotton manufacturing was mov-
ing overseas to new nations where wages were lower, and the town’s huge mill
finally closed its doors at the end of 1958. Many were reemployed at the brew-
eries and railway repair yards, but the soul of Reddish seemed to have departed,
together with much of its disposable income. There was only a light scattering of
TV aerials on the long terraced roofs around the mill. For the fortunate few in
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the black-and-white flicker below, Harold Macmillan was meeting with General
Eisenhower, issuing joint communiqués from Chequers, reminding Britons
that — with a nuclear deterrent of their own — they were one of “The Big
Three,” telling them they had never had it so good.'° Not all believed him.

The country that had, until recently, viewed itself as lying at the fulcrum of
global activity was now in reality a leviathan, grown loose-eyed and sleepy; still
touched by memories of wartime sacrifice and ration books. Its grandiose
dreams were fading, as one by one the countries of Africa and Asia were granted
freedom; the sun was setting on an empire over which, it was once boasted, the
sun never set.

Dave Carr was a former seaman, a local Reddish lad with crinkly eyes and wavy
brown hair. “Elsie,” his fiancée, was from northern Manchester; she had a strik-
ingly trim figure and bright red hair, worn in a perm. They worked within yards
of each other in the city center — he as a printer on the Manchester Evening
Chronicle; she as a mantle machinist, making ladies’ gowns and raincoats. Each
had a good sense of humor, but whereas Dave was easygoing, Elsie was strong-
willed and known for speaking her mind. Their friends thought them a perfect
match. To save money, they had bought the engagement ring from a pawnbro-
kers’ shop — a pledge made but broken, never redeemed.

Whether or not Dave and Elsie were planning an early wedding is a moot
point, for since the end of the previous year, Dave’s health had suddenly col-
lapsed. Throughout 1958 he had suffered from small but persistent ailments —
chronic gingivitis, and a funny measles-like rash on his back and shoulders, for
which he attended a local skin clinic on a monthly basis, receiving steroid
creams and two courses of radiotherapy. In November, he had to have part of
his lower gum removed in a gingivectomy, but for some reason, the wounds
never healed properly. Then, toward Christmas, he developed a nagging cough
and began having serious problems with his breathing. He had only to walk a
few hundred yards or climb a flight of steps to end up gasping, panting, propped
up against wall or lamppost. He was losing weight as well — a lot of it.1!

In the weeks that followed the engagement, Dave Carr got substantially
worse. In February the hemorrhoids and pruritis ani from which he had suf-
fered intermittently for years suddenly became more inflamed, and he devel-
oped a painful sore around the anus. The weight loss, night sweats, and fevers
also became more pronounced, and now his chronic cough began bringing up
mucus which was flecked with blood. He began to take more and more time off
work at the Chronicle, and after work, over a pint, his mates would talk in
undertones about leukemia, or about his picking up some strange bug while
swimming in the local canal or during his National Service in the navy.
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In March, Dave began seeing a private consultant, Dr. Charles Don. On the
morning of his second appointment, in early April, a telegram was delivered,
requesting a postponement, but Dave’s parents told him to turn up anyway. It
was as well that he did. Dr. Don took one look at his patient’s anal fissure, now
three inches long, and arranged for him to be admitted to the Manchester Royal
Infirmary. Ward M4 (male) at the MRI was to become Dave’s home for the next
five months.

The physicians in charge of the ward, notably the senior registrar, John
Leonard, and the senior house officer, Trevor Stretton, were baffled by David
Carr’s various maladies — the weight loss, persistent cough, breathing difficul-
ties, the sore on his bottom, and the small “blind boil” that had appeared at the
tip of his left nostril. All they knew was that here was a man just a few years
younger than themselves, who until recently had appeared quite healthy, and
who was now wasting away before their eyes, strafed by a series of apparently
untreatable infections.

Their first response was to suspect miliary TB, an unusual form of tubercu-
losis, but when Dave failed to respond to the appropriate drugs, they wondered
about sarcoidosis,'? and the collagen diseases (nowadays known as autoimmune
disorders). They had already checked all the known cancers and lymphomas, but
now they began to wonder about the possibility of an unknown malignancy.

Of course, they asked him questions about his past, about his time in the
navy — and noted that he did not recall having any tropical diseases. They
tested for syphilis and found him negative, but they did not question him about
his sexuality, for such matters were less frequently and openly discussed in 1959
and, in any case, did not seem relevant to the case. They tried further radio-
therapy, together with chemotherapy, steroids, and an even wider range of
drugs. Once or twice he picked up briefly, for a week or two, but the remission
never lasted.

By June, Dave’s fevers were becoming more frequent, and his breathing
steadily worse. The spot in his nostril became an ulcer, which started eating
away at his nasal cartilage and upper lip; shaving became impossible, so he grew
a mustache, but it did little to hide the spreading open wound from view. The
anal lesion also grew, until it became an excavated sore the size of a small foot-
ball, covering most of his buttocks. A cradle was placed over him to keep the
weight of the blankets from his body. But most dramatic of all was the emacia-
tion. One year before, David Carr had been a strapping lad of 185 pounds,
broad-shouldered and somewhat overweight for his five foot seven inch frame.
Now, however, his face was drawn and his bones clearly visible through the
skin. Elsie and his parents called at the hospital every day, but Dave began to
discourage visits from friends.
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Just a few days before Dave and Elsie’s engagement, an unusual death occurred
in Canada, at Toronto General Hospital. The deceased was a thirty-six-year-old
Japanese-Canadian man, who had been admitted six weeks earlier with severe
breathing difficulties. Eventually he suffocated to death. At autopsy, Dr. John
Barrie, a British émigré pathologist, found a honeycomb of cyst-like cavities
throughout the man’s lungs, which he ascribed to Preumocystis carinii, a rare
pathogen that takes advantage of a state of lowered resistance in the human
host.

However, in the case of this patient, George Y., there were no clear indica-
tions as to what might have caused his resistance to be diminished, and for this
reason Dr. Barrie wrote a paper about the case, which was published the fol-
lowing year.'® “We are not aware of any reports of deaths in adults which have
been caused primarily by infection with Prneumocystis,” wrote Barrie, in the
introduction. He reported that the patient had been well until March 1958,
when he had experienced a five-day fever with chills, headache, and nonpro-
ductive cough, an episode that was repeated several times in the following
months. In late October, he began to experience sharp pains in his chest,
drenching night sweats, and pronounced weight loss. By December 1958, when
he was admitted to hospital, he was losing weight dramatically, had chest pains,
and would become breathless after the slightest exertion. The physicians
administered a range of drugs in a bid to save his life — culminating in 100 mil-
ligrams (a very heavy dose) of a steroid, prednisone, every day for the final fort-
night. At the autopsy, the only contributory factor noted was a mild cirrhosis of
the liver, presumably from drinking.

In 1991, I located Dr. Barrie, by then in his late eighties, and he managed to
procure a copy of his original autopsy report. This revealed that George had
worked as a sawmill operator during the forties and then, for ten years from
1948, as a carpenter in Edmonton, Alberta. In 1958, however, he abandoned his
steady job and migrated north to work in the Northwest Territories. It was when
he arrived there in March that he suffered his first illness, followed by another
in May, when“he developed . . . avirus infection common in the camp in which
he was working at that time.” Something, it seems, had caused George Y. to
become immunocompromised at some point during the final year or so of his
life, leading to his demise from PCP in January 1959.

A few months later, in June of that year, Prneumocystis carinii pneumonia was
responsible for another most unusual adult death at the Kings County Hospital
in Brooklyn, New York. The patient, Ardouin A., had been born in Jamaica of
Jamaican parents, but the family had moved to Haiti when he was seven, and he
emigrated from there to the United States ten years later, marrying a Haitian
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émigré soon afterward. Ardouin was an attractive man, with slicked-back hair,
a thin mustache, and sharp dress sense — and he apparently had several girl-
friends on the side. He also had several jobs, but after the Second World War
began working as a shipping clerk for a dress manufacturer on Seventh Avenue
in Manhattan — a post he was to keep for the rest of his life.

Ardouin had never been seriously ill in his forty-nine years, but in March
1959 his smoker’s cough became more severe and productive of large amounts
of sputum, and he began losing weight. By June, his chest pains and wheezing
had gotten so serious that he was admitted to hospital, where he was quickly
placed on a respirator and treated with steroids. His doctors asked many ques-
tions and wanted to know whether he had ever been to Nevada, which suggests
they thought he might have been present at an atom bomb test; he had not.
They also tested his blood, bone marrow, and urine (including a check for
beryllium content, since he had apparently broken a fluorescent lamp some
while earlier), but found nothing untoward. Ardouin, meanwhile, became
weaker, and told his family that he wanted to be buried in his blue suit. His
prognosis was correct, for on June 28 he had to have a hole cut in his windpipe
to assist his breathing, and he died later the same day.4

His widow was terrified, fearing that voodoo was involved — while the
pathologist, Gordon Hennigar, was mystified as to why he could find no under-
lying disease that might explain why the Prneumocystis infection had taken hold
and proved so remorseless. The case was sufficiently unusual to be written up
in two medical journals,'® and although one of the papers pointed out that the
white blood cell count had sometimes been high (which might suggest a leuke-
moid reaction), its conclusion was that Ardouin represented “the first reported
instance of unassociated [Prneumocystis carinii] disease in an adult” Dr.
Hennigar, meanwhile, decided to pickle Ardouin’s lungs for posterity.

While Gordon Hennigar filled his bell jar with formalin, back in the Manchester
Royal Infirmary, David Carr’s symptoms were progressing inexorably. By July,
the latest theory of his doctors was that he was suffering from Wegener’s gran-
ulomatosis, a fatal disorder of the connective tissue that often involves the res-
piratory tract. Altogether, just fifty-six cases of Wegener’s had been recorded in
the medical literature.6

Dave kept cheerful to the end, but by August he and Elsie and his parents all
knew that he was dying. At this stage, pustular ulcers were appearing on his
stomach, inner thighs, and fingers, over both his lips, and inside his mouth. He
developed spiking fevers and found it more and more difficult to breathe. He
had what appeared to be an untreatable pneumonia, and sometimes he became
cyanotic, with his extremities turning blue from lack of oxygen and his fingers
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swelling at the tips. In the final week of his life, he was put in a separate room
and treated with Euphoricus, a sedative cocktail of morphine, cocaine, and gin.
At three o’clock on the afternoon of August 31, as he was being lifted on to the
commode, he died.

It was only when the tissues taken at autopsy were examined microscopically
by pathologist George Williams that two unexpected conditions were identi-
fied. One was disseminated “cytomegalic inclusion disease,” a condition caused
by a virus that, the following year, would be renamed cytomegalovirus, or CMV.
The other was Pneumocystis carinii pneumonia, PCP.

Thus, in the first eight months of 1959, three apparently healthy men from
different parts of the world died primarily as a result of PCP, a disease previ-
ously unrecognized in healthy adults. During the next twenty-five years, the
doctors who had been involved with these three patients, either alive or dead,
continued to be intrigued by their illnesses, and by the continuing mystery of
underlying cause. At times they would review their papers, and wonder about
this possibility or that — exposure to some toxic agent, an undiagnosed cancer
or leukemia, a congenital immunodeficiency that they had failed to spot. But
none of these tentative explanations was entirely convincing. It was only in the
eighties, after the recognition of the AIDS epidemic, that a solution to the mys-
tery seemed to have emerged — for between 1983 and 1987, several researchers
proposed that these three deaths might represent pre-epidemic cases of AIDS.Y

Were they right? Was David Carr in Reddish an antecedent of the coming
epidemic? Were George in Toronto and Ardouin in New York? Were these men
the harbingers of a new disease beginning its global spread, the earliest, unfor-
tunate infectees with some new pathogen that was already — in 1959 —
becoming widely dispersed, albeit extremely thinly? This is one of the hypothe-
ses that we will be investigating in some detail in the course of this book.

As the condition of David in Manchester deteriorated ever faster, and as
Ardouin in Brooklyn entered the final week of his life, a very different event was
taking place in Washington, D.C. Whereas the savage disease processes affecting
these two men were graphic reminders of how, even in the best-equipped med-
ical systems in the world, nature could still get the better of doctors, this latter
event was essentially a celebration of the triumph of modern medicine over
disease.

Poliomyelitis, until then the most dreaded of illnesses, the one that caused
authorities to close down schools and swimming pools, and that persuaded
people across America to donate their small change to the March of Dimes, was
about to be vanquished, and the world’s pre-eminent virologists and physicians
had gathered in the national capital to witness the coup de gréce.
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The event was called the First International Conference on Live Poliovirus
Vaccines, and among the seventy attendees from the ranks of the great and
the good were two doctors — Albert Sabin and Hilary Koprowski — who had
probably done more than any others to bring about this hugely popular scien-
tific achievement, this metaphorical lunar landing of the fifties. Both of them
had developed their own sets of oral polio vaccines (OPVs), and all the in-
dications were that the United States was about to adopt either Sabin’s or
Koprowski’s strains. In fact the stakes were even higher, for it was apparent that
whichever vaccine set was approved in America would — in all probability —
be adopted by the rest of the world also.

The principle of vaccination is that a tiny amount of a virus (either a weak-
ened live virus, or else a virus that has been killed by chemicals like formalin) is
introduced to the vaccinee, whose immune system responds by producing the
appropriate antibodies. The subject will then be protected against exposure to
the “wild” form of the virus found in nature, which might otherwise cause seri-
ous disease. In the case of poliomyelitis, the first vaccine to be adopted for gen-
eral use in America— in 1955 — was the killed vaccine developed by Jonas
Salk. Referred to by scientists as an inactivated polio vaccine, or IPV, this prepa-
ration had already, by 1959, been given to millions of children around the
world. It was, however, gradually falling out of favor by the end of the decade —
and not just because sugar lumps are more popular with kids than shots in the
arm. More crucially, there were demonstrable problems with its safety and
effectiveness. In one infamous episode, the “Cutter incident,” hundreds of vac-
cinees and their close contacts contracted polio because a batch of vaccine had
been improperly inactivated.'® Furthermore, by the end of the decade, an
increasing number of vaccinees were becoming paralyzed even after receiving
the full course of three shots, showing that not all batches of the vaccine were
protective.

By 1959, many virologists were persuaded that the more easily administered
oral vaccines of Sabin and Koprowski were also capable of giving longer-lasting
protection. On the question of safety, opinions were more divided. The live
poliovirus in OPVs has first been weakened, or attenuated, by a series of pas-
sages* through animals (such as rodents and monkeys) or through tissue cul-
tures (layers of cells — typically from chicken embryos or the kidneys of
monkeys — that are kept alive under laboratory conditions). However, the the-
oretical side of attenuation (relating to what causes the poliovirus to become

* Passage: With regard to a virus, passage involves inoculating the virus into a foreign host (a dif-
ferent animal species from its natural host) or foreign tissue culture, allowing it to multiply, and
then harvesting it again. This often causes genetic modifications to the virus, including a reduc-
tion in its ability to cause disease.
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innocuous for humans, and what keeps it that way) was still shrouded in mys-
tery.®® For this reason there was considerable interest when, in a discussion ses-
sion on the fourth day of the conference, Professor Albert Sabin made a
dramatic accusation.?

He repeated a claim that he had first made three months earlier, in an article
in the British Medical Journal,?* that at least one batch of his rival Koprowski’s
CHAT vaccine, which had been fed to hundreds of thousands of vaccinees in
the Belgian Congo, had been contaminated with an unidentified simian virus,
one that had nothing to do with polio — but which, like polio, was cytopathic
(it killed cells when introduced into monkey kidney tissue culture). The unspo-
ken inference was clear — that such a virus might also do damage when intro-
duced into human beings.

A renowned Swedish virologist, Dr. Sven Gard, who had been on several
months’ sabbatical at Koprowski’s research center, the Wistar Institute, spoke up
in his defense. Gard said that he had tested the same lot of vaccine for the pres-
ence of extraneous virus, both in Sweden and the United States, and had found
nothing.?

And there, apparently, the matter rested. Certainly there is no further refer-
ence to the affair in the published record of the conference. But by voicing his
concern, Albert Sabin had invoked a specter that was hovering over the pro-
ceedings — the fear that OPVs, even while they were bringing the most feared
viral disease of the era under control, might also be introducing new and per-
haps more sinister viral agents into mankind, ones that proliferated during the
process of vaccine manufacture.

This was a fear that was to become very much more substantial over the
years that followed, as virologists began to learn a lot more about tissue cul-
tures, especially monkey kidney tissue cultures, and the many ways in which
they could become contaminated. Naturally, new procedures were introduced
to ensure the safety of vaccines. But many of these men, when they looked back
years later with the benefit of hindsight, would shiver at the risks which they
had inadvertently taken in those days of blissful ignorance, those days of hope
and courage, in the fifties.

Put the slide back in the case. Pick another. Here, try this one, from the nineties.
Let us see whether it provides a different perspective — one that benefits from
the accumulation of scientific wisdom. Perhaps try another lens, too. Some, of
course, may have the corrective properties of hindsight.

It is March of 1993. The intervening years have seen further great victories
for vaccination programs and the public health system, with the conquest of
smallpox, and the suppression of malaria, measles, and cholera. But they have
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also witnessed significant reverses, such as the emergence of AIDS and the re-
emergence of tuberculosis.

And now, almost thirty-four years after that first international conference on
live poliovirus vaccines, Albert Bruce Sabin has died peacefully at his home in
Washington, D.C., at the age of eighty-six. Despite his many achievements dur-
ing more than six decades of scientific toil 2% he was always best known for his
development of the OPVs, which would later be adopted in almost every coun-
try in the world. Now, in 1993, the World Health Organization is promoting a
campaign of global poliomyelitis eradication by the year 2000.2* Even if this
may be optimistic, polio is likely to become only the second viral disease to be
conquered by human intervention, a state of affairs that owes much to the suc-
cess of Albert Sabin’s slightly dirty-looking sugar lumps.?®

One of Sabin’s many other achievements was to identify a herpes virus of
monkeys (B virus, or herpes B), which is harmless to its natural host but almost
invariably fatal when transferred into humans, as evidenced by the deaths of
some two-dozen monkey handlers and laboratory workers since the thirties.?
Sabin’s discovery of herpes B virus identified what then seemed the most for-
midable danger inherent in handling monkeys and their organs, and facilitated
the adoption of minced monkey kidneys as a tissue culture for in vitro research
and for the cultivation of viruses. This in turn paved the way for the golden
age of virology in the fifties, and the production of polio vaccines on a commer-
cial scale.

During his final years, Albert Sabin became increasingly concerned by the
problem of AIDS, and wrote articles and letters about the problems inherent in
developing an effective vaccine against the syndrome. The last of these was pub-
lished in Nature a fortnight after his death.?” Like its predecessors, it predicted
that attempts to vaccinate against HIV would prove unsuccessful, and ended
with the words “In my judgment, it would be disastrous to continue the current
inadequate methods of study of HIV and SIV* vaccines, and to carry out large
scale tests in humans of vaccines without adequate evidence that such vaccines
can protect against natural infection.” From such an eminence grise, these were
powerful final words of warning.

Five weeks after Sabin’s death, an obituary was published in Nature.?® It
opened with a reference to “the heroic age of poliomyelitis research” and an
acknowledgment that Sabin had been “one of the heroes,” before moving on to
review Sabin’s life and works. By this stage of the obituary, the observant reader
might have begun to suspect that writer and subject had not always been in
agreement.

* SIV: Simian immunodeficiency virus, the monkey equivalent of HIV.
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This was frankly admitted in the final paragraph, which read:

At one time, Sabin and | became adversaries over the selection of polio
virus strains to be used as oral vaccines. This did not affect our long-
lasting friendship and mutual respect. In a letter to me written just a year
ago, reviewing a paper speculating that AIDS started with polio vaccina-
tion in the Belgian Congo,?® Sabin expressed his opinion that this was “a
most irresponsible and uncritical communication.” Courageous and
wise. This is how I see him. I will miss him sorely.

The obituary was signed Hilary Koprowski, from the Wistar Institute in
Philadelphia.

Several of the scientists who knew the two men from the time of their great
rivalry in the fifties and early sixties were intrigued by the obituary. They too
had vivid recollections of the period, though their memories were rather dif-
ferent from Koprowski’s. They spoke of two Jewish émigrés from Eastern
Europe, both possessed of keen intellects and quick tempers — coupled, how-
ever, with great powers of persuasion (and, in Koprowski’s case, of charm).
They spoke of two men cast from the same mold, men who shared many of the
same tendencies and personality traits — but who had somehow evolved into
polar opposites.

Few of them recalled any tangible friendship (let alone one that was long-
lasting) between Sabin and Koprowski, or remembered demonstrations of
mutual respect. Instead, they spoke of a bitter enmity that had been barely — if
at all — concealed in their respective articles in the medical literature and
papers delivered at the great virology conferences of the day. They remembered
the occasions when the great men had posed together, smiling, for the photog-
raphers, and then each had swiftly turned on his heel the moment the cameras
were packed away.*® This rivalry, some of them hinted, had perhaps stemmed
from the fact that Koprowski had been the first to feed an oral polio vaccine to
humans in 1950, fully three years before Sabin had entered the field — and yet
it was Sabin’s vaccines that had been licensed, Sabin who had won the lasting
acclaim. “Koprowski and Sabin hated each other,” one contemporary told me.3!
“Salk, Sabin, Koprowski, Cox — | would have loved to see them tag-team
wrestling,” said another, referring to the four great polio vaccine-makers.*?
“They were fighting like dogs over a bone — about who would make the vac-
cine of choice,” said a third.*

Given this history, many scientists were dubious about Koprowski’s motiva-
tion for praising Sabin’s wisdom — particularly as, in the same breath, he noted
Sabin’s rejection of a theory that suggested that one of his (Koprowski’s) vac-
cines had given birth to AIDS. Perhaps in 1993 few scientists would have
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recalled that, back in 1959, it was Sabin who had introduced the first slither of
doubt about the safety of this very vaccine.

All'in all, there was much that the obituary left unsaid, some of which has
great relevance for the story that follows. We shall return to the tale of the obit-
uary writer, and his uneasy relationship with his subject — a relationship that
helped define the characters of both men — later in this book.



FROZEN IN SPACE:

A RURAL EPICENTER IN AFRICA

Sometimes a statement or a version of events gets repeated so often that it
becomes accepted by a large part of humanity as fact, even when the supporting
evidence has been disproved long before. This is one of the ways in which myth
can take over from reality. An example of acommonly accepted myth in the pub-
lic mind would be that HIV came from the African green monkey — a claim
that began with an erroneous report based on a lab contamination in the mid-
eighties, but which is still believed by many people to this day. Like many myths,
if taken literally this version of events is incorrect, but if regarded as a broad rep-
resentation of the truth that the human viruses causing AIDS originated from
viruses found in various African monkeys, then it has some merit.

This chapter introduces several different aspects of the origins investigation by
focusing on another popular AIDS myth — that the disease emerged from the
area bordering Lake Victoria in eastern Africa, and specifically from Rakai district
in Uganda and Kagera region in Tanzania. This scenario began with the observa-
tion that a particular area was heavily stricken with AIDS, and continued through
local mythology (attempts to explain the calamity) to another sort of mythology,
peddled by Western reporters: that here, perhaps, lay the source of the global pan-
demic. Such versions of events met the needs of specific groups of people at par-
ticular moments in time — and although they contained a kernel of truth, a
figurative integrity, the reality, as we shall see, was rather different.
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(Kasensero, southwestern Uganda, August 1986)*

Down at the lakeshore, the water fell in tiny waves on the beach. The waves
made light, careless slaps as they fell on the shallow sands, and the rhythm was
uncertain, varying as it did with the vagaries of the onshore wind. The waves
pressed forward one after the other, not quite reaching as far as the long, nar-
row fishing boats, which had been dragged up on the beach, among the rubbery
lacustrine shrubs that grew there. A few cattle grazed lazily on these shrubs,
their great lyre-shaped horns rising and falling, sometimes knocking against
wooden gunwales, as one or other tried to flick away the flies that swarmed in
the noonday heat. Fifty yards away, back in the village, smoke curled up as the
first of the day’s catch was committed to the fire.

Half an hour later the French photographer Roland Neveu and | took our
places on a couple of wooden crates in the strip of shade beneath a corrugated
iron roof, and began eating chunks of oily Nile perch from enamel bowls swirled
with garish color. The fish would have tasted sweet even without the long, bumpy
drive that had occupied much of the morning — from the village of Kyebe, up
on the hill, over the rutted tracks of the smugglers’ road as it wound across the
swamp toward Kasensero.

Babies played in the dirt near the drainage channel that ran between the huts,
and every few minutes a woman would emerge, stooping, adjusting her khanga
around waist or breasts as she did so, to scoop up an infant who had strayed too
far, or to hang out washing. Sometimes she would smile across at the strangers
who sat on the crates. Most of the people of the village seemed to be young: in
their teens or early twenties.

Lunch over, | wandered off to locate one of the few men in the village who
spoke English. John had arrived in Kasensero from Masaka, the regional capi-
tal, a few months before: there were hints of trouble at home and a forced
departure. Since his arrival, he had become relatively wealthy — from fishing,
he claimed, though most of the local youths were also involved in smuggling
sacks of coffee, car tires, batteries, and blankets across a small arc of Lake Victoria
from Tanzania, a few miles to the south. Whatever, John was rich enough to
have a girlfriend, and to see her two or three times a week. The rest of the time
she worked as a bar-girl at one of the mud-walled hostelries in the main street;
on these evenings she usually spent the night with other men.

John looked fit and healthy. He felt so, too. He was not, he explained, one of
those affected by this strange sickness that had recently appeared in the region,
causing so much death and misery.

In the late afternoon, as the shadows lengthened beneath Kasensero’s single
tall tree, one of the elders called a meeting, so that the villagers could tell us about
the disease, which had first arrived there some four years earlier. Since that year
of 1982, over a hundred people — both Kasensero residents and those who came
down to the lake to fish, or smuggle, or sell their bodies — had succumbed to the
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new disease. These persons had died in a variety of nasty ways. The mouths and
throats of some had filled with a strange, creamy paste that would not go away;
others had been racked with coughs and fevers, had developed sores on face and
body, or had been plagued with constant diarrhea.

The one common factor seemed to be that nearly all had become thin and
shrunken, like the wraiths and ghouls and nightwalkers that are a constant
theme in Kiganda folklore. It was perhaps for this reason that the Baganda
peoples of Kasensero and the surrounding district of Rakai (and, later on, the
central part of Uganda around the capital, Kampala) readily identified the sick-
ness as something unprecedented in their area — and as a single entity, rather
than a syndrome of many different conditions.? And since this was clearly a new
disease, they chose a new name for it: a descriptive name, but also one that
was sweet and rather sad. The Baganda love playing with words and, given the
violence of their recent past, have developed an affinity for hidden meaning
and double entendre. What is more, as a nation of shopkeepers, they have
taken brand names and the other paraphernalia of capitalism to their hearts.
And so, with a playful nod to the cut then popular in Western shirts and to the
elfin figures then fashionable among Western women, they called this new dis-
ease “Slim.”

The shadows moved on the ground, and the people beneath the great tree
spoke out. They said that Slim had come from over the border, from Tanzania.
Some said it had started because of witchcraft, after Ugandan traders had
cheated their Tanzanian counterparts. Others denied this, saying it had come
with the soldiers who had invaded the country and overthrown its tyrannical
ruler, 1di Amin Dada, seven years earlier. Some remembered a morning of bom-
bardment by rocket, saba saba in the local slang, which caused Amin’s soldiers
to flee the area — and they said Slim started then, on that day of madness and
crescendo. Another, older man said that it was a punishment from God —
divine retribution for too much greed and loose living. Yet another speaker had
heard about this sickness on the radio — about the fact that it was rife in
America among men who loved men, and among those who took drugs. This
was not an African disease, he explained, this was something brought by the
whites, by the bazungu. There were murmurs of agreement, and a sudden shriek
of nervous laughter from one of the men at the back.

Several of the speakers identified the first case of Slim as being a woman
called Regina, who had died in 1982. She had been a trader and part-time pros-
titute who had conducted regular trips to Lukunyu, the small port some six
miles south of Kasensero, just past where the great Kagera River unloads into
Lake Victoria, but still a mile or two from the border with Tanzania.

Presently, somebody asked us what we knew about Slim: what could be done
about it; what medicines were available to fight the disease? Embarrassed, we
looked at each other; eventually it was | who spoke. There were no effective
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drugs at present, | told them — though, Roland added, some of the best scien-
tists and doctors in the West were searching hard for a cure. The only way to
fight this thing, 1 went on, was to avoid having injections with needles that had
been used on other people and that had not first been sterilized in a flame, or in
boiling water — and, above all, to avoid having sex unless one was protected by
a condom. Earlier, we had seen a few condoms on sale at a store in the trading
center of Kyebe, up on the hill, but there seemed to be none in Kasensero. A
while later the meeting broke up — and some of the villagers were visibly and
audibly disgruntled as they moved away.

Down on the shoreline, the waves slapped away lightly — slip, slap, slip, slip,
slap. These were love-slaps, tenderly given, like those which some Ugandan
women bestow on their men when they have finished making love.

I still look back on that day with a mixture of sadness and horror. | replay the
scene over again, and hear the villagers’ question: what can you tell us to help us
save our lives? And | recall how we answered: go and buy a small package from
a store which is three hours’ walk away, something that most of you cannot
afford and that many of you do not know how to use and that, even when you
do know, you will hate with an angry, stubborn passion. You men, unaccus-
tomed as you are to public speaking about sex, will make boyish jokes about it
being like sucking a sweet with the wrapper still on. While you women, less
inhibited perhaps — at least among yourselves — will throw up hands and
shriek and laugh, and then claim, indignantly, that such a tiny, sticky thing
would become lodged in the vagina, and prove impossible to extricate. | hear
your voices now; | hear your mirth, your indignation, your embarrassment.
“Skin on skin,” I hear you say; “it is the only way.”

Some years later, | phoned Roland at his new home in Los Angeles, and we
talked about Kasensero. God, he said, | wonder how it is today. | wonder how
many are still alive. We talked about the people who had helped us for those few
days in the August of 1986 — about the grave, dignified council chairman
Joseph Ssebyoto-Lutaya, about Jimmy Ssemambo, the health assistant who was
always smiling, always eager to help, and Perpetua, the woman who did the
injections with a few blunt needles in the front room of her house, and who
insisted, in a whisper, how she boiled them after every use. We recalled those
bumpy drives around Kyebe subcounty when, bearing cameras and notebooks,
we joined the great throngs at the funerals among the banana trees. We remem-
bered how Joseph and Jimmy led us to trading centers to talk with knots of wor-
ried youths, to smallholdings where grandparents had only grandchildren left
to care for, and to houses where young men and women were dying dreadful,
fetid deaths, laid out on pallets of straw in their own front rooms.
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When | first wrote this passage, in 1995, | was thinking of Joseph and Jimmy
and others like them, in the hope that despite the desperate unfairness of being
born in that time and that place, with a fatal virus lying in wait in bloodstreams
all around, threatening such awful consequence for such small and innocent
transgression . . . in the hope that, despite all this, they were not too stubborn.
And that somehow, miraculously, they had managed to survive.

Just a few months later, a friend of mine visited Kasensero, and returned
with sad news. Joseph, he told me, had died of Slim in November 1992, and his
wife two months later. Jimmy had also succumbed, in the June of 1995. Like so
many others in Rakai district, and in Uganda, and elsewhere around the world,
they too had ended up paying an inappropriate price for those few brief
moments of pleasure and intimacy.

They were successful — the articles, the photographs, the video.® They struck a
chord. And in the months that followed a new profession — journalists — joined
the fishermen, smugglers, and bar-girls bouncing along the long, rutted track
down to Kasensero. By that stage, it was certain that Slim disease was a form of
AIDS, albeit a more enteropathic presentation than that usually witnessed in
Europe and America (largely because the pathogens in a tropical African envi-
ronment are different from those present in San Franciscan bathhouses or shoot-
ing galleries in Edinburgh). By then, doctors in Kampala had taken blood from
hundreds of patients with Slim, including some from the lakeside port, and deter-
mined that the great majority contained antibodies to HIV.#

The patient histories strongly suggested that here was an AIDS epidemic
driven by straight sex, rather than by gay sex or by junkies sharing needles, and
the Western press was awestruck by the implications. Here was something else
to have come “Out of Africa,” they informed their readers: here was the dark,
sinister counterpoint to the mellow vision that had swept the 1985 Oscars.
Many could not resist this apocalyptic vision of a new virus, incurable and fatal
for humans, which had somehow escaped from the lakes and forests to begin its
slow, inexorable sweep around the globe.

The newspaper and magazine reports that followed varied from the carefully
researched to the sensational, but they all bore the underlying sense that what
was happening in Kasensero, in Rakai district — indeed, in Uganda and in sub-
Saharan Africa as a whole — might be happening before long in a neighbor-
hood closer to home.®

The questions which most fascinated the reporters were the obvious ones:
how had HIV arrived here, and what had caused such a cataclysmic explosion
of AIDS in the general population of such a remote place? Clearly something
extraordinary had happened, for in 1987 there was no other rural zone in the
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world that had seen devastation like that in Rakai district and the neighboring
Tanzanian region of Kagera. Such was the impact on visiting reporters that
some even went so far as to claim that these lakeside villages represented the
source, the “core of infection,” of the global pandemic.®

The first question that needs to be asked about these small fishing villages
alongside Lake Victoria is therefore a simple one. Were the reporters right — is
this where AIDS began?

The official version of the arrival of AIDS in Uganda was given by the chairman
of the Ugandan AIDS Control Program, Dr. Samuel Ikwaras Okware, in his
address to a national seminar about the syndrome held in August 1987.7 At that
time, suggestions that AIDS might have been present in Africa earlier than else-
where still had explosive potential, especially for the careers of African doctors
involved in AIDS control. Sam Okware, therefore, did not beat about the bush.
“AIDS,” he began, “is a new disease in Uganda.

“Towards the end of 1982, he went on, “several local traders engaged in
illicit trade and smuggling across the border died at Kasensero fishing village on
Lake Victoria. This was almost two years after the disease had been reported in
the USA and elsewhere in Africa. When they died the population took it lightly,
because it was believed that such misfortune was a result of natural justice
against cheats and smugglers. Decent businessmen smiled, but smiles stopped
when spouses of the AIDS victims started dying. Everyone got concerned; the
survivors fled inland to the towns, taking with them the infection. Many spent
sleepless nights, especially those who had had affairs with prostitutes.”

This account, which by and large concurs with the one that Roland and |
were given in Kasensero in 1986, is not, however, the last word on the matter.
Several of the Western journalists who followed us to “the AIDS villages of
Uganda” asked the same guestions that we had asked, but came up with rather
earlier dates. Badru Rashid, the local political leader of Rakai district, told sev-
eral reporters that the first cases had appeared in 1979;% others reported the key
year as 1980,° but all sources agreed that the first deaths had occurred shortly
after the liberation war of 1978/9 that had resulted in the overthrow of Idi Amin.

Perhaps the most convincing interviewee was Dr. Folgensius Mwebe, head of
Kalisizo Health Center, at that time the only large medical facility in Rakai dis-
trict, who told the writer Alex Shoumatoff that he thought AIDS had made its
appearance by 1980.%° In that year, one of Dr. Mwebe’s uncles died of Kaposi’s
sarcoma, seven years after which the man’s widow and one of his girlfriends
succumbed to “classic AIDS immunosuppression.”

Such dates are lent further substance by Dr. Wilson Carswell, a Scottish sur-
geon who became a leading figure in the early fight against AIDS in Uganda. He
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believes that in 1979 or 1980 some of Amin’s ex-soldiers may have died of AIDS
in Luzira Prison, just outside Kampala. He recalls seeing some of their corpses,
which apparently weighed only about half of the normal body weight of an
African male, and he believes that certain of these men had suffered from fever,
diarrhea, and tuberculosis (the classic presentations of African AIDS).%

Also significant is the evidence of Dr. Teasdale Corti, a Canadian missionary
who worked as a surgeon at Lacor Hospital, Gulu, in northern Uganda, from
1961 until her death from AIDS in August 1996. During those years she con-
ducted more than three thousand war surgery operations, many of them on
soldiers and civilians wounded in the liberation war in 1979; she had to remove
many of the shards of bone by hand, and often cut herself in the process. She
learned that she was HIV-positive in 1985, but according to her biographer,
Michel Arseneault, was already showing many of the symptoms of AIDS
(including weight loss, pneumonia, candidiasis, and coughing) as early as 1982.
He believes that Dr. Corti was most likely to have been infected during one of
the many 1979 operations, which would be consistent with HIV having already
infected either Ugandan or Tanzanian soldiers by that year.*?

These dates are supported by evidence from the other side of the border. As
in Uganda, there is an official version, which has it that AIDS first appeared in
Tanzania in 1983, in the form of three cases from the south of Kagera region, which
adjoins Rakai district in Uganda.!® Laurie Garrett’s excellent 1988 reports for
Newsday also mention 1983, but move the location fifty miles northward, up to the
border; she records the first case as involving a Tanzanian woman from Lukunyu.4

All sources agree, however, that Kagera region, at least in the early days, was
the worst-affected part of Tanzania. In 1987, for instance, more than 60 percent
of all Tanzania’s reported AIDS cases came from there.!> Garrett, in 1988,
reports that “nearly one in five” of the one thousand inhabitants of Kanyigo, a
village near the border, had died of AIDS, and quotes local doctors as saying that
over half the young adults and over 80 percent of the bar-girls in the regional
capital of Bukoba were now HIV-positive.'6 Even if a serological survey con-
ducted in 1987 revealed rather lower HIV prevalence (for instance 24 percent
for adults in Bukoba, and 10 percent for adults in the surrounding rural dis-
tricts), these were still very high figures for so early in the epidemic.t’

But to get a more accurate idea of the first appearances of AIDS in Tanzania,
personal testimony is once again important. Dr. Margerete Bundschuh is a
German missionary doctor in her seventies, who worked in the country for
thirty-one years. Until 1980, she was based at Kagondo hospital, to the south of
Bukoba in the middle of Kagera district, and during this period she saw no cases
that — even in retrospect — were suggestive of AIDS.*8

But at the start of 1981 she moved to the hospital at Mugana, situated fifteen
miles northwest of Bukoba and a similar distance south of Lukunyu. She recalls
that in June 1981 five women from one of the border villages “in the free-trade



Frozen in Space: A Rural Epicenter in Africa 39

zone beside Lake Victoria” attended the hospital. All were suffering from anaer-
obic ulcers, which had destroyed the anal sphincter and the whole perianal
region. A man from the same area also visited at around this time; his penis was
apparently “half rotted off.” After quite lengthy treatment, but without any clin-
ical improvement, the patients returned home and were never seen again. Dr.
Bundschuh thought that the cause was the virus Molluscum contagiosum, COM-
plicated by “serious immune-deficiency.” It seems very possible that the disease
cluster may have represented a geographically localized group who had been
dually exposed to both HIV and M. contagiosum (or some other sexually trans-
mitted pathogen).

Dr. Bundschuh continues: “About one year later, we observed patients with
the full picture of AIDS — [wasting], candidiasis in mouth, serious diarrhea,
pneumonia — death. We had the impressions — sex infection, three to six
months of slow deterioration, then acute serious disease and death. At that time
there was no long stage of undetectable AIDS."*°

This valuable personal testimony, which appears to put back the arrival of
AIDS in Tanzania by one or two years, also serves to confirm some of the phe-
nomena observed in Uganda — that the arrival of the “new disease” seems to
correlate in place and time with the smuggling trade and the liberation war —
and that some of the earliest cases may have been extremely rapid compared to
the slow progression to AIDS that is familiar today.?

This hypothesis is strengthened by one other case history: that of Craig H.,
a forty-seven-year-old Scottish economist who worked in Tanzania between
November 1979 and 1981. He first reported to a Tanzanian hospital with fever
and weight loss in March 1981, but when his illness worsened he flew to
Stockholm, where he was treated for what would now be termed AIDS-Related
Complex, or ARC.?* He eventually died of AIDS-like symptoms (CMV, toxo-
plasmosis, Klebsiella pneumonia, and a cerebral lymphoma) in Glasgow in
December 1982,%2 and the diagnosis was confirmed when his stored blood later
tested HIV-positive.?® A friend of the deceased has revealed that he had sexual
relationships with hundreds of women in the course of various postings, but
that his steady Tanzanian girlfriend in Dar es Salaam — a former prostitute —
had been showing signs of weight loss and unexplained fever from as early as
June 1980, and that she subsequently died in her early thirties.?* If indeed this
woman was the source of Craig’s infection, then it took only a year or so for him
to develop his first symptoms, and three years for him to die of AIDS. We shall
return to the subject of the speed of progression to AIDS at a later point.

It would seem, therefore, that the first East African cases of Slim were appear-
ing in the Rakai/Kagera region in about 1980, and that occasional cases may
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have been cropping up in the main Ugandan and Tanzanian cities, Kampala and
Dar, at around the same time. Although this is relatively early in the epidemic —
before the syndrome was recognized and named in the United States — it cer-
tainly does not represent the first appearance of AIDS in Homo sapiens, for (as
we shall presently see) AIDS cases were cropping up in North America, Europe,
and elsewhere in Africa back in the seventies. It is therefore highly unlikely that
this region represents the source of AIDS.

However, the rural zone of Rakai and Kagera does appear to have been the
first area in the world to have witnessed a raging epidemic among the general
population. Why should this be? To examine this further, we need to look at
how the virus might have arrived here, and why — once it entered the commu-
nity — it spread so rapidly, and to such disastrous effect.

First it is worth examining the views of those living in Rakai and Kagera, in
the apparent epicenter. As already explained, the local explanations for the
arrival of this calamity included “fallout” from the saba saba® rockets used by
the Tanzanians in the liberation war of 1978/9, divine retribution for worldly
sins, and revenge wrought by Tanzanian witch doctors on Ugandan traders who
had welshed on their debts.?® Another explanation involved buwuka — tiny
insects, which were said to pass between partners during sex.?’

There are variations on these themes. Amid the glut of articles about the
AIDS villages that followed those first reports from Rakai district in 1986,%
undoubtedly the best was by Alex Shoumatoff, whose journey “In Search of the
Source of AIDS” ended down at Kasensero with the following passage: “The sick
ones here say the people of Ukerewe and Kome [islands in the Tanzanian part of
Lake Victoria] did it to them. . .. It came from there. | wonder if it is worth tak-
ing a boat to Ukerewe and Kome, and decide against it. . . . Some more enter-
prising quester can chase the elusive source over the next rise.”?° In fact, Ukerewe
and Kome are both large, quite populous islands situated over a hundred miles
away on the far shores of the lake — and a study published in 1995 found that
HIV prevalence on Ukerewe was very low compared to the rest of Tanzania.*

However, there is another possible interpretation. In 1986 | had been told
that AIDS came from the “Bakerebwe,” a group of Tanzanian witch doctors
whose exact location was never specified, but who were said by some to come
from small islands in Lake Victoria.®! Shoumatoff’s people from Ukerewe island
(or “Bakerewe™) may therefore represent another version of the witch-doctor
myth. This is supported by the fact that the traditional name for the lake in
Luganda, the tongue of the Baganda people who live in these parts, is also
Ukerewe.?? On this level, therefore, the Bakerewe could be simply “people of
the lake.”

Across the border in Tanzania, where AIDS has been christened “Juliana,” a
slightly different explanation obtains. According to Laurie Garrett, the tale
involves a Ugandan trader who, at the beginning of the eighties, used to sell a
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beautiful, patterned cloth called Juliana on both sides of the border. A young
Tanzanian woman from Lukunyu coveted this cloth to make a khanga, but
lacked the necessary money — so the trader had sex with her in lieu of pay-
ment. Other women also were attracted to the unusual pattern and some of
them, also, paid for it with sex — and these were the women, some time later,
who were the first to fall sick, starting with the woman from Lukunyu.®® The
locals concluded that the Ugandan trader must have been a witch.

The story of the merchant and his cloth has the same irresistible appeal and
moral imperative as tales from the Old Testament. However, it is not the only
explanation, for others who have lived and worked in Kagera region claim that
Juliana is also the local name for a prostitute.®

Again, the ninety-six-year-old chief of Gwanda parish in Kyebe told a visit-
ing epidemiologist about a woman from Busungwe island (which lies a mile
outside Lukunyu) who “had a black seed.”® The chief said that the woman was
“very, very beautiful,” and implied that she had had sex with many of the men
from Lukunyu and Kasensero.®® This would seem to represent a composite
version of the tale of Regina, the prostitute, and the mysterious people from the
islands in the lake.

There are thus several versions of origin, from both sides of the border, that
point to Lukunyu as the place where the epidemic “began”— and these do, of
course, contain a kernel of historical truth. Due to those straight lines drawn on
maps in Berlin in 1885, Lukunyu is administratively part of Uganda, even
though its only natural connections by land are to villages lying farther south in
Tanzania. The fact that it is cut off from the rest of Uganda by the Kagera River
means that, even more than Kasensero, it has become a de facto duty-free port
and a center for contraband and prostitution. Beginning in the mid-seventies,
as the Ugandan economy collapsed in the wake of Amin’s expulsion of the
Asians, the two lakeside villages became key venues for smuggling, especially of
coffee. They attracted young and energetic entrepreneurs who were willing to
run the gauntlet of Amin’s infamous Anti-Smuggling Unit, whose officers were
not renowned for taking prisoners.®” Not only Ugandans and Tanzanians were
involved: according to various sources, Kenyans and Congolese also paid regu-
lar visits to the border region, and it is certainly possible that Burundians and
Rwandans did also. Later, as the black market economy prospered, an increas-
ing number of young women from the region were drawn here to share in the
wealth. Some of them ran lodges and eating-houses for the smugglers and fish-
ermen; others worked as bar-girls and prostitutes.

The border village of Lukunyu is therefore the place where reality and myth
coalesce. Part of the reason why both Ugandans and Tanzanians from this area
identify Lukunyu as the source of Slim is that its ambivalent nationality allows
both peoples to blame the other for its introduction. In much the same way,
the English, French, Italians, and Spanish sought to blame each other for the
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sudden emergence of syphilis (“the Italian disease”; “the Spanish pox”;
gallicus”) in western Europe at the end of the fifteenth century.

morbus

Apart from lakeside smuggling, one of the other phenomena that local people
recognized as having played a key role in the emergence of AIDS was the liber-
ation war at the end of the seventies, which resulted in the overthrow of the
Ugandan dictator Idi Amin — even if some suspected that the barrage by saba
saba had somehow been involved. Once again, historical evidence lends sub-
stance to the legend. In order to illustrate this, it is necessary to review, albeit
briefly, the history of that war.

In May 1978, in a bid to divert attention from the parlous domestic situa-
tion, Idi Amin®® accused Tanzania of having staged military incursions into
Rakai district. In October, in response to these phantom incursions, thousands
of Ugandan soldiers invaded the “Kagera Salient,” a 500-square-mile expanse of
floodplain lying between the straight colonial border and the most easterly sec-
tion of the Kagera River, where it debouches into Lake Victoria. During the
three weeks that followed, fifteen hundred Tanzanian civilians were killed, mov-
able items were looted, and many of the women and girls in the area were raped.
According to one report, a thousand or so civilians of both sexes were abducted
to Uganda, and there put to work at a labor camp near Kalisizo, in the north of
Rakai district, with many of the women presumably forced to act as soldiers’
concubines.*® Amin subsequently visited the Salient to be photographed, hero-
ically, with a pile of captured Tanzanian weapons, and Radio Uganda announced
that the border now lay along the Kagera River.

By November, as the Tanzanian military machine began to mobilize, Amin
realized that he had blundered badly. His first response was a typical piece of
public relations buffoonery: to avoid unnecessary casualties on the battlefield,
he would meet Tanzanian president Julius Nyerere in the boxing ring, in a bout
to be refereed by Muhammad Alli. Later, he ordered the Ugandan army to retreat
to the north of the internationally accepted border, but it was too late. President
Nyerere, infuriated by his counterpart’s several years of bullying and provoca-
tion, had already ordered the conscription of forty thousand members of the
People’s Militia (who had received basic training at village level), thus doubling
the strength of the national army, the Tanzanian People’s Defence Force
(TPDF). Some forty-five thousand soldiers, two-thirds of them new conscripts,
moved up to Kagera region,** and Kyaka bridge, the only crossing-point over
the Kagera, was quickly retaken and the central span rebuilt.

Between November 1978 and January 1979, the TPDF brigades set up camp
in different villages to the south of the Salient, while the militia were given a
crash course in fighting techniques; some village populations swelled from
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a few hundred to six thousand or more.*? On January 20, three brigades crossed
over Kyaka bridge and reoccupied the Salient, to be greeted by the devastation
wrought by Amin’s troops. Two brigades, the 206th and the 208th, moved along
the main road to the border post of Mutukula, which they retook without
difficulty. Meanwhile the 207th, under Brigadier Jack Walden, advanced farther
east to the village of Minziro, where they found that most of the population
had been massacred. At the end of January, Nyerere and his military command-
ers took a major policy decision, and launched a punitive counterattack on
Uganda.

To begin with, the invasion met with problems. The two brigades on the
main road were held up by Amin’s artillery in the Simba Hills, while to the east,
the 207th had to take Katera, a hill just across the border which overlooks the
trading center at Kyebe and the road to Kasensero. Katera was occupied by five
hundred Amin soldiers with armored vehicles, but Walden decided to march his
entire brigade, artillery and all, through a swamp — a fifteen-mile journey that
took three days, but that afforded the element of surprise. Following a bom-
bardment by saba saba, the brigade took the hill with ease. The 207th — now
jokingly referred to as “The Amphibious Brigade”— rested up briefly, before
marching westward to help resolve the impasse at the Simba Hills. A contingent
was left behind at Katera camp, and remained there for the better part of a year.*®

After that, progress was much smoother. The TPDF front line moved north-
ward to Kyotera and Masaka with minimal opposition, and took Kampala, the
main city, in April. Amin was secretly flown to Libya a few days later, and on
April 13 a civilian government was sworn in and the eight-year reign of terror
was officially over. Some of Amin’s troops continued to resist, but the TPDF
completed the occupation of the country on June 3, 1979. There was rejoicing
throughout Uganda, although in reality the celebrations had now been going on
for five months, especially along those routes taken by the victorious armies.

When they had freed Uganda, most of the Tanzanian soldiers went back home,
although several thousand remained until June 1981, helping to police the peace
before and after the Ugandan elections. The large number of Ugandan children
with Tanzanian fathers testifies to the debt of gratitude felt toward the liberators.

As a recent report on AIDS in the armed forces expressed it: “Military person-
nel are among the most susceptible populations to HIV. They are generally
young and sexually active, are often away from home and governed more by
peer pressure than accustomed social taboo. They are imbued with feelings of
invincibility and an inclination towards risk-taking, and are always surrounded
by ready opportunities for casual sex.”** It is therefore not surprising that the
events described above had enormous reverberations in terms of HIV and
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AIDS, particularly on those places where the TPDF, and the various Ugandan
forces, stopped and rested.

By the time the last Tanzanians were returning, the first cases of the new dis-
ease were cropping up on both sides of the border, in the districts adjoining
Lake Victoria. Slim went on to take a dreadful toll. By the end of the 1980s, more
than half of the women in their twenties living in trading centers in Rakai, and
a quarter of those living in rural areas, were HIV-positive,*® while one in eight
of the children in the district as a whole were believed to have lost at least one
parent to AIDS, rising to very nearly one in five in Kyebe subcounty.*

Elsewhere in Uganda, things were little better. Reliable HIV antibody tests
(including the national HIV serosurvey conducted in 1987/8, only the second
such survey in the world) revealed a dreadful and vivid picture of a virus appar-
ently percolating outward from a core of infection in Rakai. Furthermore, the
movements through Uganda of the TPDF brigades in 1978/9 appeared to be
correlated — on three of the four military axes — with subsequent areas of
high HIV-positivity.

The 207th brigade had entered Uganda at Katera, in Kyebe subcounty, and
proceeded via Masaka to occupy Kampala; by 1987, a quarter of the women
in each of the latter towns were HIV-positive, and Kyebe was famous as an
epicenter of AIDS. The so-called Task Force, consisting of the 206th and the
Minziro brigades, marched through western Uganda, from Mbarara and Kasese
through Fort Portal, Hoima, and Masindi, and up to West Nile; in 1987, 29 per-
cent of all urban adults in Western province were found to be HIV-positive.#’
The 205th had taken another route from Masaka through central Uganda
(Mubende and Hoima) up to the town of Gulu. Unrest in 1987 prevented the
HIV survey being carried out in Gulu, but by that year it was well known as a
major secondary epicenter of the Ugandan AIDS epidemic. By contrast, HIV
prevalence in eastern Uganda, where the other two TPDF brigades, the 201st
and 208th, spent several months in mid-1979, was far lower, with the 12 percent
prevalence recorded at Tororo apparently representing a peak.*

TPDF troop movements also seem to correlate well with the sequence in
which AIDS was first recognized in these areas. Save for the unconfirmed reports
about Amin soldiers in Luzira Prison, the first reports of AIDS in Uganda come
from Kyebe subcounty and Kyotera, starting around 1980. In 1984 and 1985, the
new disease began to be noticed in Kampala itself, and in cities like Masaka and
Gulu, where the 207th and 205th brigades had spent some weeks or months dur-
ing early 1979.%° As for western Uganda, the troops never stopped in one place
long enough for many local women to become infected in any one place, so the
dissemination of the virus in local communities perhaps took a little longer.
Nonetheless, by 1986 and 1987, AIDS cases were beginning to appear at urban
and rural hospitals throughout the region, suggesting that the long march of the
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“Task Force” may have played a role in the initial seeding. By contrast, AIDS was
virtually absent from the towns of eastern Uganda, which were visited only by
the 201st and the 208th brigades, until well into the nineties.>

Meanwhile, across the border, the seeding of infection in Tanzania started as
the TPDF soldiers began returning to their home areas in June 1979. Many
would have gone to the main city, Dar es Salaam, which is where the Scottish
economist was probably infected at the end of 1979. Since the start of the
nineties, despite its epidemic being far less publicized than that of Uganda,
Tanzania’s AIDS case total has kept pace almost exactly with that of its north-
ern neighbor.>* What is more, HIV would appear to have spread to even the
most remote of Tanzania’s districts — exactly as one might expect, given the
stress which Julius Nyerere and the TPDF high command always placed on hav-
ing a regionally and ethnically balanced army.%? If this theory has merit, then
the events of the liberation war would not only have caused the seeding of HIV
in Kampala and the towns of southern and western Uganda, but also in the
home districts of the Tanzanian fighters.

Further evidence supporting the role of these two factors — lakeside smuggling
and the liberation war — in the emergence of AIDS in Rakai district is provided
by some fascinating research conducted by Susan Hunter and Andrew Dunn for
the British arm of the Save the Children Fund (SCF). They made a study of
orphans based on a census of all parents who had died from 1971 onward in nine
of Rakai’s thirteen subcounties.>® From this they compiled cumulative death
charts, which provide a remarkable microcosmic view of the impact of AIDS.>*

Four of the nine subcounties witnessed a dramatic rise in parental deaths in
the early eighties. The most notable examples were Kyebe and Kakuuto, the two
subcounties along the Tanzanian border, where a steep upward curve began in
1982. Deaths in Mabiyasu subcounty, which occupies the lakeside area imme-
diately to the north of Kyebe and east of Kyotera, rose steeply from 1983
onward. The fourth badly affected subcounty was Kalisizo, which lies along the
main road in the northeast of the district; here the steep rise in deaths began in
1984, and quickly outstripped that in Mabiyasu.

By 1988, each of these four subcounties had witnessed more than a thousand
parental deaths (eighteen hundred in the case of Kyebe). By contrast, two sub-
counties lying to the west of the Kyotera-Masaka road (one of which contained
the administrative center of the district, Rakai town) presented normal increases
in cumulative deaths — still under a hundred by 1988. One must conclude that
the massive differential in death rates was largely due to AIDS, and that HIV was
not introduced until much later to these inland areas where smuggling activities
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are minimal and through which the TPDF did not pass in the course of its long
liberation march. The SCF data thus offers strong support to the hypothesis that
both smuggling and the TPDF movements in 1979 played important roles in
HIV transmission in Rakai.

A third pattern can be detected in Lyantonde subcounty, in the northwest of
the district, where the report shows parental deaths increasing more gradually,
to reach a total of five hundred by 1988. Although this suggests that HIV arrived
here later than in eastern and southern Rakai, other data indicate that by 1989
HIV prevalence in this village had overtaken that in all other centers in the dis-
trict, almost certainly because of its role as a truck stop.>

This in turn offers support to another theory of HIV spread, the “truck-
town” hypothesis.®® The small town of Lyantonde lies astride one of the main
arterial roads in East Africa, and features perhaps the most infamous truck stop
in the whole of Uganda. The TPDF did not pass through here in 1979, but it did
spend time in Masaka and Mbarara, some fifty miles to east and west. It seems
that the absence of the soldiers may have delayed the seeding of HIV in
Lyantonde, but thereafter the truck stop appears to have served as a reservoir of
infection from which HIV was channeled to and fro along the highway. To the
southwest, the highway extends to Rwanda, Burundi, and eastern Congo; to
the east, it passes through Kampala, and then on to Tororo, Nairobi, and the
Kenyan coast.>’

This theory was first investigated in 1986/7 by a team of Ugandan doctors
under Warren Namaara who found that 67 percent of the bar-girls of Lyantonde
were HIV-positive, as were 17 percent of all pregnant women in the village.5®
Farther east along the road, in the regional capital of Masaka, 26 percent of
adults were reportedly infected, as were 24 percent of pregnant women in the
capital, Kampala, and 12 percent in the eastern town of Tororo.>® Across the bor-
der in Nyanza district, the first in Kenya, HIV prevalence was apparently around
6 percent, and nearer 2 percent in Nairobi, the Kenyan capital, a further two hun-
dred miles along the road. Infection levels in Mombasa, the port city at the end
of the highway, were somewhat higher at 4 percent, but this was not surprising,
given the large prostitute population in the city, and the fact that truck crews
spent more time here on “turnaround.”®

The validity of the truck-town hypothesis was reinforced when, in late 1986,
a team led by Wilson Carswell carried out tests in Kampala’s main truck park,
and found that 40 percent of drivers and 26 percent of the “turnboys” who ser-
viced the vehicles were HIV-positive. During the previous three years, most of the
truckers had traveled frequently between Mombasa, Kenya, and five countries of
the immediate hinterland: Uganda, Rwanda, Burundi, Tanzania, and Congo.5!
When the adults of Lyantonde were carefully retested in 1989, a horrific 52.8 per-
cent were found to be infected, which must be one of the highest levels of HIV
infection ever recorded in the general population of any town in the world.?
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All this suggests that it was the arrival of the warring armies in the vicinity of
the smuggling zone of Rakai and Kagera in 1978 that either planted the seeds of
HIV in a fertile soil, or that provided essential fertilizer, which allowed existing
seeds to germinate. It seems that thereafter it was the movement of those armies,
especially certain TPDF brigades, during and after the liberation war that facili-
tated further dissemination of the virus in Uganda and Tanzania. At a somewhat
later date, an important tertiary role in HIV spread was played by prostitutes and
truck crews plying the main commercial routes of eastern Africa.®

But if this three-stage hypothesis is correct, the primary question still remains:
how did HIV-1 arrive in Rakai and Kagera in the first place? At its simplest level,
there are three possible solutions: that the virus was introduced to the border
region by Amin’s armies; that it was introduced by the TPDF; or that it was
already present in the free-trade zone, and that the epidemic began when the
virus was transferred into a new, sexually active and mobile population as the
soldiers passed through.

There are three pieces of evidence that suggest that the third scenario is the
most plausible. First, almost all the earliest cases of AIDS were seen in the lake-
side smuggling villages on both sides of the border, rather than in the villages
farther inland where the Ugandan army and the TPDF were based. Second, in
both countries it was prostitutes, traders, and smugglers who were the first to
fall ill, although the soldiers of the two armies were also having sex with local
village women who were not prostitutes.

The third piece of supporting evidence comes, once again, from the SCF
charts for the various subcounties of Rakai. Although the steep rises in cumu-
lative death rates began between 1982 and 1984 for the four subcounties situ-
ated along the lakeshore and the Kyotera road, all of them (unlike the five other
subcounties assessed) had already experienced a slight, but perceptible, upward
tilt in the graphs during the seventies. This was most pronounced in the two
border subcounties where the smuggling ethos was strongest. It therefore seems
that something was causing a gradual increase in mortality among young to
middle-aged adults in these areas even prior to the liberation war. This suggests
that HIV was perhaps already present in the black market community, causing
occasional deaths that went unremarked in the late seventies — but that it was
the arrival of the TPDF that sparked the explosive epidemic.®*

It may therefore be that the true significance of the rural AIDS epicenter in
the border region of Rakai and Kagera is that it was the site for an important
transfer of HIV — from a small smuggling community to an invading army. It
seems, in short, that the Tanzanians who fought so heroically in 1979 may actu-
ally have won a Pyrrhic victory. From the perspective of AIDS, they too were
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among the losers, having had the great misfortune to liberate the wrong place
at the wrong time.

Why the Rakai/Kagera epidemic should have been so explosive is to some extent
explained by our latest understanding of the way that HIV works within the
body. It is now widely accepted that the two times when a person is most infec-
tious (the times of peak viremia) are during the first few weeks of infection
(until the subject seroconverts, and produces the first wave of antibodies
against HIV), and during the eventual decline into ARC and full-blown AIDS,
when the sheer number and variety of viral strains within the body finally over-
whelm the immune system.% Few people have sex when they are feeling really
ill, but the same does not apply to the first few fateful weeks after infection,
when the worst an infectee is likely to experience is a transient “seroconversion
illness,” which is usually little more than fever and general malaise. Just prior to
that illness, the host is probably shedding virus, and there is a much greater
chance that he or she might infect others.

One can therefore imagine the damage that could be done in the space of a
few days or weeks when HIV is introduced into an unknowing, highly sexed
population that, unlike the more conservative segments of society, is not inhib-
ited about sharing partners. Or that, to be more precise, is having sex with as
many partners as possible. Examples of persons in this category that come read-
ily to mind include military gangs enjoying an officially sanctioned spree of
looting, rape, and murder; victorious soldiers and relieved civilians celebrating
the toppling of a repressive dictator; wealthy smugglers and the prostitutes who
are willing — for a consideration — to share their unhealthy lakeside habitats;
gay men, armed only with a can of Crisco and a bottle of poppers, lying naked
and facedown in bathhouse cubicles.®® It is for this reason that the border
regions of East Africa and the gay metropoles of North America both appear to
have served as seedbeds for the virus.

There have been various hints in the course of this chapter that in certain
cases, individuals living in Rakai and Kagera may have developed AIDS very
soon after infection, perhaps even within a year or two. This provides an impor-
tant insight into the way in which viruses may behave when they enter a new
community, or a new host.

Studies conducted in Uganda and Kenya indicate that the average time of
progression from initial infection to full-blown AIDS tends to be much briefer
in Africa than in the United States (less than four years, as compared to just
under ten), as does the time between the first development of AIDS symptoms
and death.®” This is perhaps because the overall burden of pathogens in tropical
Africa is greater than in temperate climes. Nonetheless, studies conducted on
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the San Francisco City Clinic cohort conclude that a small percentage (roughly
1 percent) of HIV-positive Americans go on to develop AIDS quickly, within two
years of infection (presumably either because of poor host resistance, or because
these particular individuals have encountered unusually virulent strains of
H1V).%8 It would therefore not be surprising if a rather larger proportion of those
Ugandans and Tanzanians who were exposed to HIV during the time of the
1978/9 war went on to develop ARC or full-blown AIDS in the year or two that
followed.

“Fast-track AIDS” is also entirely credible from an evolutionary viewpoint.
When a virus enters a new host population, there is likely to be a wide range of
responses to the pathogen, from rapid progression to disease to very slow pro-
gression (or no disease at all). It is only after some time that the host and
pathogen establish a more stable relationship.5® It may therefore be that the
Rakai/Kagera region, like other early epicenters of AIDS (including New York,
and Port-au-Prince in Haiti), experienced an especially rapid burst of deaths
shortly after HIV entered those communities.

Whether it be witch doctors, tiny insects, the people from the lake, the Juliana
salesman, or deadly germs from saba saba — these various stories of how Slim
came into being are all part of the communal need to explain the inexplicable,
an attempt to come to terms with the arrival of calamity. However, within some
of these explanations lie seeds of truth, and certainly they are no more ridicu-
lous, or strange, than the attempts made elsewhere in the world to rationalize
and cope with the disaster of AIDS by implicating God, the CIA, the KGB,
voodoo rituals, or comets from outer space.

Next, we need to gather some more hard evidence by attempting to trace the
early footprints of the epidemic — the directions in which HIV-1 was moving
in those first years of AIDS, the years immediately preceding Year Zero.
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FROM TRICKLE TO FLOOD:

THE EARLY SPREAD OF AIDS

Stop it at the start; it’s late for medicine to
be prepared when disease has grown strong

through long delays.

— Ovip, Remedia Amoris






“A MYSTERIOUS MICROBE”:

EARLY EVIDENCE OF AIDS IN NORTH AMERICA

There have been several accounts, many of them superb in their color and
detail, about the early days of the epidemic in North America, the foremost of
which is the Randy Shilts book And the Band Played On.* This chapter, and the
following three, will begin with some of the early events described by Shilts, but
will then take the story in the opposite direction, backward in both time and
space. What follows is a survey of the early epidemiology of HIV and AIDS, as
based on noncontroversial sources, both published and unpublished. Later, we
shall look at certain more controversial cases, many based solely on clinical
diagnosis, from even further back in time.

They play it down now, many of them, with Reaganesque diffidence. They shrug
and say it’s all in the past. They explain that — in any case — they’ve been
ordered to destroy their notes. (Some have; some haven't.) But these were the
men and women who were standing on the levee when the cracks appeared and
the first waters trickled through, and who valiantly attempted to staunch the
flow as AIDS, in all its many manifestations, burst the banks — and began its
awful roll across America.

During the sixties and seventies, some of their predecessors, both in America
and elsewhere, had predicted that scientific and technological advances would
soon enable humanity to curb the pathogenic power of Nature, to tame that
great river and force it through channels of concrete. But during the seventies
the river rose and kept on rising until, on June 5, 1981,2 it broke through, knock-
ing aside human arrogance and artifice like rotten timber.
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The CDC Task Force on Kaposi’s Sarcoma and Opportunistic Infections
(KSOI) was set up in July 1981, shortly after the second published report in the
MMWR had linked both Kaposi’s sarcoma and Preumocystis carinii pneumo-
nia (PCP) to the new — and as yet unnamed — syndrome.® From the begin-
ning, it was run by Jim Curran, who somehow combines the chumminess of a
favorite uncle with the evasiveness of a seasoned politician. Although he shared
the chair with Denis Jurannek, from the CDC’s division of parasitic diseases, it
was Curran who ran the show, and who recruited the first members of the team:
the hardworking Mary Guinan and the intense but rather witty Harold Jaffe —
both veterans of previous campaigns, such as that against hepatitis B.

Other members of the KSOI Task Force included Selma Dritz, the seasoned
expert on sexually transmitted diseases (STDs); Alex Kelter from toxicology;
and Harry Haverkos from parasitology. And there were representatives from the
CDCs very own fire brigade, the Epidemiology Intelligence Service (EIS):
Pauline Thomas from New York and Dave Auerbach from Los Angeles. In addi-
tion, there was one member of the task force who was not a medical scientist at
all, but a sociologist: Professor William Darrow.

From the point of view of reconstructing the early history of the AIDS epidemic
in America, it is perhaps unfortunate that the understandable concerns about
patient confidentiality have led to an excessive degree of caution, and the loss of
much relevant material from the public domain. One suspects that much more
medical and epidemiological information about the earliest cases could have
been released through the simple expedient of anonymization. As for the rather
dry statistics that do appear in the published literature, they provide some gen-
eral background, but not a lot more.

The key paper, which retrospectively summarizes the early course of the epi-
demic, is entitled “AIDS Trends in the United States, 1978-1982,"4 and was writ-
ten by Curran, Haverkos, and a CDC colleague, Richard Selik. Published in
March 1984, it details the number of AIDS cases diagnosed in America, by quar-
ter year, from the start of 1978 until the first quarter of 1983 (the earlier cases
having been diagnosed retrospectively). Of the four so-called risk groups spec-
ified in this paper, the first case of AIDS in homosexual or bisexual men is doc-
umented as having occurred in the first quarter of 1978, the first cases in
intravenous drug users (IVDUs) and Haitians both feature in the first quarter
of 1980, and the first case in hemopbhiliacs in the last quarter of 1981.
Apparently four AIDS cases were diagnosed in the United States in 1978, and
eight in 1979. Eleven of these twelve cases involved gay men, eight of whom
lived in New York, two in California, one in Illinois, and one in an unspecified
state. The twelfth case involved someone “without apparent risk factors”—
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possibly a woman, a child, or a heterosexual man. Nine of the twelve patients
presented with Kaposi’s sarcoma (KS), one with Prneumocystis carinii pneumo-
nia (PCP), and two with other opportunistic infections (OIs).

Other papers reveal that just one of these cases resulted in death before 1980.
The patient in question was a twenty-seven-year-old gay, black hospital guard
from New York City, who died in December 1979 after an eight-month history
of PCP, latterly complicated by amebiasis and candidiasis of mouth and throat.®
This case still represents the first generally accepted death from AIDS in an
American gay male.

Not all of the mooted early cases are reliable, and this applies especially to
those in which KS was the main presenting symptom. At this stage in the epi-
demic, the appearance of just a single lesion of Kaposi’s sarcoma in a person
under the age of sixty was sufficient for a presumptive GRID, or AIDS, diagno-
sis. In retrospect, some of these patients appear to have had the relatively benign
“classical” type of Kaposi’s sarcoma that traditionally infects certain older men
of Jewish and Mediterranean origin, a type that is normally confined to arms
and legs, and is not part of the spectrum of AIDS.®

Reports elsewhere in the medical literature about the 1979 cases in the “AIDS
Trends” paper provide enough additional detail about patient histories to sug-
gest that at least five of the eight were almost certainly genuine cases of AIDS,
resulting in death in 1979 or 1980. The four cases from 1978, however, appear
far more problematical, and the two that can be tentatively identified both look
very much like cases of classical KS. But even if some of the earlier AIDS diag-
noses may have been questionable, the underlying message contained in these
papers is absolutely accurate. Whatever the exact date of the first case, an epi-
demic of immune deficiency, evinced by a variety of different symptoms, had
indeed begun attacking the gay community of North America by the end of the
1970s.

In the twelve short years that followed the Stonewall riots of 1969, as the vari-
ous American states ceased to define homosexuality as a psychiatric disorder or
criminal offense, homosexual life was transformed. After centuries of repres-
sion and prejudice, there was suddenly a new self-belief and pride. As more and
more came out, the trend became a movement, and the movement assumed the
sassy, unashamed title of “gay.” During the seventies, especially in the main
urban centers of America, many gay men came to view impersonal bathhouse
sex as the easiest and most affordable way of achieving gratification,” and the
getting of sexually transmitted diseases as both an occupational hazard and a
badge of political commitment.? As the pendulum swung, and as gays made up
for lost time, there was an intensive cultivation of hedonism, sexual athleticism,
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and physical excess. And it was into this fertile soil, at some stage as yet unknown,
that the seed of HIV was planted.

One of the early infectees, in all likelihood, was “Donald Lombardo,” a
twenty-nine-year-old gay man from Staten Island, New York. On April 7, 1992,
ten months after the appearance of Gottlieb’s paper in the MMWR, and five
days before the CDC announcement that 248 gay American males had now
been diagnosed with Gay-Related Immune Deficiency, Donald was interviewed
in the course of one of the CDC’s AIDS studies. His history is of interest, in that
he was a fairly typical member of the New York gay community of the early
eighties, as members of that community were beginning to fall sick, but before
they became fully aware of the cause, or the seriousness, of the situation.

Donald had been displaying signs of immunosuppression (and, in all prob-
ability, what would later come to be called prodromal AIDS or ARC — AIDS-
Related Complex) since September 1981. In addition, he was a sexual contact of
two men who had themselves contracted AIDS.

At the time of interview, Donald — who originated from mixed European
stock — had been a practicing homosexual for some twelve years. During this
time, he had had sex with approximately 200 men and four women, a total of
male partners which is not atypical for the New York gay community of that era.’
Since 1977, he had averaged some thirty partners per annum, though during the
year before interview he had limited his sexual activity because of a general feel-
ing of listlessness, combined with frequent skin infections and mouth ulcers.
During that last twelve-month period he had had sex with fifteen different men,
of whom ten were one-night stands, three were occasional partners, and two reg-
ular partners (the latter defined as partners on at least ten occasions). In each of
these fifteen instances, the two men had had mutual oral sex, and in most cases
anal sex, with both parties taking active roles. On rarer occasions he and his part-
ners had practiced mutual rimming (analingus, or oral-anal sex) and on one
occasion fisting — the insertion of hand or fist into the partner’s rectum.

Donald had had hepatitis B ten years earlier, but in retrospect it was clear that
his general level of health had begun a sharp deterioration in 1978. In the years
since then, he had experienced a wide range of sexually transmitted infections
and diseases, including gonorrhea (three times), syphilis, rectal warts, pubic lice,
and chronic scabies. He had also suffered a variety of enteropathic conditions,
including hepatitis A and, on four occasions, severe diarrhea caused by either
amebiasis or giardiasis — all of which were probably sexually transmitted.

Since the start of his sexual life, Donald had always lived within the five bor-
oughs of New York, save for brief sojourns in New Jersey and on Fire Island, the
thirty-mile strip of beaches and pine trees to the east of New York which had
long ago been adopted by the gay community as a summer resort. His only over-
seas trip had been a holiday in Puerto Rico. For most of the seventies he had
worked as a clerk for banks and shipping lines, but in 1979 he began working for
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specifically gay enterprises: as a cook in a Fire Island restaurant, as a cashier at
the Club Baths, and doorman at the Mineshaft bar, both in Manhattan. The lat-
ter was probably the most infamous of the anything-goes establishments where,
in the so-called wild back room, consenting adults could fist-fuck, defecate on
each other, play water sports, or insert small mammals up each other’s rectums.

Donald had a limited disposable income, much of which was spent on
drugs. He had taken a wide range of street drugs, including marijuana (on a
daily basis) and, less frequently, cocaine, amphetamines, barbiturates, and LSD,
but, significantly, he had never taken any drug by injection. Since the late six-
ties, he had used amyl nitrate “poppers” (a sexual stimulant that also relaxes the
muscles of the anal sphincter) a couple of times a month, and had occasionally
sniffed ethyl chloride.

Although Donald’s subsequent medical history is not available, it seems
highly probable that he was indeed infected with HIV — and via the sexual
route. It is not, of course, known when he first became infected, but his
increased number of sexual partners from 1977 onward, and his deterioration
in health which began in 1978, afford some clues.

Donald Lombardo’s sad history has been recounted here because there were
soon to be hundreds — and later still hundreds of thousands — of men like
him, in the United States and in other countries around the globe.

Within a day or two of Gottlieb’s report in the MMWR of June 1981, calls came
in from several doctors who believed that they had seen similar cases. Jim
Curran and Denis Jurannek flew up to New York City to see Alvin Friedman-
Kien and Linda Laubenstein, both to interview some of the thirty-one men with
KS and PCP whom they had on their books, and to get details on others who
had already died. They also spoke further with Fred Siegal, an immunologist at
Mount Sinai Medical Center, who had seen four gay men with chronic perianal
ulcers caused by Herpes simplex, only one of whom was still alive.*® When they
returned to Atlanta, Curran got together with Haverkos to draw up a working
case definition — one that was subsequently to be greatly enlarged, but that still
forms the basis of the AIDS clinical case definition of today.*

Essentially, they defined GRID as a state of underlying cellular immunode-
ficiency in otherwise healthy persons who had no other known cause for, or
predisposition to, disease (like, for instance, a genetic susceptibility, cancerous
involvement, or a medical history that featured the administration of radio-
therapy or steroids), and they listed the various opportunistic infections that
signaled the syndrome. The most notable of these, then as now, were the fungal
diseases such as PCP, disseminated candidiasis, and cryptococcosis, the proto-
zoal disease toxoplasmosis, the viral infections associated with cytomegalovirus
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(CMV) and Herpes simplex, and the atypical bacterial infections caused by
Mycobacterium tuberculosis, M. avium-intracellulare, and Klebsiella pneu-
moniae. In addition, the case definition included two specific cancers: Kaposi’s
sarcoma and B-cell lymphoma.'? Of these conditions, KS alone had an age
limit: only those aged sixty or below were to be included in the case definition
for GRID.

Next, the task force members set about reviewing pathology logs from eigh-
teen major cities. They found that GRID cases were not spread throughout the
United States, but seemed to be cropping up almost exclusively in the four cen-
ters of New York, Los Angeles, San Francisco, and Atlanta. At this stage, all the
cases were in gay men, and it was clearly of paramount importance to discover
why this group was — apparently uniquely — vulnerable to the syndrome. It
was thus that a few weeks later, sociologist Bill Darrow was requisitioned to join
the team.

As soon as he arrived, he drew up the interview form for a case-control
study, a twenty-one-page questionnaire designed to establish the main risk
factors for GRID. Fortunately, one of the subjects that most intrigues “sex-
positive” people®® is their own sexual activity, and the eight physicians whom
Darrow trained in Atlanta during August and September apparently had little
difficulty persuading their interviewees to answer the sixty-two subdivided ques-
tions. From September to November 1981, his team interviewed fifty GRID
patients, and 120 controls (gay men without symptoms of GRID), from the
four key cities. They concluded that the main differences between cases and
controls were the number of sexual partners per year and the proportion of
those partners met in bathhouses. Also associated with illness were such factors
as having a history of sexually transmitted diseases, and exposure to feces —
notably during rimming and fisting.!* The typical GRID patient was an openly
gay man in his thirties, who had enjoyed an energetic sex life based around bars
and bathhouses for some years, and who used amyl nitrate “poppers” as a sex-
ual stimulant and relaxant.

None of these conclusions was unexpected. Indeed, by this stage, most of the
task force members were “willing to bet their salaries” that GRID was caused by
a new — or hitherto unrecognized — infectious agent. Alvin Friedman-Kien
and colleagues at the New York University Medical Center were beginning to
identify sexual connections between some of their GRID patients, but nobody
thus far had documented or proved such links. And until such proof did exist,
there were other possibilities to be considered, such as a genetic predisposi-
tion to disease (for it had been discovered that 26 percent of the KS cases, as
against 9 percent of controls without KS, were of Italian ancestry), exposure to
a toxic agent (such as poppers), exposure to an immunosuppressive agent
(sperm, or the steroid creams increasingly used to treat venereal diseases),'® or
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immunological overload — as a result of the many chronic diseases to which
sexually active gay men had become especially susceptible in the seventies.

On March 3, 1982, Bill Darrow sent Jim Curran a memorandum about time-
space clustering of cases of Kaposi’s sarcoma,'6 in which he mapped out all the
cases of KS reported from Manhattan up to the start of 1982, and illustrated
that, with four exceptions, they all came from either the Greenwich Village area
or the Upper West Side. In the same memorandum, Darrow analyzed the first
fifteen cases of KS in New York males, all of which had a date of onset before
1980. Most of these men identified the same places as favorite pickup spots:
bathhouses such as the St. Mark’s, Everard, the Club, and Dakota, bars such as
the Mineshaft, “action stores” such as the Christopher Street Book Shop,'” and
parks — most notably that in Washington Square. Among the fifteen men were
four who would later feature under different identifying codes (Patient O, NY1,
NY2, and NY3) in Darrow’s case-cluster study.'®

One particular cautious sentence in the memo indicates the lines along
which Darrow was now thinking. “One might even speculate,” he wrote, “that a
mysterious microbe might have passed among certain homosexual men who
congregated at certain places for sociosexual interactions at various times dur-
ing the late 1970’s.” But there was still no absolute proof.

Shortly after this, Dave Auerbach phoned from Los Angeles with a fascinat-
ing story to tell. Darrow immediately flew out to join him, and during the next
few days they conducted the study that would effectively confirm the theory of
causation that most of the task force scientists, and several of the men suffering
from GRID, had long intuited.

Darrow and Auerbach’s elegant case-cluster study has a fascinating back-
ground, which, were it not so tragic, would have all the makings of a Mensa
brainteaser. In October 1979, three long-established gay couples shared the
same table at a fund-raising dinner in Los Angeles. The following summer, two
of the couples attended a small party beside the backyard pool at one of their
houses; they also invited a male prostitute, described as “a $50 trick off Santa
Monica Boulevard.”*® During the evening, each of the five men had sex with
each of the others. Soon afterward, some of the men started feeling lethargic
and losing weight, and by March 1982, one of the partners from each of the
original three couples had died of AIDS. One of the surviving partners was so
concerned by the fact that each of the three men had died on the sixth day of
the month, resulting in the ominous figure “666,” that he called up Dave
Auerbach at the CDC.

Darrow and Auerbach visited this man a few days later. Unimpressed by the
Beelzebub theory, they decided that the fact that only two of the deceased had
attended the backyard party confirmed that the cause of their deaths was
unlikely to be either environmental (like contaminated water in the swimming
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pool) or circumstantial (a bad lot of drugs). But then the real connections
began to emerge. One of the dead men from the pool party (who would later be
given the cluster study code LA2), turned out to have had sex with two other
men who also had GRID, one of whom was an air steward (LA1), who had trav-
eled widely around the world in the previous six years: in 1976 to Kenya and
Tanzania, in 1977 to Italy and Greece, and in 1978 to France and England.?
Soon afterward it became apparent that one of the other dead men from the
pool party, LA3, had also had sex with an air steward who was suffering from
KS, and that this man, a Canadian, had himself had sex with three other Los
Angelinos with GRID. At long last, there was hard evidence to support the oft-
suspected theory of causation. GRID appeared to be caused by an infectious,
sexually transmitted agent, most probably a virus.

Asin areversed loop of film, the whole tumbling cascade of cards suddenly —
and surprisingly — re-formed into a neat deck. The Canadian air steward, Gaetan
Dugas,* who was given the code “Patient O” (since, as regards the Los Angeles
cluster study, he was the patient from “Out of California™), turned out to have also
had sex with a further four GRID patients from New York. This placed Dugas at
the hub of a wheel that had eight gay men with AIDS around its rim, with each of
whom he had had sex between 1978 and December 1980.2 These eight were, in
turn, connected by sexual contact to another thirty-one, thus placing Patient O at
the center of agroup of forty AIDS cases, representing almost one-sixth of the 248
U.S. cases then reported. Given Dugas’s apparently central role in the cluster, it
was not long before everyone involved in the research, including the CDC people,
abandoned “Patient O” for the rather more graphic sobriquet of “Patient Zero.”

Apart from Dugas, the cluster of forty included nine men from Los Angeles,
twenty-two from New York,?? and one each from New Jersey and San Francisco.?
Also included was a small subcluster of six men (two each from Florida and
Georgia, and one each from Texas and Pennsylvania). As the links were tracked
down and corroborated in just a few days of intensive interviewing, Darrow and
his colleagues realized that they were tracing their way through a spider’s web
of sexual connections within the gay community, a network that included many
who had multiple sexual partners, as well as a few who were in long-standing
(albeit not exclusive) loving relationships.

CDC memoranda and reports from 1982, combined with historical details
gleaned from the texts of Randy Shilts and other documenters of the period,
permit some further unraveling of the cluster of forty, including some dates of
sexual contact, onset of disease, and dates of death. The first thing that becomes

* Dugas, and a few other persons with AIDS (or AIDS-like symptoms) who feature in this book,
have already been identified in books and television documentaries, and for this reason their real
names have been retained. Otherwise, aliases or first names have been used.
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ADDITIONAL INFORMATION ABOUT THE CLUSTER

Date
Code of Possible Place of
No. Identity Death Exposure in U.S. Notes
0 Patient Zero, 3/84 St. Mark’s Baths, Flight attendant: Europe
Gaetan Dugas, Mineshaft Bar (incl. France, UK),
French— Florida Keys, Caribbean,
Canadian Haiti
NY1 Black 7/82 Everard’s Baths Flight attendant: Haiti
and Caribbean
NY2 Rick W.,, 12/80 — —
schoolteacher
NY3 — 12/80 St. Mark’s Baths —
NY4 — 8/80 — —
NY5 Nick R., cruise 12/80 — Visited Haiti
ship staffer and Caribbean
NY6 — 8/82 Everard’s Baths —
NY7 — — St. Mark’s and —
Everard’s Baths
NY8 Jack N., 9/81 Flamingo Disco —
window dresser
NY9 French ballet — Everard’s Baths, Fister
teacher Mineshaft Bar
NY10 — 11/81 St. Mark’s Baths —
NY11 “Cosmic Energy” 2/82 St. Mark’s Baths, —
Mineshaft Bar
NY12 — — — —
NY13 — 1/82 — —
NY14 — — Everard’s Baths, —
Mineshaft Bar
NY15 — 8/81 — —
NY16 — 6/82 Everard’s Baths, —
Mineshaft Bar
NY17 Leather shop — St. Mark’s and —
employee Everard’s Baths
NY18 Italian — — Fister
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Date
Code of Possible Place of
No. Identity Death Exposure in U.S.

Notes

NY19 Enno P., German — —
graphic designer

NY20 — — —

Fister

NY21 — — —

NY22 — — —

LAlL — — —

Flight attendant: Kenya,
Tanzania, Italy, Greece,
France, UK

LA2 — 3/82 Pleasure Chest
Leather Shop

Fister

LA3 — 2/82 —

LA4 — — —

LA5 — — —_

LAG6 Fashion 6/81 8709 Club
photographer

LA7 — — —

LA8 — — —

LA9 Hairdresser — 8709 Club

FL1 — — —

FL2 — — —

GAl — — —

Fister

GA2 — — —

SF1 Michael M., 7/82 —
Italian—American
hairdresser

NJ1 — — —

PAL — — —

TX1 — — —

Visited Haiti, 1980/81

C — — Pleasure Chest
Leather Shop
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clear on the basis of this information is that there cannot have been a single
source for the entire cluster.

Though it was the Los Angeles cases that established the infective agent prin-
ciple, it is the New York side of the cluster that (with the exception of LA1) con-
tains most of the really early cases, and that provides the most illumination
about the early spread of HIV in America. Bill Darrow managed to identify three
main groups of New Yorkers with whom Gaetan Dugas had had sexual contact.

The first of these he described as the “heavy sex group,” which was centered
around NY9 (a French ballet instructor who hosted private parties in his loft,
and with whom Dugas had sex at the Mineshaft in 1978 or 1979) and NY17 (an
employee of the Pleasure Chest, a leather and sex toys shop in Lower Man-
hattan). Members of the heavy sex group tended to frequent the New Everard
Baths (or “Everhards,” as it was affectionately known) and the Mineshaft bar.

Others from this group, like NY18 and NY20, were members of sado-
masochistic clubs, most notably the “Fist Fuckers of America” (FFA). This elite
club had chapters in New York, Philadelphia, Los Angeles (where LA1 was a
member), and other major gay centers, and its 300-strong membership list fea-
tured international globetrotters and a wide variety of VIPs — including, for
instance, certain members of the New York Philharmonic Orchestra. FFA par-
ties often lasted the entire weekend, and featured not only fisting, but also activ-
ities like scat, rimming, and water sports, which involved playing with — or
ingesting — feces or urine. The sex was generally perked up, or washed down,
with a catholic cocktail of street drugs.

In retrospect, it seems likely that fisting and other sadomasochistic practices
involving the rectum were ill-advised from a medical perspective even before
HIV came on the scene, in that they tended to traumatize the anal mucosa,
allowing a portal of entry for any pathogens that might later come into contact
with the wounds. This is borne out by the fact that, whether or not they con-
tracted AIDS, fisters proved to be susceptible to a wide range of viral and intesti-
nal infections. Darrow’s research identified at least nine men who attended FFA
meetings in New York who had developed AIDS by early 1982. Not all, however,
could be connected with certainty to the cluster — and it is worth noting that
even those who could be connected were not — save for LA1 — among the ear-
liest cases.

One noteworthy member of the heavy sex group was NY1, the only black
man in the cluster. NY1 was yet another flight attendant, the third in the group
of forty and, as his code number indicates, the first New Yorker in the cluster to
display the symptoms of AIDS (in December 1978). He had one sexual
encounter with NY9 at the New Everard in 1978. Through his job he was a fre-
quent visitor, from 1974 onward, to Haiti and the Caribbean.

The second discernible group in the cluster is described by Darrow as “the
trend setters.” Many members of this group had steady professional jobs and
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had been together since 1976 or 1977, sharing apartments and a rented seafront
summer house on Ocean Walk, Fire Island. Including schoolteacher Rick
Wellikoff; Nick Rock, a bartender on gay Caribbean cruises; window dresser
Jack Nau; and Enno Poersch, a graphic designer, they were connected to the
main cluster via NY14, who was part of the “heavy sex” group. Jack, Rick, and
Nick were among the first people to die of AIDS in New York City, and their sto-
ries are told in some detail in And the Band Played On. It was their friends, most
notably the writer Larry Kramer and the businessman Paul Popham, who later
set up the first AIDS support organization, Gay Men’s Health Crisis.

The third group consisted mainly of fairly active, older professional men
who were more discreet about their homosexuality — at least while at work.
They would generally take alcohol in preference to drugs, they visited the New
St. Mark’s Baths (which were less heavy-duty than some others), and they trav-
eled a lot, often having anonymous encounters while on the road. Only two
members of this group could be linked with certainty to the cluster study.

At this point, it clearly becomes important to discover more about the his-
tory and lifestyle of Gaetan Dugas, “Patient Zero.” He was born in February
1953, was adopted soon afterward, and spent his early life in Quebec City, in
Francophone Canada. Witnesses recall his arrival in Toronto’s gay scene as
being in 1971 or 1972, and it seems that he averaged roughly 250 partners a year
over the next decade. His first job was as a hairdresser, but in 1975 or 1976 he
moved to Vancouver to improve his English in preparation for a job with Air
Canada, the national airline. By 1977, Shilts records him as being based in
Halifax, Nova Scotia, and it is known that he flew to Paris, London, and to
“many cities in Europe”— perhaps including Copenhagen and Amsterdam.
Significantly, Darrow records in one of his many memoranda that Dugas visited
Haiti in 1977, and that the Canadian remembered having had sex with “black
men who spoke French.”

Over the next three years, Dugas flew regularly between Toronto, Vancouver,
New York, Los Angeles, and San Francisco. When in Manhattan, he picked up
most of his partners at bars like the Mineshaft and Twelve West, or at the New
St. Mark’s or Club Baths. He was a well-known figure in gay society, being noted
for his blond, boyish good looks, and was apparently sometimes paid to appear
at parties. Toward the end of these three years, Dugas spent more time in San
Francisco, which Darrow sees as being potentially connected to the fact that the
epidemic in that city lagged a year or so behind those in New York and L.A.

Dugas developed lymphadenopathy in December 1979, and KS the follow-
ing year; by mid-1981, he was attending Alvin Friedman-Kien’s clinic for treat-
ment. Later, he was transferred to Montreal and then Vancouver, but because
there was still no proof that his illness was infectious, he stubbornly contin-
ued to attend the baths. He eventually died back in the town of his child-
hood, Quebec City, in March 1984. Shilts points out that it was finally kidney
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failure — rather than a recognized opportunistic infection of AIDS — that
killed him,?® which in turn suggests that many AIDS deaths may be overlooked
in the course of retrospective reviews of pathology records. The case-cluster
study, in which Dugas played such a key role, was published that same month.

Since then, it has been widely assumed that “Patient Zero” must have been
the source of the other thirty-nine HIV infections in the cluster, or even the
source of all infections in North America — but neither assumption is sound.
Dugas has the highest number of direct confirmed contacts within the
cluster — eight, including three, or even four, of the ten earliest cases. However,
there are several men who have multiple links — including two with five
known connections. Indeed, the central position of Dugas may well be an arti-
fact of the inquiry, since it was his cooperation, and his address book, that pro-
vided many of the crucial leads, and because other key figures may already have
died by the time the inquiry began. Furthermore, one of the crucial observa-
tions of the cluster study is that Patient Zero’s partners developed AIDS
between four and thirty months (and on average 10.5 months) after having had
sex with him. This raised far fewer eyebrows in 1984, when the concept of a long
latency period was only just being grasped, than it would today, when it is esti-
mated that — in the West, at least — the average time between HIV infection
and the onset of full-blown AIDS is approximately a decade.?

There are two possible readings of this. One is that Darrow and Auerbach
were right about the central role played by Dugas, and that the clinical course
of many of the early HIV infectees in America was far swifter than it is today —
perhaps because (as in Rakai and Kagera) the virus was making its first inroads
in a new population.?” The other interpretation is that Darrow was wrong, and
that many of these men were infected with HIV prior to any sexual contact with
Gaetan Dugas. One thing is certain. Had the CDC Task Force realized in 1982
that it would be confronting an asymptomatic period of ten years rather than
ten months, there would have been even greater alarm — for, of course, the
longer the asymptomatic period, the greater the potential for infectees to
unknowingly infect others.

In fact, an analysis of the known dates of sexual encounters between couples
and the dates of onset of AIDS suggests that there are nine other men, apart
from Patient Zero, who could quite plausibly have introduced HIV to the cen-
tral part of the cluster, any of whom could have directly or indirectly infected
Dugas himself.28 It is noteworthy that of these ten possible “sources,” four (O,
LAL, NY9, and NY18) had links with Europe, one (LA1) had visited Africa, and
three (O, NY1, and NY5) are known to have visited the Caribbean and, in par-
ticular, Haiti, prior to onset of symptoms.

Alternatively, of course, the initial seeding of HIV in North America might
have involved a sexual conservative who, perhaps, infected just one other person,
neither of whom would necessarily appear in the group of forty. Besides, there
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were almost certainly other important sexual contacts within the cluster that
were never tied down — some of which are alluded to in passing in the various
unpublished CDC reports and memoranda.?®

It is clear that, if indeed there was a “Patient Zero” for North America, then
there are several plausible candidates for the role. It is equally clear, however, that
even if the role played by Dugas may have been exaggerated, many of the key
events of the early dissemination of HIV and AIDS in North American gays are
contained within the borders of Darrow and Auerbach’s cluster study diagram.

All this while, the CDC Task Force was also on the lookout for even earlier cases
of AIDS. Two possibilities are described in the Selik/Haverkos/Curran paper: a
forty-nine-year-old heterosexual Haitian who had died of PCP in Brooklyn,
New York, in 1959, and a fifty-seven-year-old white woman from Shreveport,
Louisiana, who had been diagnosed as having PCP in 1975 and again in 1979.
Neither, they conceded, appeared from lymphocyte and blood cell counts to be
typical cases of AIDS. The authors added that apart from the man’s Haitian
ancestry,® the two had no known risk factors, and concluded that “we are skep-
tical that [they] are part of the current AIDS epidemic.”

Other possible archival cases that were investigated by the CDC’s Task Force
on AIDS, or its subsequent incarnation, the Division of HIV/AIDS, were later
mentioned in interview by Jim Curran’s deputy, Peter Drotman. They included
a woman from Hawaii who died in 1978 of disseminated toxoplasmosis and
cryptosporidiosis — an enteropathic condition more commonly found in sheep
than humans;®* a man from Philadelphia who succumbed to disseminated
actinomycosis — another unusual fungal disease — in the mid-seventies;* and
a teenager from St. Louis, Missouri, who died in 1969 of disseminated, aggres-
sive KS, lymphedema, and chlamydia.®

In addition to these, | came across certain other possible cases among exist-
ing reports in the medical literature. One involved a forty-eight-year-old gay
man from Boston who fell ill in March 1979 with diarrhea and massive weight
loss caused by cryptosporidiosis. By the time he died in April 1980, he also had
disseminated CMV infection and evidence of Klebsiella pneumoniae.®* Although
this case had already been published in September 1981, and although nowadays
such an array of symptoms in a gay man would readily be diagnosed as AIDS, it
apparently was not included in any of these early AIDS reviews.%

There is of course another, more accurate technique for tracking AIDS within a
specific environment — and that is to look not for clinical presentations typical
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of the disease, but for antibodies against the causative virus, HIV. This virus was
first identified (as LAV) in 1983, and the original antibody tests (developed by
Robert Gallo’s lab) became available in 1984. Many of the early assays were noto-
rious for having a high ratio of false positives — and the first truly reliable tests
appeared only in 1985 and 1986. Since then, seroepidemiological studies of
archival North American sera have been relatively few and far between. Certain
collections of frozen sera have, however, been thawed and retested, and these ret-
rospective studies have been most illuminating.

The earliest archival evidence of HIV being present as a contaminant of blood
products in the U.S. comes from 1978. Retrospective screening by Bruce Evatt and
his CDC colleagues showed that a two-year-old hemophiliac child from the
Children’s Hospital of Los Angeles seroconverted (developed antibodies) in that
year, after receiving both Factor VIII concentrate and blood transfusions, either
of which may have been responsible.?® The earliest instance on record of an
American getting AIDS after a blood transfusion involved a nineteen-year-old
man who had a car crash in December 1979. He developed the opportunistic
infection Herpes zoster in September 1981 and died in March 1983. Investigations
revealed that one of the two donors was a gay man with multiple partners who
had had unexplained lymphadenopathy since 1979.%

A much larger collection of frozen blood samples derives from a cohort, or
group, of gay and bisexual men in San Francisco who enrolled for a trial of
a vaccine against hepatitis B in the late seventies. Stored blood samples from
320 of the participants in the San Francisco vaccine trial show that in 1978,
the earliest year for which information is available, just one participant was
HIV-positive. The vaccine trial cohort consisted, however, of “hepatitis B virgins,”
specially selected because, although sexually active, they had apparently not
been exposed to that virus. Because the two viruses are transmitted in similar
ways, the trial group therefore consisted of gay men who were also at relatively
low risk of HIV infection. A far better gauge of early HIV prevalence among the
sexually active in the city is derived from a cohort of 6,875 gays and bisexuals
who were screened between 1978 and 1980 by Nancy Hessol, Paul O’Malley,
and coworkers at the San Francisco City Clinic, a treatment center for sexually
transmitted diseases. When, in 1984, approximately a tenth of the sera taken in
1978 were retrospectively tested by the earliest available HIV assay,® a surpris-
ingly high 4.5 percent were found to be HIV-positive. This rose to 12.6 percent
of those taken in 1979, 24.1 percent for 1980, and a horrifying 67.4 percent
for 1984.% Paul O’'Malley has revealed that when the samples were retested by
more accurate methods* in 1985/6, there was little appreciable difference in the
results, and says he suspects that the first seroconversions may have occurred
in 19774

For comparison, 378 homosexually active men were assessed for HIV
by Cladd Stevens’s group, who were in charge of the hepatitis B vaccine trials
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in New York City. Of the sera taken in 1978 or 1979, 6.6 percent were HIV-
positive — a prevalence very similar to that in San Francisco.*? Stevens has been
testing even earlier banked sera from New York, and so far the earliest con-
firmed HIV-positive specimen comes from a gay man bled on September 6,
1977.%8

In 1985, Dr. James Moore of the National Institute for Drug Abuse arranged for
the HIV testing of more than eleven hundred stored sera originating from
addicts held in 1971 and 1972 at the National Institute for Mental Health
research center in Lexington, Kentucky. (In those days, convicted drug addicts
were sent to Lexington, rather than to prison.) He sent the samples to Steve
Alexander of Biotech Research, Inc. — a company that, according to Dr. Moore,
was closely associated with Robert Gallo’s laboratory. Three of these sera ap-
peared to be repeatedly positive on two different ELISA assays and a Western
blot test, though the title of the letter that the researchers wrote to the New
England Journal of Medicine testifies to their wariness: “HTLV-111 Seropositivity
in 1971-1972 Parenteral Drug Abusers — a Case of False Positives or Viral
Exposure?”44

Several years later, their doubts were confirmed, when a team led by Robert
Lange managed to trace eight of the ten addicts whose blood from the early sev-
enties had given positive Western blot readings: seven were alive and healthy, the
eighth had died in a car crash in 1985.4° Further blood samples were also taken
from the two ex-addicts who had provided the most reactive 1971 sera, and
these latest samples were found to be HIV-negative. Lange concluded that the
original findings were false positives — adding that it was “conceivable” that
this was caused by the sensitivity-enhancing technique used by Biotech for the
Western blot assays. Lange further concluded that, given the size and geo-
graphic spread of the addict cohort tested, it was unlikely that HIV had been
present in the American 1IVDU community in 197246

The earliest evidence of HIV in North America comes from another route
entirely. In 1982, it was realized that women also could get AIDS, as could their
children. Retrospective analysis of children with AIDS in New York City by
Pauline Thomas and colleagues in the city’s Department of Public Health has
identified six who were born in 1977. Since they were presumably infected peri-
natally, we may assume that their mothers were also HIV-positive by that year.
All six mothers were intravenous drug users: two came from the Bronx, two
from Manhattan, and one each from Brooklyn and Staten Island. Five of the six
children were born in the last four months of 1977, but one (who later died) was
born in February, and this child’s birth provides the earliest presumptive evi-
dence of HIV transmission in North America.*” Additional evidence comes
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from San Francisco, where an HIV-positive child was born in 1977 to “Mrs.
Profit;**® a drug-injecting Caucasian prostitute who had not traveled outside
California, but who is known to have had a wide range of clients of all races.
Mrs. Profit gave birth to two further HIV-positive children in 1979 and 1981,
before dying of AIDS in 1986.4°

Thus seven children born in different parts of the United States in 1977 —
all of them to mothers who used intravenous drugs — later proved to be HIV-
positive, with no known risk factors other than their parentage. (The possibil-
ity of exposure of these children to HIV through sexual abuse, transfusion, or
contaminated injection was, in each case, investigated and rejected.) The HIV
status of only three of the mothers is known, and all three were HIV-positive.>

There is thus retrospective evidence that strongly suggests that HIV was
already present in two North American groups — male homosexuals and drug
injectors — by the year 1977. There is considerable disagreement about the
extent to which the two groups overlap, but certainly a small percentage of
male homosexuals inject drugs.®* The difference in timing— a mere seven
months — between the earliest mooted perinatal infection and the first proven
homosexual infection is far too small to permit a confident determination of
which came first. Besides this, it must be borne in mind that babies can be
infected postnatally through breast milk®? and thus, theoretically at least, the
baby born in February 1977 could have been infected by a mother who herself
only seroconverted in late 1977 or even 1978.

A further forty-four children who later proved to be HIV-positive were born
to drug-injecting mothers in New York by the end of 1978.5 This sudden
increase in children with HIV reflects the even more dramatic increase in HIV
prevalence in gay cohorts at around the same point in time, and is suggestive of
a virus newly introduced to the two communities, probably at some time dur-
ing 1977 or 1976.

We are still left, however, with several hypotheses as to how HIV might have
arrived in the United States. One classic theory, as espoused by Randy Shilts, is
that the virus arrived on board one of the ships or planes carrying visitors to the
Bicentennial celebrations in July 1976. The fact that seven drug-injecting moth-
ers from two port cities — some of whom financed their habit through prosti-
tution — appear to have been infected by 1977 is consistent with the theory. So
is the fact that a decade after the publication of And the Band Played On there
is still no incontrovertible evidence (such as a proven instance of HIV infection
in the United States in 1975) to confound the Shilts hypothesis.>*

There are, however, several alternative theories, each of which has its merits
and demerits. One, to which we shall return later, proposes that HIV and AIDS
were present in North America for years before 1977, but at such a low level that
the virus has never been detected among the few archival sera screened, and
the disease was not remarked upon by doctors at the time. After all, it took a
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sudden and ferocious outbreak in a clearly-defined risk group in 1981 before
the syndrome was recognized by the best-equipped medical surveillance system
in the world.

Another theory is that HIV was introduced in the mid-seventies by contam-
inated blood imported from Africa or the Caribbean.>® Yet another is that HIV
was brought to North America by Americans who were international travelers,
and here the voyages of flight attendants, including Patient 0, NY1, and LA1, and
cruise ship attendants, like NY5, may be of relevance. All four men are believed
to have visited cities either in the Caribbean, western Europe, or eastern Africa
between 1974 and 1977 and, as we shall see in future chapters, there is evidence
to suggest that HIV may already have been present in each of these places by
these years.

The most frequent of all the common denominators appears to be the
mooted link between North America and Haiti. Since Haiti was becoming an
increasingly popular winter vacation spot for gay men during the seventies,
there is some historical evidence to support such a scenario. As well as gay cruise
ships, Haiti has voodoo, men in dark glasses, and African swine fever — all of
which have, at different times, been proposed in connection with the onset of
the AIDS epidemic. It is time to find out whether any of these exotic rumors
have substance.



HIGH DAYS AND HOLIDAYS:

THE HAITIAN INTERCHANGE

The entry for Haiti in the eleventh edition of the Spartacus International Gay
Guide, published in February 1981, four months before the official advent of
AIDS, starts as follows:

Haitians are cheerful, honest and have a very easy-going attitude towards
sex in general. Extreme poverty and extreme happiness abound every-
where. . . . Haitian men are very beautiful and very well-endowed, and
have a great ability to satisfy, whatever it is you are looking for. . . . They
are lovely people, and as they are often treated as “meat,” your affection
and tenderness will be greatly appreciated and warmly returned. . . . If
you are turned on by beautiful black guys, and can adjust to Haiti’s
extreme poverty and lack of creature comforts, you may indeed find
Haiti a paradise.t

This is one of the warmest recommendations in the Spartacus guide, which
covers the entire world with the exception of the United States. A warning, how-
ever, is also included. “Early in 1980, several boys, aged 14 to 16, were hospital-
ized as a result of sodomy injuries caused by sadistic Caucasian tourists. The
result of this was an outbreak of police attacks on the former free-and-easy gay
scene and several places have subsequently been closed down. It is advisable for
the time being to stay away from Haiti, as it is no longer the paradise it used to
be.” Despite this inconvenient interruption to normal service, the guide lists
several gay hotels, bars, and “houses with boys”— in Cap Haitien on the north
coast, Jacmel on the south coast, and the capital, Port-au-Prince, where many of
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the establishments were located in the Carrefour district down by the quay,
Haiti’s main center of both male and female prostitution.

Haitian tourism almost died out in 1957 when Frangois Duvalier came to power,
but picked up again in the late sixties, when he began courting American
tourists, inviting them to visit a country that he described as “close, beautiful and
politically stable”? By 1970, 100,000 were taking up this invitation from Papa
Doc, one of the world’s great despots, and by the end of the decade, with Club
Mediteranée about to open a resort, the annual figure had risen to 150,000.

Precisely when Haiti became known as a holiday hot spot for gay men is
harder to determine, but its reputation appears to have been growing throughout
the seventies, with Port-au-Prince becoming an increasingly focal stopover on gay
cruises, like those on which Nick Rock was employed.® The black air steward
known as NY1 used to travel there from 1974 onward, and Gaetan Dugas appar-
ently visited the country in 1977, before it became part of the Air Canada net-
work, which suggests that Haiti’s attractions were already well known.* By 1980,
because of the growing poverty, Haiti had become very much a buyer’s market,
and the fairly discreet gay scene of the sixties and early seventies had been trans-
formed into something much more overt and geared toward foreign tastes.>

In late 1981, the CDC began getting reports of AIDS-like conditions occur-
ring in Haitians living in the United States.® By mid-1982, a total of thirty-four
Haitian AIDS patients had been recorded in Miami, Brooklyn (New York), and
elsewhere in the United States.” All but four of the thirty-four were men, yet
none of them reported any homosexual activity, and only one admitted to a his-
tory of intravenous drug use. Some of the CDC interviewers realized, however,
that Haitians viewed them with suspicion, as members of the establishment,
even of the CIA. Many of the patients were refugees and many had entered the
United States illegally. None would wish to admit to anything that might lead to
imprisonment or deportation.®

A report on the Haitian cases was published in the MMWR on July 9, 1982.
That same day, Alvin Friedman-Kien wrote to Jim Curran, saying that he too
had seen “a number of patients who have had direct exposure to individuals in
Haiti itself, or Haitians here in the United States” at his Manhattan clinic, thus
providing further evidence for the infectious-agent hypothesis.®

Almost immediately, alarmist newspaper articles started appearing, some of
which suggested that AIDS had originated in Haiti. The impact on Haitian
tourism was instantaneous. Visitors fell away from 75,000 in the winter season
of 1981/2 to a mere 10,000 the following winter.® In June 1983, the CDC
announced that 5 percent of the 1,641 AIDS cases in the United States had
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involved persons born in Haiti, and took the extraordinary step of formally
identifying those of Haitian nationality — alongside homosexuals, intravenous
drug users, and patients with hemophilia — as a specific risk group for AIDS.*
Journalists substituted “heroin-users” for IVDUs, and began making facile ref-
erences to the “4H Club.” By the mid-nineties, Haitian tourism had still not
recovered from the bad publicity: there was only one cruise line (running both
gay and straight vacations) still calling at Haiti, and then only at Labadie, a 260-
acre “private tropical paradise” on the northwest coast.’? Disembarking passen-
gers were not told that they were entering Haiti, nor was this fact mentioned in
the glossy brochures.'?

By 1983, American and Haitian doctors were writing to medical journals,
suggesting that the origin of AIDS might somehow be linked to the recent out-
break of African swine fever in Haitian pigs and the eating of undercooked
pork, to bloodletting as a medical practice in rural areas of Haiti, or to voodoo
rituals, which allegedly involved the drinking of animal or human blood.!4
One such letter appeared under the facetious title “Night of the Living Dead I1:
Slow Virus Encephalopathies and AIDS: Do Necromantic Zombiists Transmit
HTLV-11I/LAV During Voodoo Rituals?”'> Meanwhile, back in Haiti, several
hotels went bankrupt, and a group of Port-au-Prince hoteliers threatened to sue
the CDC.

Haitian complaints that most of the Haitian-American cases should have
been placed in the homosexual or bisexual category, because it was considered
“extremely shameful to acknowledge homosexuality in their culture,” were
largely ignored.’® Two years later the CDC reversed its decision, reclassify-
ing most of the Haitian cases as “homosexuals” and the rest in the “other/
unknown” risk category, but by then the damage had been done.'” Haiti’s most
prominent AIDS researcher, Jean Pape, subsequently claimed that American
researchers had “made a serious error in the interpretation of epidemiological
data. The CDC never wondered why 88% of the early Haitian AIDS cases in the
U.S. occurred in males. In 1983, our group had identified risk factors [such as]
bisexuality and blood transfusion in 79% of Haitian AIDS patients”*8 Dr. Pape
also commented that “The disparity in the data from the United States and
Haiti may be attributable, in part, to a greater willingness of Haitians to provide
reliable responses to personal questions in their native country and language.”*°

Among that first group of Haitians with AIDS questioned by Pape’s group,
by far the most important risk factor turned out to be bisexuality, being cited by
exactly half of Haitian AIDS patients in 1983. Significantly, the proportion fell
to just 1 percent by 1987, which gives some idea of the impact of the Haitian
AIDS scare of 1982/3, and of the key role played by gay tourism in the years pre-
ceding. Other key factors were the Haitian government’s announcement, in
1983, that homosexual men would henceforth be jailed for six months and
then spend an additional six months in “rehabilitation” and its request that
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foreigners who owned gay establishments should leave the country forthwith.?°
It would seem that many Haitian men were willing to swing both ways when
paid to do so, but reverted to more traditional sexual habits when homosexual-
ity became dangerous and the stream of rich, gay foreigners dried up.

What this does not tell us, however, is whether in the first instance HIV was
brought to America by Haitian immigrants, or by American gays returning
from the Caribbean, or whether the movement was in the other direction, with
U.S. gays introducing the virus to the island of Hispaniola (which contains
Haiti and the Dominican Republic). It is here that the early footprints of HIV
and AIDS in the Caribbean offer some intriguing clues.

Jean Pape’s first paper about AIDS in Haiti, published in October 1983,
depicts the course of a rapidly escalating epidemic.?* He and his colleagues
recorded seven retrospective cases of AIDS in 1980, sixteen cases in 1981, and
thirty-seven in the first ten months of 1982. Pape also launched a determined
search for pre-1980 cases. A review of hospital records at three private hospitals
in Port-au-Prince revealed no plausible cases of AIDS, but a review of work per-
formed between 1978 and 1982 at the Albert Schweitzer hospital, which serves
115,000 people in the rural area around Deschapelles, did reveal a plausible
case: a previously healthy twenty-year-old man who had generalized seizures in
July of 1978, who died a fortnight later, and who was revealed at autopsy to have
toxoplasmosis of the central nervous system. Three further suggestive cases
were seen in Haiti in 1979, and a further four cases of AIDS occurred in 1978/9
in Haitian émigrés (three living in Montreal and one in Miami).?

It is interesting that the earliest AIDS cases among Haitians and Americans
apparently occurred in the same year — 1978. However, calculating cases-per-
population gives a very different picture. Haiti’s total of eight pre-1980 cases out
of approximately 5.5 million people (allowing for 500,000 living overseas) is
over twenty-seven times greater than the twelve AIDS cases recorded in 1978
and 1979 among the population of the United States.

Furthermore, seroepidemiological studies indicate that HIV was far more
prevalent in the general population in Haiti than it was in the United States
in the early eighties. For example, research by Pape and coworkers in 1986/7
detected an HIV prevalence of 9 percent among adults tested in Port-au-Prince,
and 3 percent among rural adults.?® The seroprevalence among Haitian immi-
grants to the United States was 4.6 percent.?* HIV infection among American
adults in the first half of the eighties appears to have been roughly a hundred
times lower.

It may be that, in addition to sexual networking, factors such as the popu-
larity of medical injections, both self-administered and given by local folk
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healers or piquristes, facilitated a rapid early spread of HIV in Haiti.?® However,
this data also suggests that HIV may have arrived earlier in Haiti than in the
United States.

In fact, four separate incidents provide circumstantial evidence that HIV was
already present in urban areas of Haiti between 1976 and 1978. All involved for-
eign nationals, and three of the four certainly occurred outside the homosexual/
bisexual milieu. In September 1978, while on honeymoon in Port-au-Prince, a
French geologist had a car crash, which required his being transfused with eight
units of blood; he developed AIDS in 1981, and died the following year.?” And a
Swiss woman developed AIDS in 1982, five years after holidaying in Haiti.
During her 1977 vacation she also contracted hepatitis B infection, and her lack
of other risk factors suggests that she may have acquired both viruses heterosex-
ually. Another Swiss citizen, a man of unknown sexual orientation, developed
AIDS in 1980 after vacationing in Haiti in 1978.2 And in 1981, a fifty-two-year-
old Canadian woman died of AIDS in Montreal. For twenty years, up to 1972,
this woman had worked in Haiti as a nun, but from then until 1979 she con-
centrated on more earthly work, helping to rehabilitate prostitutes in Port-
au-Prince. At some point in those seven years she apparently had a single sexual
encounter — and according to Jacques Leibowitch, this occurred in or before
1976.%°

Leibowitch also has some interesting observations to offer about the pur-
chase of blood from Haiti. From the beginning of the seventies, he writes, the use
of Factor VI1I1 blood-clotting concentrates became widespread among American
hemophiliacs. Each batch of concentrate was prepared from the pooled plasma
of several thousand donors, and in the early part of the decade much of that
blood was purchased from the Caribbean and Latin America, most notably from
Port-au-Prince. There the lucrative business was monopolized by the Hemo-
Caribbean Company of Haiti, owned by Joseph Gorinstein, a New York stock-
broker, whose links to the Haitian government involved Luckner Cambronne —
the minister of defense and Papa Doc’s brother-in-law. Leibowitch claims that
most of the blood used in North America prior to 1975 came from Haiti, but that
after a series of scandals about the methods of procurement, the U.S. Food and
Drug Administration would no longer license Haitian blood after that year.*° He
believes that this shows that HIV was not present in Haiti before 1976.

Piet Hagen’s book, Blood: Gift or Merchandise, has a slightly different
sequence of events.3! According to him, Jean-Claude Duvalier, the Baby who
succeeded Papa in 1971, was angered by the bad press®> and closed down
Hemo-Caribbean in November 1972, prompting Cambronne to flee the coun-
try. But Hagen adds that Gorinstein later tried to reopen the Port-au-Prince
facility, and he cites reports from 1975, 1979, and 1981 that suggest that the
commercial collection of blood had resumed in Haiti. Although there is no
evidence as to where such blood was sold or utilized, it is worth noting that the
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first recorded hemophiliac seroconversion in the United States was not until
1978,% by which time the source of contamination could well have been an
American gay or VDU blood donor.

In fact, there is further circumstantial evidence that suggests HIV may have
been present in Haiti as early as 1973 or 1974. The greatest influxes of Haitians
to North America have taken place since 1972, when boat people started setting
off from the north coast of Haiti, bound for Florida. That flow became a torrent
when a lengthy drought caused famine in 1975-1977, and by 1980 there were
40,000 official Haitian refugees in the United States, and a further 100,000 to
300,000 illegal immigrants.®*

The three greatest expatriate concentrations of Haitians are found in Miami,
New York City (and, in particular, Brooklyn), and Montreal, and in 1983, doctors
from these three cities published papers on AIDS cases among Haitian immi-
grants. Twenty patients seen between April 1980 and December 1981 were
reported from Miami, three of whom had entered the United States in 1976, 1975,
and 1974.% Another ten Haitian patients were seen between January 1981 and
July 1982 at the Kings County Hospital in Brooklyn, some of whom arrived in the
United States as early as 1973/74.% The same pattern, only more pronounced, is
revealed from Montreal. Of the first eight Haitian patients with AIDS, three had
arrived in Canada in 1976 and one in 1974.% In all three cities, the patients ques-
tioned claimed to have had no sexual contact with people back in Haiti or with
other Haitian immigrants since moving to North America, and admitted to no
other risk factors. If correct, this would mean that they could only have been
exposed to HIV infection in Haiti before emigrating in the mid-seventies.

There is one further report that offers supporting serological evidence. In
November 1984, soon after the advent of the HIV antibody test, researchers
from the Pasteur Institute of Cayenne, the capital of French Guiana, tested
the sera of 211 apparently healthy Haitians living in the area,® and found six
to be HIV-positive. At least one of the six had arrived in Guiana from Haiti in
1974.

When examined in toto, this substantial circumstantial evidence — involv-
ing nine early émigrés — suggests that HIV may well have been present in Haiti
as early as 1973 or 1974, though at a very low prevalence. This in turn suggests
that the Hemo-Caribbean episode might well represent a close shave, in that the
first outbreak of AIDS in the United States could so easily have occurred among
hemophiliacs in the mid-seventies, three or four years before the actual out-
break in gay men.
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Let us assume for a moment that HIV really was present in Haitians in 1974.
This still leaves open the question of who infected whom. In essence, there
are two possible scenarios: that “international gays” infected Haitians (pre-
sumably prior to 1974), or that Haitians infected gay visitors (between 1974
and 1977).

What limited evidence there is lends some support to the scenario of an ini-
tial straight-to-gay interchange, for 40 percent of the earliest cases of AIDS in
Haiti, seen in 1980 and before, occurred in women.*® This dropped dramatically
to 9 percent in the series reported by Jean Pape for 1981 and 1982, before rising
again to 27 percent for 1983-1985, and 31 percent for 1986-1988. This data,
although too limited to attain statistical significance, could be interpreted as
suggesting that HIV was initially present in Haitian heterosexuals, that it trans-
ferred to the gay community in Port-au-Prince in the second half of the seven-
ties (causing an increase in AIDS in bisexuals and homosexuals at the start of
the eighties), but that it began to reassume a more evenly balanced sex distrib-
ution after the AIDS scare of 1982.40

What can be proposed with some confidence is that Port-au-Prince in the
seventies may have represented a key interchange for HIV on its world tour, that
a pivotal role may have been played by Haitian bisexuals in the latter half of the
seventies, and that this is possibly where HIV first entered the gay community.
By 1980, the flow of the virus was almost certainly bidirectional: northward
from Haiti by plane, and on board those overcrowded boats as they lumbered
across the Great Bahama Bank toward the Florida coastline — and southward
by plane and cruise ship from Miami, Montreal, and the “pink triangle” cities of
New York, Los Angeles, and San Francisco.

All this returns us once more to the question of source. As we shall see later, the
early theories of origin, which saw AIDS emerging from pigs, bloodletting, and
necromantic rituals in Haiti, appear to have been based more closely on
Hollywood depictions of voodoo and zombiism than on a real appreciation of
vodun as a complex religion with its roots in Africa.*! Allegations that voodoo
rituals include practices such as cannibalism and the drinking of human blood
appear to be without substance and are, in any case, irrelevant to the story of the
origin of AIDS — unless one proposes that HIV could have arrived in Haiti
with slaves originating from central Africa, two centuries or more ago. The
same goes for the untrained “injectionists” with their syringes and needles —
they may conceivably have played a role in the early transmission of HIV in
Haiti (although this is disputed),*? but cannot be relevant to the origin of the
virus. So, let us instead examine two rather more plausible hypotheses as to how
HIV might have arrived in Haiti.
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The first proposes that HIV came to the country with Haitians returning
from the central African country of Congo in the sixties and seventies. The his-
tory of this rather unexpected connection is as follows. After the mass exodus
of the Belgians at the time of the Congo’s independence in 1960, and again after
the upheavals of 1964, the Congolese government sought replacements for the
professional and technical positions previously filled by their former colonial
masters, who had themselves signally failed to train adequate African replace-
ments. They turned to Haiti, a black, independent, French-speaking nation,
many of whose better-educated inhabitants were more than ready to depart the
land of Papa Doc and his feared militia, the Tontons Macoutes. From the early
sixties through the seventies, several thousand Haitians left to work in the
Congo.*® At least a thousand of these were employed by the United Nations, and
got home leave every two or three years. However, many of them, fearing that
they might have problems leaving Haiti if they ever returned, preferred to spend
their vacations in places like Belgium, the United States, and Canada.** Again,
although many thousands of these technocrats eventually returned to Haiti
during the seventies and eighties, some of them (after tasting freedom and priv-
ilege overseas) later reemigrated to North America or Europe.

In 1984, a fascinating study of risk factors for AIDS was initiated among
Haitians living in Miami and New York, using Creole-speaking interviewers.
The report, published in early 1987,%° found no significant correlations with a
history of injections or tattoos, past homosexual experience, or past travel to
central Africa. And yet the tables of results revealed a fascinating fact — of the
fifty-five Haitian-Americans with AIDS involved in the study, one had indeed
visited central Africa — which almost certainly meant the Congo.*®

As will be explained later, there is increasing evidence from the virologists
and phylogeneticists (who have analyzed a wide range of HIV isolates* and
have drawn up detailed viral family trees documenting ancestry) that there is
a single source for the various HIV-1 strains found in North America, Europe,
and the Caribbean — nearly all of which belong to a clade, or group, called
“subtype B.” One can therefore postulate that a single Haitian who became
infected in the Congo (where, as we shall see, HIV has been present for some
time) and who later returned to Haiti before reemigrating to the United States,
might theoretically have been the source of the epidemic of HIV-1 subtype B,
the so-called Euro-American strain.

However, there is a second scenario, equally plausible, which posits that the
initial introduction of HIV to Haiti might have occurred within the gay com-
munity, rather than the straight. Haiti’s growing popularity in the seventies as a
gay holiday venue, as a place for affordable sex, drugs, and reggae, meant that

* |solate: a microorganism found in an infectee and cultivated on tissue culture.
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it also attracted many men from Europe, and one group made its presence felt
in a number of ways. That caustic editorial comment in the 1981 edition of
the Spartacus guide makes it clear that the sadistic tourists who had put local
teenagers in the hospital with rectal injuries were “predominantly German
and Swiss.”

The possibility of a German connection is reinforced by the fact that one of
the first AIDS patients in the United States was a thirty-three-year-old German
homosexual who died in Manhattan in December 1980.#” What is not recorded
in the literature, however, is that this man had not come to the United States
direct from Germany. Between 1977 and the summer of 1980, he had been liv-
ing in Haiti, working as a chef, and throughout this period he had suffered from
inflammatory bowel disease. One of his New York doctors, Donna Mildvan,
says that in retrospect this may have represented a prodrome — or early symp-
tom — of AIDS (in which case it is possible that he was already HIV-positive
prior to settling in Haiti). Indeed, the patient’s chart also records that “he did
travel to the Caribbean often,” suggesting that this man may have visited Haiti
some years before moving there in 1977.% Given the circumstantial evidence
that Haitians may have been HIV-positive as early as 1973 or 1974, this could
be significant.

This second possibility — that HIV might have been introduced to Haiti by
gay visitors from Europe — would clearly become a lot more plausible if it
could be demonstrated that there were even earlier traces of AIDS on that con-
tinent. It is time to take a look at the first traces of HIV in the Old World.



EARLY TRACES IN EUROPE

The bare bones of the story so far — concerning the emergence of AIDS in
North America and Haiti — are probably familiar to those with a basic knowl-
edge of the history of the epidemic. By contrast, the history of the emergence of
AIDS in Europe is less well known, although it is one that almost certainly
extends even further back in time.

All over Europe, in the early eighties, gay men who had previously vacationed
and had sex in North America were themselves contracting AIDS. If we leave
aside David Carr, the first known fatality from AIDS in Britain was a forty-nine-
year-old gay man who died in the fall of 1981 from PCP and CMYV infections;
he had visited gay friends in Miami on an annual basis up to the year of his
death.! One of the next to die, in March 1982, was a personnel director with a
blue chip company, whose work required him to travel widely throughout
Europe, and who vacationed at least twice in the late seventies in America, with
most of his time being spent in San Francisco.?

However, the links with America were not always so clear-cut. One of the
first countries in Europe to experience the new syndrome was Denmark. In ret-
rospect, it would appear that the first man to present with symptoms was a
thirty-seven-year-old agricultural engineer who died of PCP and arthralgia
in September 1980. He is believed to have been bisexual, and during 1979 he
studied in New York. However, his first symptoms — a chronic cough, poor
appetite, and persistent weight loss — had occurred in October 1978, and he



84 THE RIVER

apparently had not visited the United States before that date.® It may be, there-
fore, that if he had lovers during his time in New York, then far from getting
infected by them, he transmitted his infection to them. This is the first sugges-
tion that the passage of HIV across the Atlantic may — even in these early
days — have been in both directions.

Much mention is made of contact with America in the first published paper
on AIDS in Denmark which appeared in July 1982,% but of the four patients
described, only one had himself visited the United States (and he only in the
year preceding onset of symptoms), though one of the others lived with a man
who made regular transatlantic visits. Once again, it is unclear whether the
virus was on board the outward or return flights. However, a subsequent paper
reported that there was a significantly higher risk (more than sevenfold) of hav-
ing a low T-cell count among Danish gay men who had visited the United States
(versus those who had not), and that this increase first became apparent in per-
sons who had visited in 1980 and after.> This shows that even if contacts
between local and American gay men were crucial to the early dynamics of the
Danish epidemic, they were not necessarily pertinent to its source.

However, the European country that provides the earliest evidence of AIDS
among gay men is Germany. There are two intriguing cases, both of which pre-
cede any of those thus far described as regards both date of onset and date
of death.

The first case involves a twenty-one-year-old soldier who came from one of
the Rheinland towns to the south of Bonn. He fell ill in October 1977 with ill-
defined pains in his abdomen and unexplained weight loss. During 1978, he
developed further symptoms, and spent several months at the large military
hospital at Koblenz, before being transferred to the university hospital at UIm.
There his doctors, under the director of internal medicine, Hermann Heimpel,
ran a battery of tests and discovered that his lymph nodes were full of macro-
phages (white blood cells), which were themselves full of an unusual mycobac-
terium, M. fortuitum. They realized that they were dealing with an unexplained
T-cell deficiency that was probably not congenital, but were at a loss as to how
to treat him. Finally, in January 1979, the young soldier died.

Unfortunately, samples relevant to the case were destroyed in a fire in 1986,
so it is unlikely that it will ever be known with certainty whether HIV was
responsible. When questioned sixteen years later, however, Professor Heimpel
said that he was “sure that this was a case of AIDS.” The soldier had neither had
a transfusion, nor had he traveled away from home, apart from the eight
months spent at a single German army base, and there were no physical indica-
tions that he had been sexually abused or raped. Nobody ever thought to ques-
tion him about his sexual preferences, but Dr. Heimpel believes that the patient
once volunteered that he was homosexual.®
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In the same month, January 1979, another German man also died from what
was almost certainly AIDS, but his was an entirely different personality from
that of the young soldier. Herbert H., a fifty-two-year-old concert violinist who
had played with one of Cologne’s symphony orchestras, was completely open
about his homosexuality, although this fact was not mentioned in the original
1979 paper that reported his death from multiple-site Kaposi’s sarcoma, menin-
gitis, and a battery of infections including Molluscum contagiosum, oral thrush,
and perianal warts.” In April 1983, however, his doctors, under Wolfram Sterry,
a dermatologist at the University of Cologne, wrote to the Lancet, declaring that
their patient had been gay, and proposing that his mysterious immunosuppres-
sion and death might have been caused by AIDS.8

There were certain additional features about their patient that they did not,
however, reveal. The first was that Herbert was not simply homosexual, but
actively bisexual. He clearly had a large appetite for life, which included a pen-
chant for orgies. For these, it was not essential that women be present, but when
they were, he apparently preferred them to be big-breasted —*“the bigger the
better,” according to Sterry’s recollection.

Dr. Sterry also remembers that Herbert spent several months of each year
traveling around Europe, where he had several lovers in different countries. He
spoke of visits to France, Italy, and Austria (particularly Vienna) — though he
apparently never visited America or the Caribbean. And although nobody has
tested stored sera or tissues, Sterry is now certain about the diagnosis: “It was
AIDS — I'm quite confident of that,” he says.® It is noteworthy that Herbert’s
first symptoms began in December 1976, more than a year before symptoms
began appearing in American gays.

These two cases — and that of Herbert in particular — suggest that HIV
may have arrived earlier among German gays and bisexuals than among their
American and Haitian counterparts.’® However, given the variability of the
asymptomatic period, this is far from proven; the Germans may, for instance,
have been infected with a more virulent strain.

There are further clues also. The family of the German chef who worked
in Haiti and died of AIDS in New York at the end of 1980 come from
Gelsenkirchen in the Ruhr,* which lies some fifty miles from Cologne, where
Herbert lived, and roughly a hundred miles from the hometown of the soldier.
Cologne is the main urban center of this part of Germany, and the possibility
that HIV may have been circulating in the vibrant gay clubs and leather bars of
the city during the seventies has to be admitted, as does the possibility that the
Gelsenkirchen chef was already infected by the time he first visited Haiti.

Running against this hypothesis is the fact that no other German AIDS cases
were reported until 1982, and that six of the seven patients recorded in that year
were believed to have been infected by American homosexuals, and the seventh
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by Factor VII1.12 It would appear, therefore, that if HIV did enter the German
gay scene at an early stage, it may have burned itself out without sparking a local
epidemic (even if the sparks may have traveled rather farther afield).

By September 1983, 243 AIDS cases had been diagnosed in Europe, of which
221 were evaluable for probable source of infection. A detailed report on these
cases documents that 33 percent involved gays who had probably been infected
in the United States; 10 percent gays who had probably been infected in Haiti;
and 21 percent gays who had not had sexual exposures in either the United
States or Haiti, but who had had contacts with other European men. Just a
handful of cases had occurred in IVDUSs, or persons exposed to blood products.
However, fully 29 percent of the 221 cases involved Africans. The report empha-
sizes, in italics, that “A new group at risk of developing AIDS has emerged in
Europe . . . namely patients originating from central Africa.” It soon became
clear that not only Africans, but persons who had visited equatorial Africa, or
who had had sex with people from that region, were at risk.

France is the country that best exemplifies the different groups that were
demonstrating susceptibility to AIDS at the end of the seventies. It is also the
European country that identified the most pre-epidemic cases, with seven
recorded from Parisian hospitals alone up to the end of 1979.1 However, four
of these involved middle-aged gay men who were diagnosed with KS in 1974,
1975, 1978, and 1979, but who were all still alive in 1983. These men are no
longer mentioned in reviews of early AIDS in Europe, which strongly suggests
that they had the more indolent, “classical” form of KS, which is uncomplicated
by HIV infection.t®

The fifth pre-1980 patient seen in France was an African with opportunistic
infections; specific details of this case were never published. The sixth and sev-
enth cases involved Europeans with African connections. One was a thirty-two-
year-old French woman who had been living in the Congo between 1971 and
1976 with an apparently healthy Congolese husband. The other was a thirty-
five-year-old Portuguese man who, from 1968 to 1974, had been driving trucks
from one coast of Africa to the other, between the then colonies of Angola
and Mozambique. He was heterosexual, and had occasionally had sex with
prostitutes. Both of these patients presented with PCP at the Tenon hospital in
Paris — the woman in October 1976 and the man in June 1978 — and both
died soon afterward. (However, as was later revealed, the man was actually
infected with “the second AIDS virus,” HIV-2.)Y

Jacques Leibowitch and Jean Baptiste Brunet, the two leading figures in
the Study Group on the Epidemiology of AIDS in France, were increasingly
persuaded that the AIDS epidemic was linked to Africa. By 1982, they were
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encouraging fellow doctors to look out for unusual diseases in their African
patients, and by early 1983 they were traveling up and down the east coast of
America, delivering papers about their “African hypothesis.”*8

In March 1983, this group had an important letter published in the Lancet
concerning the first twenty-nine AIDS cases seen in France. Even if, in retro-
spect, most of the eleven “KS only” cases look dubious as instances of AIDS, the
eighteen cases of opportunistic infections are clearly significant, as the French
doctors ably demonstrated in their analysis. Eight of these Ol cases involved
homosexuals, six of whom had traveled to the United States in the previous five
years. The other ten involved heterosexuals, only one of whom had ever been to
the United States, but five of whom had visited Haiti. Of the remainder, four
had lived in Equatorial Africa — the two Europeans mentioned above, plus two
Congolese men. “We suggest that Equatorial Africa is an endemic zone for the
supposed infectious agent(s) of this illness,” the French doctors wrote.

They were not, however, the first to air this hypothesis in print. In the previ-
ous week’s edition of the Lancet, a group of Belgian doctors under Nathan
Clumeck had reported five Africans with AIDS, three of whom were women
and four of whom came from the Congo.*® The letter concluded: “This prelim-
inary report suggests that black Africans, whether immigrants or not, may be
another group predisposed to AIDS.”

A month later, in response to these letters from France and Belgium, two fur-
ther letters from European doctors appeared in the Lancet, both reporting early
cases of clinical AIDS with an African connection. A Danish woman surgeon
who had worked for much of the seventies in rural Congo fell sick with wasting
and PCP in 1976, and died in Copenhagen in 1977.% That same year, a Congolese
airline secretary from Kinshasa reported to a hospital in Brussels with a wide
range of typical AIDS infections. She returned to the Congo, where she died
early in 1978.% A subsequent article about African AIDS patients in Belgium
noted that the husband of a Congolese woman with prodromal AIDS had
himself died in Brussels in 1976 from infections which, the authors observed,
represented “a picture consistent with AIDS.?? Suddenly, therefore, a number
of much earlier AIDS cases were being recognized, all of which had links with
equatorial Africa.

The distribution within Europe of these African-linked cases was extremely
significant, for most of the patients were appearing in Belgian hospitals, and
were Congolese. By August 1983, Belgium’s total number of AIDS patients was
thirty-eight, of whom thirty-four were African, and two were Europeans who
had had sexual relationships with Africans.?® These were remarkable statistics,
given that just six thousand to eight thousand persons from central Africa were
living in Belgium at the time, and that most of the African cases had apparently
emerged from within this immigrant community. “The [African] cases seen in
Belgium are probably only the tip of an iceberg,” wrote Nathan Clumeck,?
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adopting what would quickly become the most overemployed metaphor of
the epidemic.

By contrast Britain and France, both of which had once enjoyed far larger
colonial holdings on the continent, had seen far fewer cases of AIDS. By late 1983
France had seen twenty-two cases in persons presumed to have been infected in
central Africa (many of whom came from former Belgian colonies).? Britain had
seen none.? These figures clearly suggested that certain specific areas of Africa
(most notably the former central African colonies of Belgium and, to a lesser
extent, France) might be high-risk areas for AIDS.

If plausible archival cases were being retrospectively diagnosed in the central
African population living in Europe, and among Europeans who had recently
lived or had sex in central Africa, then it seemed reasonable to hypothesize that
AIDS might have been present for some time in this region, but had gone
unrecognized as a new disease syndrome amidst the welter of infections already
present. Not all European doctors agreed, however. Some who had themselves
worked in Africa insisted that they would certainly have recognized a condition
as striking as AIDS — especially its more uncommon presentations, like can-
didiasis of the esophagus — had it been common in the sixties or seventies.
Others, mindful of the political sensitivity of such claims, maintained a cau-
tious silence.

During the rest of the eighties, only one further substantial European case
study emerged to bolster this hypothesis of an earlier AIDS epidemic in Africa,
and this took the form of yet another letter to the Lancet, written in 1988, which
came from an unexpected quarter.?’ In 1976, three Norwegian family mem-
bers — a father, mother, and nine-year-old daughter — all died in southern
Norway with symptoms typical of AIDS, and now sera from all three, drawn in
the early seventies, had tested HIV-positive. The father had presented with his
first symptoms as early as 1966, and it seemed likely that he had infected his
wife, who had in turn infected the daughter perinatally. The Norwegian doctors
noted: “The father had been a sailor and had visited foreign countries, includ-
ing African ports, several times before 1966. In this period he had contracted
sexually transmitted diseases at least twice.” This raised the possibility that on
one of those occasions he could also have become infected with HIV.

In the light of this overwhelming evidence, Africa also becomes our next
port of call.



HIV ANnD AIDS IN CENTRAL AFRICA

First, we need to take a further brief look at AIDS in the former British colonies
of eastern Africa. We have already seen that the border region between Uganda
and Tanzania was a significant staging post for HIV-1, even if this region was
probably not the place where the first AIDS cases emerged. But a thousand
miles to the south of Kagera lies the Zambian capital of Lusaka, where another
very significant episode in the history of AIDS occurred. For it was here, in early
1983, that an African form of AIDS was first recognized by an Africa-based
physician — Dr. Anne Bayley.

During the seventies and eighties, Dr. Bayley was professor of surgery at the
University Teaching Hospital (UTH), the only public hospital in Lusaka. She
clearly recalls the “Eureka moment”— the day when she realized that some-
thing different was happening with the KS cases in her ward. “I had been seeing
about eight to twelve cases every year since 1978 — a very steady level,” she
explains. “And then one day — it was in the January of 1983 — | went into my
ward to do a round, and | realized that there were nine cases of KS in there at
once.” Many of these were of a very different, more aggressive type of KS,
accompanied by swollen lymph nodes. “I realized that | was seeing a new man-
ifestation of the disease. And | remember being frightened. I'd never seen this
range of presentations before, and | knew this disease well. These people
responded to chemotherapy, but then the disease recurred within two, three or
four months.” Dr. Bayley also began to realize that the socioeconomic back-
ground of the patients was changing, and that a different, wealthier, more edu-
cated group appeared to be more susceptible to this new form of the disease.

During the first five months of 1983, she gradually became persuaded that
this new form was the same as the aggressive KS being seen in American gays.
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By the end of the year, she had seen ten of the old-style KS patients, all ten of
whom were still alive and well, together with thirteen of the new-style KS
patients — eight of whom had died.! Absolute confirmation of causation came
in 1985, when one of her 1983 patients returned to the hospital, and his blood
was found to be HIV-positive.

Later, Dr. Bayley realized that she had almost certainly seen three of the atyp-
ical KS cases before 1983: one in each of the three previous years. The first of
these patients came to UTH in January 1980: a woman of fifty-five from Chipata,
in eastern Zambia, who presented with aggressive KS, a blue swelling under her
tongue, an enlarged spleen, and lymphadenopathy (both of the neck and deep
within the abdomen). With her considerable experience of African KS and
African AIDS, Dr. Bayley feels that this clinical picture was probably indicative
of the latter.?

And this was not the only presentation of AIDS she was witnessing. Dr.
Bayley also recalls, retrospectively, other patients from the early eighties who
exhibited a range of AIDS-like opportunistic infections. The first of these was a
young Zambian-based Englishman who developed full-blown AIDS in 1983,
but who had been unwell since August 1980 with weight loss, lack of energy, and
“vague aches and pains.”

If correct, this pushes the advent of the Zambian epidemic back by three
years from its official beginning in 1983 — a proposal that is supported by three
clinical histories from a small hospital at the mining center of Kalalushi, near
the town of Kitwe in northern Zambia. The patients were two female secretaries
(who had shared the same male lover) and a young male worker. All three
died from typical presentations of AIDS in 1985, and the one patient whose
blood was tested for HIV proved to be positive. The medical charts reveal that
symptoms of immune-suppression began in 1979 in one case, and in 1980 in
the others.?

One other pertinent case of AIDS from Zambia involved a fifty-eight-year-
old Englishman who presented with typical AIDS symptoms in 1983. He had
lived in Africa for a total of twenty-five years, but between 1978 and 1980 he had
been based in Rwanda, which, according to Dr. Bayley, is very possibly the place
where he became infected.

In all likelihood, therefore, AIDS was occurring in three distinct areas of
Zambia — the Copper Belt in the north, Chipata in the east, and Lusaka in the
center — by 1980, or even 1979. The geographical diversity of the sightings sug-
gests that the well-developed road and rail network in Zambia may have played
a significant role in early spread. Although there was no explosion of AIDS in
Zambia, as occurred in Uganda as a result of the liberation war, there was a
steady rise in HIV prevalence, so that by the start of the nineties over 30 percent
of adults in Lusaka were infected.*
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In Kenya, the other major English-speaking country in East Africa, retrospec-
tive serosurveys of blood taken from female prostitutes and attendees at STD clin-
ics suggest that HIV was not present until 1981,° while the first known case of
AIDS did not occur until 1983, in a Nairobi-based Ugandan journalist.5 The fact
that Kenya is situated on the coast to the east of Uganda offers further support to
the hypothesis of a virus percolating outward from a central African source.

All this suggests three important conclusions. First, the personal testimonies
and records of experienced African-based physicians are revealed, once again,
to be as useful as the published literature in terms of identifying the first appear-
ances of AIDS. This may be partly because poorer resources in Africa, and the
greater overall disease burden, mean that fewer unusual cases are thought note-
worthy enough to be written up for journals. Second, it seems unlikely that the
former British colonies of East Africa represent the source of AIDS, in that
North America, the Caribbean, and Europe all witnessed probable cases before
the earliest plausible reports from Uganda, Tanzania, Zambia, and Kenya.
Third, there are clues from Zambia and Uganda’ (and further evidence from
Belgium and France) that suggest that some of the early cases in those countries
may have been infected in Belgium’s former central African colonies of
Rwanda, Burundi, and the Congo.

In early 1985 Belgian doctors based in Kigali, the capital of Rwanda, wrote to
the Lancet about finding a cluster of HIV infections in a Rwandese family com-
prising a mother, father, and three sons, aged six years, five years, and eighteen
months.® The history went back a long way. Within three months of the birth
of the first boy in 1977, the mother had experienced a range of unexplained
symptoms, including chronic diarrhea, dramatic weight loss, lymphadenopa-
thy, disseminated dermatitis, and oral candidiasis. She was still alive in 1984, but
had a depressed T-cell count, as did her husband, who was otherwise healthy.
All three of the children had experienced inflammation of the salivary glands,
and the youngest also had a swollen spleen and persistent oral thrush. In retro-
spect, it seems likely that the mother was presenting with early symptoms of
AIDS in either 1977 or early 1978, thus predating the first official case of AIDS
in Rwanda by at least five years.

The likelihood that HIV was already spreading in this immediate region by
the mid to late seventies is further supported by the case of a thirty-one-year-
old Dane who died of PCP and CMV infections in August 1983, after a year of
ill health. The man had lived in Rwanda between 1974 and 1976, and in
Bujumbura, the capital of neighboring Burundi, between 1976 and 1981. In the
latter country he had been “frequenting Tutsi bar-girls” and had been treated
for syphilis and, on several occasions, gonorrhea.’

Evidently HIV infection was spreading rapidly in Rwanda by the early eight-
ies, for in July 1984, a group of thirty-three female prostitutes in the second city,
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Butare (home of a large army camp and the national university), were tested,
and an astonishing twenty-nine — or 88 percent — were found to have HIV
antibodies. Even today, this represents one of the highest prevalences ever
recorded for prostitutes, or for any other risk group apart from prospective
AIDS patients. These women had an average of forty-four partners a month,
and their reported sexual activity was strikingly conservative, with over 95 per-
cent involving straightforward penile-vaginal sex, and with oral and anal sex
making up the remaining 5 percent in equal measure. (This helped give the lie
to those Western “experts” who claimed that the AIDS epidemic in Africa
stemmed from a predilection for anal intercourse, or its use as a contraceptive
method.'%) That HIV was not restricted to those who sold sex was demon-
strated by the fact that 12 percent of a control group of nonprostitute women
from Butare also tested positive.!

1984 was the year when HIV antibody testing began, and many of the early
ELISA tests were subsequently found to register high levels of false positives.
Nonetheless, the overall validity of the 1984 Butare survey would seem to be cor-
roborated by follow-up studies conducted eight years later, which found that
fourteen of the twenty-nine HIV-positive prostitutes had died with symptoms
suggestive of AIDS, while of the others one had been murdered, two lost to follow-
up, and twelve were still alive. The survivors were generally those who were
younger, or who had had higher T-cell counts in 1984.%

In December 1986, Rwanda became the first country in the world to stage a
national serosurvey of HIV-1 prevalence which embraced all age groups from
infants to the elderly. The results were staggering, for they revealed that 17.8 per-
cent of urban dwellers and 1.3 percent of rural dwellers were HIV-positive.'® The
specific results for individual prefectures were published in 1988 in an article
in Rwanda’s own medical journal, the Revue Médicale Rwandaise.** Butare was
not the town with the highest HIV prevalence; in fact, it was only the fourth, at
16 percent. Ahead of it came the capital, Kigali, with 21 percent prevalence, but
the list was dramatically headed by two small towns in the Hutu heartland of
western Rwanda: Ruhengeri (22 percent) and Gisenyi (31 percent). The latter
statistic is quite startling, and the article further reveals that more than half of all
persons aged twenty-six to forty in that lakeside town on the Congolese border
were already HIV-positive by the end of 1986.

One small crumb of encouragement was that rural prevalence was compar-
atively low, which was clearly significant in a country in which about 95 percent
of the population live in rural areas. However, Rwanda also has the highest
population density in Africa, meaning that very few people live far from a town.
Even in 1986, few doctors doubted that significant urban-to-rural HIV diffu-
sion would occur within a fairly short period of time.*
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In October 1983, prompted by the evidence of AIDS among Africans in Europe
(as reported in the letters to the Lancet in March 1983 from doctors in Brussels
and Paris),'6 two teams of European and American doctors set off for Rwanda
and the Congo to investigate the pattern of AIDS in central Africa. By this stage,
certain doctors in Kinshasa and Kigali, as well as Anne Bayley in Lusaka, were
beginning to report increases in diseases like cryptococcus, tuberculosis,
esophageal candidiasis, KS, and enteropathic conditions such as Slim — and it
was important to determine whether these were genuine cases of AIDS and, if
50, just how they compared to the spectrum of diseases that was associated with
AIDS in the West.*’

A joint team of Belgian, Dutch, and Rwandan doctors spent four weeks in
Kigali, and readily identified twenty-six cases of AIDS and prodromal AIDS,
equally divided between the sexes. Nearly all cases involved employed urban
middle-class people: only one came from a strictly rural area (Bugarama, in the
extreme southwest).'® The paper concluded that “Urban activity, a reasonable
standard of living, heterosexual promiscuity and contact with prostitutes could
be risk factors for African AIDS."1°

Meanwhile, a team of American, Belgian, and Congolese doctors spent three
weeks in the Congolese capital, Kinshasa, and identified thirty-eight AIDS
patients. Once again, those affected were relatively affluent, more than half of
them having attended hospitals that catered mainly for private patients.”® The
findings of the Rwandese and Congolese teams were published side by side in
the Lancet in July 1984,

The Congo paper, the lead author of which was Peter Piot (later head of the
United Nations joint program on AIDS, UNAIDS), was especially interesting. It
demonstrated an equal sex ratio (even though the mean age of female AIDS
patients was twenty-eight years, versus forty-one years for men, probably as a
result of patterns of sexual behavior). It showed that the immunological char-
acteristics of AIDS patients in Africa and the United States were the same, and
it discounted homosexuality, transfusion, or intravenous drug use as risk fac-
tors. It concluded powerfully: “The findings of this study strongly argue that the
situation in central Africa represents a new epidemiological setting for this
worldwide disease — that of significant transmission in a large heterosexual
population.”

In addition to the thirty-eight AIDS patients, there was commentary about
several further anecdotal cases, which included two clusters, each involving five
people who had had heterosexual contact with at least one of the others. All ten
persons had died, the earliest death occurring in 1980, and the chronologies
suggested that both male-to-female and female-to-male heterosexual transmis-
sion had taken place. At that stage, only a handful of potential male-to-female
transmissions had been described in the United States, and no transmissions
had been reported from women to men.
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Mention was also made of thirty-five cases of cryptococcal meningitis that
had occurred in Kinshasa since 1981. A key paper had already been published
on this subject in 1982,% in which fifteen cases of this unusual disease were
described (fourteen of them fatal, and five involving coincidental TB infection).
All fifteen cases had occurred in two Kinshasa hospitals in the space of eighteen
months, and it was pointed out that, in contrast, only one case per year had been
reported from the same hospitals during the previous two decades, most of
which had responded to treatment with a powerful antifungal drug.? In addi-
tion, cases of aggressive KS had apparently increased eightfold in Kinshasa in
1981 alone.

The Piot paper was also the first to postulate a possible AIDS link between
the Congo and Haiti, pointing out that between the early sixties and the mid-
seventies, “several thousand professional people” from Haiti came to the Congo
to fill posts that had formerly been held by Belgians. The authors stressed, how-
ever, that “only one case of AIDS has been recorded in a Haitian in the Congo,
and that was in 1983 in an unmarried woman. We are unaware, therefore, of any
facts implicating either central Africa or Haitian immigrants from central
Africa as the origin of the disease, and such speculation must be viewed with
scepticism unless substantive data appear.”

Some, of course, might take the view that even one Haitian with AIDS out
of a grand total of forty-nine cases reported from Kinshasa demonstrated that
Haitian immigrants, just like Congolese citizens, were getting exposed to HIV,
and that this supported the Congo-Haiti transmission hypothesis. It will be
recalled that, in an uncanny echo, one of the fifty-five Haitians with AIDS who
participated in the risk-factor study conducted in the United States in 1984 had
a history of previous travel to central Africa. In all probability, this meant that
this man, also, had lived and worked in the Congo.?

In their landmark paper, Peter Piot and colleagues interpreted the AIDS epi-
demic in the Congo in similar terms to that among American gays and drug
injectors, as involving a sudden explosion of cases occurring at or around the
start of the 1980s.2* Indeed, several contemporary papers propose this sce-
nario — partly, one suspects, out of a desire for political correctness. There is,
however, a snag to the theory, for in the case of the Congo, there is substantial
evidence that people had been dying of AIDS for several years prior to 1980.

There are numerous such cases relating to the years 1979 and 1978, some of
which will be referred to later. At this point, however, it seems more appropri-
ate to take a look at some of the significant cases that occurred before 1978 —
before, that is, AIDS became apparent in North America, the Caribbean, or
East Africa.
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The first involves the thirty-four-year-old airline secretary mentioned previ-
ously. She flew to Brussels in August 1977 in order to bring her three-month-
old daughter, who had been suffering oral candidiasis from birth, to a Belgian
hospital. As it turned out, the daughter was readily cured — and turned out
later to be HIV-negative?® — but within a week the mother herself fell sick with
fever, fatigue, headache, and sinusitis. During the next five months, she baffled
her Belgian doctors by developing a staggering range of opportunistic infec-
tions, including polyarthralgia, weight loss, oral candidiasis, genital and peri-
anal herpes, generalized cryptococcosis, severe diarrhea, plus four different
bacterial infections. Eventually, at her own request, she flew back to Kinshasa,
where she died in February 1978.%

Further clinically defined cases originating from the Congo related to 1976
or earlier, two of which have been referred to in the previous chapter.?” A third
such case involved a twenty-nine-year-old Belgian man who had lived in
Kinshasa from 1971 to 1976, when he returned to Brussels to seek treatment for
persistent lymphadenopathy, dermatitis, and Herpes zoster. He later returned to
Africa, this time to Burundi, where he married a young Tutsi refugee from
Rwanda. He died of clinically defined AIDS in 1981, and although his blood was
never tested for HIV, his Rwandese widow was found to be HIV-positive in 1985
and later developed ARC.%

But not all these early Congolese AIDS patients came out of Kinshasa. One
of the most famous was the surgeon from Denmark, Grethe Rask, who after
feeling exhausted and weak throughout 1975, then fell sick with drug-resistant
diarrhea, chronic fatigue, wasting, and universal lymphadenopathy the follow-
ing year. She died in Denmark in December 1977, after suffering a range of typ-
ical AIDS diseases, including PCP.2° At the time she first fell ill, Dr. Rask was
working in Kinshasa, but prior to that, between 1972 and 1975, she had been
based at a small up-country mission hospital in the village of Abumonbazi, in
the Equateur province of northern Congo. Frequently this hospital ran short of
vital supplies, and it is believed that Dr. Rask may have performed operations
without wearing surgical gloves. A great friend and colleague of hers in the
Congo was Dr. Ib Bygbjerg, who has since gone on to become one of the lead-
ing lights in the fight against AIDS in Denmark. He says that Grethe Rask was a
very serious person: “She wasn’t drinking, or going out with Congolese men, or
anything like that.”®® Bygbjerg clearly believes that the most likely explanation
for Dr. Rask’s infection was her up-country surgery. Grethe Rask’s stored blood
was assayed in Copenhagen in 1984, on a very early version of ELISA, which had
poor sensitivity; it tested negative.®* However, the Rask sample has since appar-
ently tested positive on two antibody assays conducted in America — results
that were never formally reported in the literature.*?

The probability that Grethe Rask was HIV-positive was considerably
strengthened by a subsequent report, which concluded that as early as 1976
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there was a low but detectable level of HIV infection around Yambuku, a mis-
sion hospital situated just sixty miles to the south of Abumonbazi by road. In
the same year there was an outbreak of Ebola hemorrhagic fever in that area,
and teams of experts from the WHO and CDC flew in to perform heroic work
isolating and treating infectees. When they flew out again, they took with them
a number of blood samples from local villagers, and it was these that were
retested nine years later for the presence of HIV. To the amazement of many, five
out of 659 proved to be positive.*

Another CDC group returned to the region in November 1985, and its
members attempted to trace the five HIV-positives. They found that three had
died with symptoms typical of AIDS: a twenty-seven-year-old woman in 1977
or 1978, a forty-eight-year-old woman in 1981, and a sixteen-year-old boy in
1984. Two subjects, however, were still alive, and still tested positive for HIV-1:
a fifty-nine-year-old woman (who had a normal T-cell count), and a fifty-
seven-year-old man with an abnormally low T-cell count, who was the widower
of the woman who died in 1981.

Two of these people are of particular significance. The first woman to die, in
1977 or 1978, had worked as a fernme libre (a“free woman,” or casual prostitute)
in Kinshasa between 1971 and 1975. The virus itself was isolated and sequenced
from the blood sample that she gave in 1976 — and it was this isolate (Z321)
that, twenty years later, still represented the earliest sample in the HIV Sequence
Database at Los Alamos.3* And if (as seems possible) the boy who died in 1984
was indeed a perinatal case, he would have been born in 1967 or 1968 to an
HIV-positive woman — thus taking the history of HIV even further back
in time.

These findings were so interesting that the following year, 1986, the
American team returned to take further blood samples from the area. They
tested the blood of fifty-five prostitutes from Yandongi (the village nearest to
Yambuku hospital) and others from the two nearest towns of Bumba and Lisala,
and found that 11 percent were infected.® (This compares with 27 percentin a
prostitute group in Kinshasa, and 88 percent in the group tested in Butare,
Rwanda, at around the same time.) Then they tested patients from the hospi-
tals in Yambuku, Lisala, and Bumba, some of whom had symptoms of AIDS,
and five were found to be HIV-positive. Finally, they took blood from another
cross section of villagers from the zone around Yambuku, and found that three
samples out of 388 were positive — a prevalence of 0.8 percent, almost identi-
cal to that detected ten years earlier. This apparently stable seroprevalence over
aten-year time span in arural area, which contrasted with a steadily rising sero-
prevalence in Kinshasa during the seventies, led them to hypothesize that “HIV
infection and AIDS could have existed and remained stable in [this] rural area
of Africa for a long period,” and that “the disruption of traditional lifestyles
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and the social and behavioral changes that accompany urbanization may be
important factors in the spread of AIDS in central Africa” This was an early
expression of the “isolated tribe hypothesis,” which, as we shall see later, is rather
more controversial than it may at first glance seem.

In a future chapter, there will be further discussion of this theory that HIV
and AIDS may have existed unnoticed in a remote part of Africa for many
years — and that only recently have they “escaped” to large cities like Kinshasa
and thence to the outside world. Suffice it for now to point out that both the
very presence of fifty-five prostitutes in a rural area like that around Yandongi,
and their significant level of HIV infection, suggest that there may have been a
substantial level of traffic on the north-south road through the village, which
would make it unlikely that HIV would have been contained in such an area for
very long.

By a remarkable and tragic twist of fate, there was another freak event that
also took place in 1976 and that demonstrated the presence of the virus in yet
another part of the Congo. In November 1976, a Canadian transport plane car-
rying mining equipment from Belgium to Lubumbashi was due to make a final
stopover at Kisangani on the river Congo, but adverse conditions forced it to
put down in a forest clearing near Opala, some 150 miles to the southwest. The
sole survivor of the crash landing, flight engineer Ron M., sustained a com-
pound fracture of the right leg and a serious neck injury, but was transported
by truck to Kisangani, where he spent several days at the University Hospital.%
Here he was transfused with two units of blood donated by Congolese volun-
teers (the only blood he received while in Africa).

Later, he was transferred back to Edmonton, Alberta, and though he was dis-
charged from hospital in time for Christmas, he never fully recovered from the
accident. By 1977, Ron began to suffer oral candidiasis, and he eventually died,
in June 1980, from respiratory distress syndrome, disseminated Herpes simplex
infections, and septicemia. Years later, stored blood samples were tested and
found to be HIV-positive.3” He therefore represents the earliest serologically
proven and generally accepted case of AIDS on the North American conti-
nent.*® Ron’s history also provides strong circumstantial evidence that HIV was
present in the Kisangani region in 1976.

The possibility that further cases of AIDS, unreported in the medical litera-
ture, were already occurring in the Congo by the mid-seventies is supported by
Arnold Voth, the same Canadian doctor who accompanied the injured flight
engineer on the plane from Kinshasa to London. Dr. Voth was based at Mama
Yemo Hospital in Kinshasa between 1974 and 1978, and he recalls that during
these four years he and his colleagues “saw a lot of cases which in retrospect
probably were HIV [related]. Patients presenting with uncontrollable diarrhea
and weight loss and going on to die were well-known to clinicians at that time.
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They became even more well-known in the following ten years.” Dr. Voth writes
that it was not until he returned to Canada in 1983 and read reports about the
new syndrome that he realized what he had been seeing in the Congo almost ten
years earlier.%

Voth’s view is reinforced by that original Lancet paper on AIDS in the Congo
by Piot and coauthors. The conclusion reads: “It was impossible to date the
onset of AIDS in Kinshasa. A chart review revealed syndromes including weight
loss, lymphadenopathy and invasive KS in young adults as far back as 1975, but
information was inadequate to diagnose AIDS definitely.”

Infact, there are certain even earlier cases of AIDS in people from the Congo —
some clinically likely, and others serologically confirmed — all of which involve
children. One such was the son of a Congolese government official. The boy, born
in August 1974, began presenting with typical symptoms of AIDS five months
later in Kinshasa. In 1978, the whole family (mother, father, and three children)
moved to Stockholm, where the boy eventually died in September 1982, at the age
of eight. Stored blood samples taken between 1978 and 1982 later tested HIV-
positive,* and other information subsequently released by one of his doctors
makes it clear that this was almost certainly a case of perinatal infection. His two
siblings, born in 1970 and 1972, both tested HIV-negative.

The earliest persuasive evidence of clinical AIDS in Kinshasa, however,
comes from one of the children of the Congolese airline secretary mentioned
earlier. Before she flew home to die, she told her Belgian doctors that though all
the children of her first marriage were healthy, the first and second children of
her second marriage had each died aged less than a year, the first from a respi-
ratory infection, the second from septicemia. Both had also had oral thrush. Dr.
Jean Vandepitte, one of the doctors who reported this case to the Lancet, subse-
quently revealed that these two children were born in 1973 and 1976. If, as
seems likely, the two children and the mother all died of AIDS, then the mother
is likely to have been infected at some point between 1970 (the year of birth of
her last healthy child, by the first marriage) and 1973.4' Quite possibly the
source was the second husband. No HIV serology was ever done, however, on
the mother’s blood — and apparently no information was recorded about the
health of her second husband.

Not all the cases above were confirmed by HIV serology. There is, however,
independent proof that HIV was present throughout the seventies in Kinshasa —
proof that is not available for any other place in the world. Doctors from the
Rega Institute in Belgium, under Jan Desmyter, have tested 498 deep-frozen
blood samples from apparently healthy Kinshasa mothers from 1980, and a
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further 805 samples from a similar cohort, taken in 1970. Those found positive
on the ELAVIA assay were then subjected to three further confirmatory tests,*
each of which gave identical results, yielding fifteen confirmed HIV-positives
from 1980 (a seroprevalence of 3 percent) and two positives from 1970 (a
prevalence of 0.25 percent). The authors of this communication concluded: “An
increase of true positivity of about ten-fold*® in ten years is compatible with
slow, predominantly heterosexual spread [of a virus] possibly introduced in
about 1940 in central African cities.”**

There is one even earlier HIV-positive serum from Kinshasa — the most
famous positive serum of all — that takes us at least part of the way back to
Desmyter’s mooted “introduction date” of 1940. This, of course, is the serum
investigated by André Nahmias, which suggests that a man from Leopoldville
was infected with HIV back in 1959.45 We shall return to this serum later.

So, to sum up, we see AIDS in the United States, Haiti, and Europe in the late
seventies; but in the Congo the syndrome is present in the early seventies.
Furthermore, we have evidence that HIV-1 was already present in the Congo in
the late fifties. A pattern is beginning to emerge.

More than ten years have passed, and our perspective on the early AIDS epi-
demic in the Congo is now that much clearer, but it only reinforces the impres-
sion that physicians such as Nathan Clumeck, Peter Piot, and Arnold Voth got
it just about right back in 1983 and 1984. They were indeed observing the tip of
an iceberg.

Is this the end of the trail leading back toward the source of HIV and AIDS?
Does the Congo represent the natural hearth for the HIV-1 virus? We shall
return to this question later, but suffice it for now to say that we appear to be
getting close. In the past, it has been suggested that HIV might have been
imported to the Congo by American Peace Corps workers, or by a colonial offi-
cial with a salty past. However, the many examples of AIDS and HIV infection
witnessed in the Congo during the seventies and their apparent absence in
other continents, combined with the much greater genetic variability of HIV
isolates from the Congo (indicating that they have been evolving for a longer
time), begin to suggest that the virus must have originated somewhere in this
part of central Africa and spread outward, rather than vice versa.

If indeed the Congo was an early center of HIV prevalence, then we should
contemplate for a moment the many ways in which the virus might have spread
thereafter. In addition to noting such groups as European ex-patriates (Belgians
and Greeks in particular), Congolese émigrés, and Haitian technocrats who
came and then left again, armchair theorists have postulated roles for groups as
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disparate as European mercenaries,*® Cuban soldiers, early overland travelers,
development agency workers, and the many thousands who attended the
Ali-Foreman fight in Kinshasa in October 1974.4 The Rumble in the Jungle. Yet
another overworked metaphor with a peculiar resonance for the world of AIDS.

There is an interesting footnote to these early reports of AIDS in the Congo —
one that is directly relevant to the development of an AIDS vaccine, a subject
that assumes greater importance toward the end of this book. Western research
teams were, of course, not slow to realize the significance of the AIDS epidemic
in central Africa, and in 1984 a major U.S.-funded AIDS research program,
Projet SIDA, was set up in Kinshasa, initially under Robin Ryder and Jonathan
Mann — who was to become better known later in the eighties as head of the
WHO’s Global Program on AIDS. For the next seven years, until its closure fol-
lowing the riots in Kinshasa in 1991, Projet SIDA was a major player in HIV
research in Africa.*®

Other important AIDS research was conducted at the French-funded
Institut National de Recherches Biomedicales (INRB), also in Kinshasa, and this
included some controversial work by the French doctor Daniel Zagury. In 1986,
to the surprise and shock of many of his colleagues, Zagury announced that he
had already injected himself, some of his colleagues, and an unspecified num-
ber of Congolese “volunteers” with a genetically engineered AIDS vaccine. (This
vaccine comprised the vaccinia virus that is used as a vehicle for smallpox vac-
cine, plus a portion of the envelope, or outer coat, of HIV-1.) This constituted
the first human trial, anywhere in the world, of a vaccine against AIDS.
Although Zagury was loath to answer questions about the trial,* it was reported
elsewhere that the volunteers had included about a thousand Congolese sol-
diers, and a French colleague who had previously accidentally pricked himself
with an HIV-infected needle.>® Zagury issued brief reports on part of this work
in a letter and a paper published in 1987 and 1988;>! in these, he claimed that
the trial had been sanctioned by the Zairean Ministry of Health. One of his col-
laborators, and the final author on the 1988 paper, was Robert Gallo.

Many years later the concept and conduct of the trial were investigated, and
severely criticized, in a report issued by the Office for Protection from Research
Risks (OPRR) at the National Institutes of Health.5? Among other things, it was
revealed that the vaccine virus had originally been supplied by an NIH scientist,
and that a French version of the vaccine had also been used in the trials. It
was further revealed that the “volunteers” had actually included eighteen HIV-
negative Congolese children aged between two and eighteen. The volunteering,
Zagury alleged, had been done by their mothers, all of whom had AIDS and
who had urgently requested that their children be included in the experiment.
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No independent verification of the children’s subsequent health status was
available. The report also documented a further vaccine trial involving “approx-
imately 30 HIV-seronegative adults, including military volunteers.” The results
of this trial were never published, although, once again, Zagury informed
the investigators that the subjects remained healthy. The OPRR subsequently
placed restrictions on Robert Gallo’s research activities involving human sub-
jects, and forbade Zagury from pursuing any further research involving U.S.-
provided materials or technology.

Writing about the children’s vaccine trial in 1991, Carol Levine observed:
“This example indicates how easily ethical considerations can be swept aside
under the rubric of *humanitarianism’ or ‘compassion.” The children had
escaped perinatal transmission; they were not at risk through casual contact
with their mothers. There could be no possible benefit to them and there was
potentially serious harm"53

In fact, there was another, perhaps even more important question: whether
others in the community might not also have been put at risk through the intro-
duction of a new — and potentially transmissible — viral agent. For Zagury’s
was a live vaccine, containing a viable portion of HIV’s envelope. The full impli-
cations of this well-intentioned, but potentially very dangerous, experiment
would become apparent only in the nineties, when molecular biologists began
to reveal the uncanny ability of lentiviruses to recombine, and to pass slabs of
genetic information from one to another. For instance, writing in 1995, Paul
Sharp and colleagues concluded their paper on “cross-species transmission and
recombination of ‘AIDS’ viruses” with the following comment: “Recombination
provides the opportunity for an ‘evolutionary leap’ in so far as the genetic con-
sequence is far more drastic than the steady accumulation of individual muta-
tions, and so a future hybrid virus may have significantly altered biological (and
pathogenic) properties.”>*

Some observers, at least, believe that Zagury and Gallo had been drumming
their fingers on the lid of Pandora’s box.
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FALSE POSITIVES,

AND THE SPECTER OF CONTAMINATION

Of course, just as important as knowing where HIV and AIDS were in the years
before the recognized epidemic! is knowing where they were not.

Unfortunately, the picture has become muddied, because some of the clini-
cally plausible cases of pre-epidemic AIDS that appear in the medical literature
(especially those lacking the confirmation of a positive HIV antibody test) may
in fact not be AIDS at all.? Many presentations resembling AIDS can be caused
(and presumably have always been caused) by other factors such as cancers or
leukemias, congenital immunodeficiency, combined immunodeficiency dis-
eases (like Nezelof’s syndrome), or the presence of other viruses that, excep-
tionally, can have an immunosuppressive effect.® What is more, the lack of
specificity in the early case definition allowed several “classical KS” cases to be
wrongly diagnosed as AIDS. Caution is therefore warranted.

Another factor is that the early assays used to evaluate whether or not some-
one was infected with HIV (most of which actually tested for antibodies to
the virus) were of variable quality. In 1984 and 1985 in particular, a lot of
strange results — many of which would now be termed “false positives” — were
encountered, because the techniques then in use had poor sensitivity or speci-
ficity. (Sensitivity relates to the ability to detect small amounts of antiviral anti-
bodies; specificity, the ability to identify accurately the virus that is causing them
to appear.) At the time, the standard explanation for such false positives was that
old sera, especially those which had been thawed and refrozen on a number of
occasions, tended to become “sticky.” In addition, sera from places like Africa,
where most people have been exposed to a large number of different viruses and
bacteria, are more difficult to interpret than Western sera, because antibodies of
pathogens other than HIV can, on occasions, also adhere to the assays.
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Furthermore, the assays themselves were of variable accuracy. Some (such as
ELISA — the enzyme-linked immunosorbent assay, and EIA — the enzyme
immunoassay) involve the addition of a reagent; if it changes color, the serum
is judged to be HIV-positive. Similarly, IFA — the immunofluorescence assay —
relies on a subjective assessment of a fluorescent reaction. Other assays like the
Western blot (WB) are based on the antibodies to various proteins producing
discernible bands on a testing strip* — or, in the case of RIPA, the radioim-
munoprecipitation assay, an autoradiograph. Once again, the problem is one of
interpretation, especially with “weakly reactive” readings.> Even when the p24
antigen test (which measured the presence of the major core protein of HIV-1)
became available later in the eighties, there were still problems with reliability
and interpretation.

Several of the most notorious early papers, which reported what are now
known to be false positive results, were those dealing with old, stored African
sera. These misleading reports often went on to infer that HIV and AIDS
had been present in parts of Africa for many years or, indeed, that the virus
was endemic (regularly found) in those regions, as distinct from epidemic
(occurring in sporadic outbreaks). Because they caused so much scientific and
political confusion, it is necessary to analyze such researches in a little more
detail.

Some of the earliest claims relate to the Republic of South Africa. In 1986
Professor Hans-Dieter Brede, a German microbiologist based at the Tygerberg
Hospital near Cape Town, apparently reported at an AIDS conference in Istan-
bul that he had found several archival South African sera to be HIV-positive, the
oldest of which dated from 1963. Dr. Brede also claimed that he had knowledge
of several cases of rapidly fatal AIDS-like illnesses, such as aggressive KS, pneu-
monia, and meningitis, which had occurred between 1959 and 1974 among
migrant workers originating from central Africa.’

The reality, however, is rather different. When | interviewed him by phone
and letter several years later, Dr. Brede denied having said anything about an
HIV-positive serum from 1963, and later agreed that he was probably thinking
of the 1959 serum from the Belgian Congo investigated by Nahmias. Regard-
ing the potential archival AIDS cases, he said that during the sixties his col-
leagues in internal medicine and dermatology had acquainted him with many
cases of strange illnesses in migrant workers from Uganda and Malawi. He told
me that between three and six such patients had presented every year with
aggressive forms of KS, PCP, and an atypical form of tuberculosis, and that
there was some literature about these cases in the South African Medical
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Journal. “Retrospectively,” he added, “it is quite sure these were cases of HIV
[infection].”

However, a careful review of the said journal for these years reveals just a
single brief reference to a case of KS and TB, and two other case reports of dis-
seminated KS (without additional opportunistic infections). Although any of
these three fatal cases might conceivably have been AIDS, the reports feature far
too little supporting evidence for such a diagnosis to be made with any confi-
dence. Neither are there any cases featuring pneumonia, meningitis, or atypical
mycobacteria that are suggestive of AIDS. In short, there is nothing to support
Professor Brede’s certainty that South Africa was host to dozens of cases of
AIDS in the fifties and sixties.

Neither do early seroepidemiological studies support the professor’s hypoth-
esis. In a 1987 study of more than 2,500 sera collected between 1970 and 1974
from mineworkers originating mainly from Mozambique and Malawi, but
also from Lesotho, Botswana, Angola, Swaziland, and South Africa itself, just
two sera tested HIV-positive on two (notoriously nonspecific) assays — and
negative on two others. The authors conclude: “In testing serum from Africans
that has been stored frozen, false positive results and lack of uniformity in
the results of various methods can be expected. The results of the present study
fail to provide conclusive evidence of HIV infection in southern Africa in the
early 1970s.”°

Several other claims of early HIV-positivity relate to West Africa. The best-
known report involves sera that were originally taken from 144 children from
the West African country of Upper Volta (now Burkina Faso), during a measles
and smallpox vaccination trial conducted by Harry Meyer in 1963.° In 1985,
scientists from the U.S. Food and Drug Administration (FDA), including
Meyer, reported that two of these sera had been retested and found positive for
HIV antibodies,'* and concluded that “these results support the hypothesis that
a virus antigenically related to [HIV] may have been present in West Africa
prior to the AIDS epidemic,” a claim that has been frequently repeated in sub-
sequent books and articles.'

In fact, one serum tested positive only for a single protein (p28) on Western
blot; the other demonstrated the presence of four proteins which are far more
typical of HTLV-1 than of HIV.*® The evidence therefore suggests that the FDA
team identified the wrong retrovirus.'

Another anomalous report was made in 1989 by a group headed by Tatjana
Frenkl. This team found that over 5 percent (21 of 404) of blood samples taken
from three Ghanaian tribes from various years during the sixties, starting in
1960, were positive for HIV-1 envelope proteins on EIA. Dr. Frenkl claims that
“this assay has been shown to have high specificity and sensitivity”” However, the
apparent failure to confirm the unexpected results using other assays, and the
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lack of correlation with more recent data from Ghana, which shows that none
of 896 stored sera from 1977 were HIV-positive, does not encourage confidence
in Dr. Frenkl’s findings.t®

Arguably, these dubious results did little real damage except, perhaps, in the
countries so identified as early hosts to HIV and AIDS. Similar papers relating
to eastern Africa, however, had serious and lengthy repercussions with respect
to governmental and popular attitudes toward AIDS and AIDS researchers.
Probably the most notorious study was one published in 1985 by Carl Saxinger
and his boss, Robert Gallo, from the Laboratory of Tumor Cell Biology at the
National Cancer Institute in Bethesda.'® This retrospectively found that two-
thirds of a small group of children bled between 1972 and 1973 in the Ugandan
district of West Nile had been positive for HIV. This cohort had a mean age
of 6.4 years, and had been clinically healthy at the time of bleeding. But in
Saxinger’s hands, fifty-five of the seventy-five children tested positive for
HIV antibodies on ELISA, and fifty of these positives were then confirmed by
a “newly developed . . . enhanced sensitivity . . . immunoblot,” which detected
several typical HIV proteins. Unfortunately, it now appears certain that the
sensitivity was so enhanced that it came up with false positive results for
negative sera.

The authors postulated that perhaps the reason why high levels of HIV
infection had gone unnoticed for so long was that African populations had been
exposed to the virus for a lengthy period, and that present-day infectees exhib-
ited only subclinical infections (those that do not cause disease). However, in
another paper, which appeared five months later, there was a degree of back-
tracking.!” The serum reactivity was now described as representing “a unique
pattern”; and it was added that “the antibody status of this group was unlike
any normal or acquired immunodeficiency syndrome-risk group previously
tested.” There was also, for the first time, mention of “relatively low titers”— or
weak reactivity. Nonetheless, Saxinger and Gallo continued to propose that they
had detected “a relative or predecessor of [HIV]” or “[HIV] itself but in a pop-
ulation acclimatized to its presence.” They added, moreover, that their research
“suggest[ed] a likely African origin of [HIV].”

A similar 1984 letter from Gallo’s lab, this time with Bob Biggar as lead
author, reported that 12.4 percent of sera from apparently healthy outpatients
at a remote rural hospital in the Kivu region of eastern Congo had tested posi-
tive for HIV on ELISA,'® with “excellent” confirmation by the same enhanced-
sensitivity Western blot.!° A later paper by Biggar and Gallo reported very high
levels of HIV exposure among Kenyans, including more than 50 percent of
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ninety-nine Turkana people tested between 1980 and 1984 in the remote north-
western region.?’ Again these results were based on ELISA tests, with the results
being “supported by Western blot analysis of a subset of sera.”

The inclusion of Steve Alexander of Biotech Ltd. of Rockville, Maryland, as
a coauthor, suggests that this (and the previously mentioned papers) may have
employed his avidin-biotin sensitivity-enhanced Western blot, which was later
responsible for the false positives found in James Moore’s study of Lexington
addicts in 1971/2.2

Shortly after this, Bob Biggar and colleagues wrote another article for the
Lancet, reporting that the HIV antibodies detected by ELISA assays used in his
Kivu studies “correlated strongly with levels of antibodies against Plasmodium fal-
ciparum,” the malaria parasite.?? He offered a variety of hypotheses to explain the
unusual reactivity, including the possibility that HIV might be transmitted by
mosquitoes, or that other, hitherto undiscovered retroviruses might be involved.
One year later, he had discarded most of these explanations, as shown by a letter
he wrote to the New England Journal of Medicine in which he conceded that
patients with recurrent malaria could show false positive reactions in HIV tests
“prepared in a manner that enhances sensitivity at the expense of specificity.”2

This cautious retraction was to Biggar’s credit, but it took other researchers
to show that Saxinger and Gallo’s 1972/3 results from West Nile were highly
improbable. First, a group under Jay Levy in San Francisco published a 1986
paper that demonstrated that not a single serum from 199 children and adults
bled in 1968 in West Nile was positive for HIV.2* Also in 1986, Wilson Carswell
bled seventy-six apparently healthy adults who were resident in West Nile.
Using a competitive ELISA technique, which is much more specific than the
direct ELISA that had been used in Gallo’s laboratory, he found just one serum
to be HIV-positive. By contrast, he found that 15.4 percent of healthy adults
from West Nile who were resident in Uganda’s main city, Kampala, were HIV-
positive, a percentage that was typical of healthy adults resident in the city.? In
other words, HIV was most unlikely to be endemic in West Nile, and citizens of
West Nile were not innately prone to HIV infection although, like others, they
became highly infected when they moved to a high-risk urban center.

Despite Biggar’s communications about malarial antibodies causing false
positives, and the potential implications for the Kivu results, neither he nor
Saxinger nor Gallo ever formally accepted that the Kenyan and West Nile data
must also have consisted of false-positive results, or specifically retracted these
papers. Nor did any of them ever attempt to explain how they could have been
detecting antibodies to the malarial parasite, rather than HIV, not just on one
assay but on two very different ones.
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Of course, the finding of false positives is not the only type of laboratory error
that can occur. Potentially far more serious is the specter of contamination of
one sample with material from another. It is ironic that the so-called African
green monkey theory, which is probably the theory of origin best known to the
nonspecialist, happens to be based on a laboratory mix-up that was uncannily
reminiscent of Robert Gallo’s earlier experiences with “HTLV-111.”

The story, unfortunately, is rather complicated. In 1985, Max Essex and
Phyllis Kanki of Harvard University identified a retrovirus in the sera of the
African green monkey, Cercopithecus aethiops, and, in accordance with the
Gallo HTLV-111 nomenclature, decided to call their virus STLV-Il1lagm. Essex
and Kanki proposed that STLV-11lagm might have been transmitted to humans
in central Africa, giving rise — perhaps after a series of mutations — to HTLV-
11 (or HIV-1, as it was later known).?

Later in 1985, the discovery of a second human immunodeficiency virus
among persons from West Africa (LAV-II, later to be renamed HIV-2) was
announced by French and American doctors, and early in 1986 another group,
from Luc Montagnier’s laboratory at the Pasteur Institute, announced that it
had found LAV-11 in the sera of West African AIDS patients.?’ By this time, how-
ever, Essex and Kanki had announced that they, too, had discovered another
human retrovirus, probably nonpathogenic, among asymptomatic prostitutes
from Senegal in West Africa, and this they named HTLV-IV. Furthermore, they
claimed that this HTLV-IV was almost identical to STLV-I1lagm.?

Doubts arose, however, when others were unable to isolate viruses from
AGMs using Essex and Kanki’s techniques. In a 1988 letter to Nature, Harry
Kestler and Ronald Desrosiers from the New England Regional Primate Research
Center resolved the mystery by pointing out that both HTLV-1V and STLV-
I11agm were virtually identical to an isolate of another virus, SIVmac, which had
been obtained from an immunosuppressed rhesus macaque at their facility.
Essex and Kanki had been working with this very isolate, SIVmac251, in their
laboratory during 1985,%° and cross contamination had apparently occurred,
meaning that, in reality, all three viruses were one and the same. In an accompa-
nying letter, Essex and Kanki acknowledged their mistake,*® and a commentary
by Carol Mulder observed: “This episode should serve as a strong warning for all
virologists working with multiple isolates to check any new isolates against
viruses present in the laboratory. | am aware, or have been told, of at least five
instances in other laboratories in the United States and Europe where nonin-
fected cell cultures became infected with HIV-1 in the same containment hood.”3!
One of these instances may well have been the alleged contamination of the
HTLV-I1I isolate in Gallo’s lab by Montagnier’s LAV.

Yet again the desire for primacy seemed to have prompted a team of virolo-
gists to make rushed and mistaken claims, which ended up simply retarding the
course of AIDS research. Such errors only reinforced African perceptions that
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the West was determined, at all costs, to blame Africa for AIDS, and to “attribute
everything that is bad and negative to the so-called dark continent.”%2

Later in 1988, when the sequence of a genuine isolate of SIV from the
African green monkey (SIVagm) was announced by a Japanese team under
Masanori Hayami,* it became apparent that the African green monkey SIV was
actually only distantly related to HIV-1 and HIV-2, which meant that although
SIVagm might be an ancient ancestor of the HIVs, it could not have been the
immediate source.?* Nonetheless, the African green monkey myth persists to
this day.

My one meeting with Robert Gallo (or “Bob,” as he likes to be known) took
place entirely by accident in the fall of 1990. Toward the end of a trip round the
States, | arranged to interview Carl Blattner, an acknowledged éminence grise on
HTLV-1 and HTLV-11, at the National Cancer Institute in Bethesda.

Perhaps an hour into the interview, a rather debonair-looking man swung
into the lab where we were talking, and strode across toward us, his hand
already extended in greeting. “Now why do | get the feeling,” he inquired with
an easy smile, “that you and | are going to get along?” During the previous
months, Gallo had been getting a roasting from John Crewdson of the Chicago
Tribune about the LAV/HTLV-III affair, and it seemed possible that he saw in
me an opportunity to tell his side of the story.%®

Gallo told me that, having heard of my visit, he had taken leave of a seminar
for a few minutes in order to arrange a time when he could talk with me. In the
end, we met over breakfast, arranged by him at the swankiest hotel in Bethesda.

It was a fascinating meal, which lasted some two hours, with all manner of
appetizing items jostling for space with my tape recorder on the table. At the
start, | said | assumed he would want to talk with me about the LAV contro-
versy, and | would be glad to hear what he had to say — but that | would first
like to ask him some questions of my own. He readily agreed, and | found him
to be a sympathetic listener and a good talker, with a decent sense of humor to
boot. Only occasionally, when | probed a little deeper, did he show that he could
also be prickly.

Gallo suspected that HIV was not a new virus, but one that had been in
humans in rural Africa for some generations and had only attained epidemic
status because of social changes in the last forty or so years. All right, | said, but
why did two epidemics emerge at the same time? “They didn’t,” he answered
quickly. “The epidemic we see is just HIV-1. Without it, we wouldn’t even know
HIV-2 existed.” It was an interesting point, though considering the sheer num-
ber of HIV-2-related AIDS cases that were then appearing in hospitals around
West Africa, | felt that it might be fairer to say that without the HIV-1 epidemic,
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the sister epidemic might have gone unrecognized for another few years after
1986. Gallo went on to suggest that HIV-2 might have come into man from a
West African monkey a few hundred years ago, while HIV-1 perhaps crossed
from a chimpanzee about a hundred years ago. On the other hand, he added,
those epidemics could have been going on for millennia, with small pockets of
infection, and people dying off before they had had a chance to spread the virus.
Then the same thing might have happened again a few centuries later. “I can’t
really think of anything to refute that explanation,” he added.

When we turned to vaccines and therapies, he gave me a rundown of his lat-
est investigations, including his collaboration with Daniel Zagury in Kinshasa.
He told me about their immunotherapy work, using killed, whole virus, but
made no mention of the previous trials of a live AIDS vaccine. Gallo said that
he was supplying Zagury with some purified proteins, and “some intellectual
input”

All this was fascinating, but his manner changed noticeably when the con-
versation turned to LAV/HTLV-III. He became indignant and, at times, quite
garbled in his attempts to explain and justify what had happened, and how he
had been victimized and ill served by others. He said that, unlike the Pasteur
Institute, he had no lawyers and no public relations people working for him. He
went on to claim that “material” had been sent to several newspapers and mag-
azines, especially New Scientist, and so “a lot of things were said which were
untrue”— things that he had never had a chance to clarify. He and his team
had, he said, been “partly framed.” Someone, he said, had altered certain key
documents, and he was “99 percent sure of who did it; he’s a key source of
Crewdson’s information,” but he feared being sued if he named the person.
When | asked if the Pasteur LAV isolate had been in any way incorporated in his
own HTLV-III isolate, he said that “the short answer is ‘no,’ but there’s lots of
innuendoes.” Montagnier, he said, had published on just one detection of the
virus whereas he, Gallo, had published on forty-eight. “The worst interpretation
is that one of the forty-eight, and the one used in the blood test, was an acci-
dental contamination with LAV,” he said. “Every active lab has contaminations
every year or two,” he added, by way of explanation.

When we got onto the subject of Crewdson, Gallo said that he had never in
his life “heard or seen the style of investigative journalism of this man. Let’s just
say that about 20 percent seems to me to be totally false, and I'm surprised that
he doesn’t know the truth.” What of the other 80 percent, I asked. “Eighty per-
cent of the article is true, but in a vicious, detailed way that in my view misleads
the reader,” he responded.

| asked him about the name of the virus — did he now accede to the com-
mon nomenclature of HIV-1, which had been in use for the last three years,
or did he still think of it as “his” virus, HTLV-111? “It’s still HTLV-II1, just a dif-
ferent name,” he responded. | pointed out that HTLV-1 and HIV were from
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different families of retroviruses. “So what if it’s a different family? You call
it hepatitis A, B, and C; they don’t even belong to the same category; they’re
completely different viruses of different families. HIV and HTLV are retro-
viruses, human T-lymphotropic retroviruses,” he retorted. He added that in
1983 he and the British virologist Robin Weiss had signed an agreement to the
effect that all future human retroviruses that primarily targeted T-lymphocytes
would be called HTLV-III, 1V, V, and so on. | wondered what legality or force he
and Weiss had felt that such a document might have; did they feel that others
would feel constrained by it too? But it was getting toward the time for my first
scheduled interview of the day, so | let it go at that.

Later that afternoon, as | was leaving the main NCI building after a long
series of meetings, | ran into Bob Gallo once again, and he offered me a lift. He
wanted to know how I had got on and whom | had seen. | told him about my
meeting with Bob Biggar, and confessed that when Biggar had started to justify
himself about the African false positives | had lost my temper with him.

I asked Gallo why Biggar and Saxinger had never written letters to the jour-
nals concerned to withdraw their erroneous HIV-prevalence results, and in
response he said two very interesting things. First, he laughingly questioned the
competence of one of the two scientists in question — I will not say which —
saying that he had always been a bit of a bungler, or words to that effect.% And
second, he said that his own input to the various erroneous papers had been
minimal, if any. He explained that, as head of the laboratory, his name simply
went on the paper automatically.

However, it was not until years later that | realized the full story. For although
Robert Gallo's name appears on four of the five publications that wrongly
claimed that there were remarkable levels of HTLV-I1I-positivity in Africa, it is
absent from both of the articles and the letter in which Bob Biggar admitted that
there might have been some mistake. It was then that | began to suspect that
when | had shouted at Biggar, | had actually been shouting at the wrong man.

Contaminations and false readings are bad enough from a scientific perspec-
tive, but with a topic as sensitive as AIDS, they necessarily have far wider reper-
cussions. Between 1985 and 1988, this being the period immediately following
the publication of these erroneous results by Biggar, Saxinger, Gallo, and others,
the response of African scientists and politicians and of their Western sympa-
thizers was understandably incandescent. There was much talk of the deliber-
ate slanting of results in order to further the racist agenda that HIV and AIDS
had come out of Africa. A typical accusation was the following, from a book en-
titled AIDS, Africa and Racism published privately in 1987 by a Zimbabwean
social scientist and an Australian doctor, Richard and Rosalind Chirimuuta:
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“Much of the confused, contradictory and simply nonsensical conclusions
reached by the scientists about AIDS in Africa can be attributed to their
attempts to square their research findings with their racist preconceptions,
rather than objective scientific reality.”%’

This book, and others like it, accused Western scientists of resorting to the
politics of blame, and falling back on old, safe, traditional targets. Many of them
quoted the reported AIDS totals from each country in a bid to “prove” that the
AIDS epidemic must be an American export. This was somewhat disingenuous,
for by mid-1987 it was widely known and acknowledged that although the
4,500-odd cases reported from the whole of Africa were considerably fewer
than the 37,000 reported from the United States,3® the former certainly repre-
sented a profound underreporting of the real situation on the ground — if only
because, in Africa, many of the sick never resorted to the official health system.
Other commentators attempted to pour oil on troubled waters, by adopting the
line that HIV and AIDS must have arrived at around the same time in America,
the Caribbean, Europe, and Africa.*® But as has already been demonstrated, this
claim was more politically than epidemiologically correct.

Having rightly pointed out the inconsistencies in the reports of men like
Saxinger and Biggar, the Chirimuutas then emphasized the several studies that
had failed to indicate any evidence of HIV in Africa before 1980. The largest
such study was that conducted by Alan Fleming and his German colleagues,
which showed that, of some six thousand blood samples taken between 1976
and 1984 — mainly from West Africa, but including nearly six hundred col-
lected from areas close to the capitals of Kenya and Uganda* — the earliest
HIV-1-positive sample dated from 1981.4* Another such study had reported
zero HIV-prevalence among 340 Aka pygmies who had been bled between 1975
and 1978 in Congo-Brazzaville and the Central African Republic;*? the result
was interesting, in that pygmies are hunter-gatherers, and have direct contact
with a wide variety of forest monkeys.*

Unfortunately, the Chirimuutas then moved on to the serosurvey by
Nahmias, which had detected the HIV-positive sample from Leopoldville/
Kinshasa in 1959, and suggested that a solitary HIV-positive result like this
might also be caused by human error or contamination.

Of course, it is relatively easy to find areas of Africa where HIV was not pre-
sent in the fifties, sixties, seventies, and early eighties. But in their determination
to prove that AIDS did not come from Africa, the Chirimuutas — and others
like them — entirely overlooked the substantial number of genuine HIV-positive
results that had emerged from sera taken throughout the seventies in places like
Kinshasa and the Equateur province of the Congo. By ignoring the fact that
HIV was beginning to spread in very specific areas of Africa during the seven-
ties, they ended up biasing their findings in the very same way as, according to
them, the “racist” scientists had done before them.
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Sadly, conclusions similar to the Chirimuutas’ were reached by certain
African politicians, some of whom clearly felt it beneficial to represent the
African AIDS epidemic as either a Western import or a Western fabrication.
And so it was that in 1986 and 1987, when the true HIV-prevalence figures for
sub-Saharan Africa were already spectacularly bad, exceeding 15 percent of the
adult population in several urban centers,* the false-positive reports allowed
certain African governments to conceal the true situation behind a smoke
screen of accusations about racist propaganda. During those two years, the
Kenyan government, for instance, often seemed more concerned about pre-
serving its lucrative tourist industry than with informing its own people about
the gravity of the situation.*®

And yet, at that very moment, there was a desperate need for the correct
message about AIDS to be broadcast, for in the late eighties many Africans
retained a cavalier attitude about the risks of having unprotected sex. In
Tanzania at around this time, AIDS became extrapolated as “Acha Inwe
Dogedoge Siachi,” which is Kiswahili for “Let it kill me; I shall never abandon the
young ladies” And in the Congo, SIDA (the French acronym for AIDS) was
translated as “Syndrome Imaginaire pour Decourager les Amoureux”— an even
more blatant demonstration of the popular belief that AIDS was little more
than a Western propaganda ploy designed to dampen the sexual ardor and
reproductive capacity of the African.*’

Before leaving the question of lab contaminations and false positives, it is
important to point out that nowadays, in the nineties, there is a far more sensi-
tive technique for identifying not antibodies to the virus, but the presence of the
virus itself in a tissue or serum sample. This technique is known as PCR, or the
polymerase chain reaction. The PCR, which was first developed in the mid-
eighties by Kary Mullis (who won a Nobel Prize for his efforts), represents a real
breakthrough for laboratory analysis, one which permits the detection of even
tiny quantities of DNA from any organism, including viruses.*®

At its most basic level, this is how PCR works. The following ingredients are
combined in a test tube: a sample of DNA extracted from the tissue being exam-
ined, “primers” (short stretches of DNA which, it is hoped, will latch on to com-
plementary sequences of DNA in the tissue), together with a quantity of the
four nucleotides (adenine, cytosine, guanine, and thymine — A, C, G, and T,
the basic building blocks of DNA), an enzyme, and a buffer solution. The tube
is then subjected to a series of temperature changes. First it is heated to 95°C, to
separate the double-stranded DNA in the target tissue into single strands; then
cooled to about 55° to allow the primers to stick themselves to the single
strands; and then raised again to about 70°, to allow the enzyme to synthesize
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new double-stranded DNA, using the nucleotides provided.*® Thus the stretch
of DNA between the primers is doubled in each cycle — an exponential in-
crease. This process is repeated through several cycles, at the end of which the
target DNA has hopefully been amplified a million times or more. (In the early
days of PCR this was a complicated and lengthy procedure, but in the nineties
it became possible to carry out the entire process on a single machine.)

After a specific fragment of DNA (for instance, from a virus in the target tis-
sue) has been amplified, it can be characterized genetically, or “sequenced.” (As
might be expected, the DNA sequence — the order in which the building
blocks of DNA appear — varies from one organism to another.) The first PCR
amplification and sequencing of an HIV isolate was reported in 1987.%

Being far more sensitive than any of the assays that preceded it, PCR gives
researchers by far the best chance of detecting a virus in an archival sample that
contains HIV. There are two caveats, however. One is that a negative result on
PCR is not, by itself, conclusive. In a stored serum sample or wax-embedded tis-
sue block, the viral DNA may be very degraded, or the desired fragments may
not be detected by the primers.

The second caveat is that considerable precautions have to be taken to avoid
contamination, because even a minute quantity of HIV DNA introduced to the
sample from another source can be amplified instead of the target DNA. This
rogue DNA could be from a contaminated pipette, an aerosol spray, or equip-
ment originating from another laboratory where other HIV isolates have been
tested in the past.

A positive PCR result represents very powerful evidence that a specific virus
is present in a sample. However, the potential for PCR contamination remains
a real and constant danger, one that was subsequently to play an important role
in one of the most celebrated and controversial archival cases of AIDS — that
of the so-called Manchester sailor, David Carr.



THE MANCHESTER SAILOR

Glance again through the photographs: the toddler in the back garden; the
eager young teenager in football gear; the twenty-year-old on holiday — confi-
dent, surely, but a bit cocky too; the burly young man holding up the blackboard
inscribed with “D. Carr” and his service number — harder now, less open, more
difficult to read. Then look at these of the best man at the wedding in his smart
suit; and then, finally, the photo from the hospital, the one of his nose and mus-
tachioed mouth and the ugly, spreading ulcer that is eating through them. Take
one last look, search in the eyes for any message, any communication from
across the years.

Now clear the desk. Let the mind run free. Allow it to focus on the detail that
sticks out, which seems important — or strange. What is the truth here? What
really happened? We have a beginning and an ending. What went on between?

Another small scene frozen precisely in memory, fixed in time. The voice on the
tape still retains the distinctive rhythm and lilt of Manchester. For the past few
minutes it has been reliving the blind hope that something, somehow, will turn
the tide. But now, for the first time, the voice grows thin and starts to waver, as
Elsie, Dave’s one-time fiancée, talks about the day of his death.

“That day I'd taken time off work to go to the hospital earlier. Usually I used
just to go after work, but this particular day, | decided for some reason | would
go early, and I went in my lunch break. And | went in to the room with him, and
he said, ‘Oh, hi kid, just like he always did. And we sat there talking for a while.
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“And then his mum came, and we all talked. And then, all of a sudden, his
mind just started to wander, and he was saying: ‘Aren’t those flowers beautiful?
And the fields — they’re so lovely.” Now his mum looked at me and I looked at
her. We were in a hospital room in Manchester — where were the fields and the
flowers? And then he came right back to the present — no mention of it, as if
he didn't realize that we’d been there, or that he’d been talking about fields and
flowers. It put a bit of a scare in me, that did . . . and for good reason.

“He suddenly said that he needed to use the toilet. He called the nurse and
she came in, and she asked if we would mind just leaving the room for a little
while. So we did. And while we were waiting outside, Dave’s dad came. And the
next minute there were bells ringing — aah, mad bells ringing through the hos-
pital, and doctors went running into his room. And they were in there for such
a long time. And then a doctor came out and said that he was very sorry, but
that Dave had just died.”*

There is along pause, and the sound of somebody composing herself, some-
one who — even after all these years — still mourns the husband she never
had. Then a click, as Elsie switches off the recorder.

Dr. Leonard signed David Carr’s death certificate, and as cause of death entered
what he and his colleagues still considered the most likely of the working diag-
noses: Wegener’s granulomatosis. Nobody, however, was very surprised when
George Williams’s autopsy report — and its findings of a CMV infection? and
PCP — proved them all wrong.® However, there was still the unresolved mys-
tery of underlying cause.

During the postmortem, George Williams had taken several small chunks
from the body and preserved them in blocks of paraffin wax, themselves affixed
to pieces of wood to facilitate handling and the cutting of sections. He decided
to store these blocks for possible reappraisal in the future, for a time when med-
ical advances might allow a fuller diagnosis.

Some weeks after the death, two of the doctors involved made significant
observations. Dr. Stretton wrote to Jack Nowlan, Dave’s GP, to inform him
that his patient had died of something “extremely rare . . . it seems possible that
the condition is on the increase, and one may learn more of the disease in
the future.” The president of the Royal College of Physicians, Sir Robert Platt,
had also been consulted about the case, and he now wrote to Stretton: “I have
often wondered, in the last year or two, if we are in for some new wave of
virus disease now that the bacterial illnesses are so nearly conquered.” The latter
comment was typical of the overconfidence of the times: the medical world had
yet to confront the problems of antibiotic-resistant bacteria. On the other hand,
Dr. Platt’s thoughts about viral diseases were to prove remarkably prescient.
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A year later, in October 1960, doctors Williams, Leonard, and Stretton wrote up
their case of adult PCP and CMYV infection in a four-page report for the Lancet,
illustrated with striking photos of the oral and anal ulcers.* The article ends
with the key observation: “very rarely both infections described have been
found together in adults in association with serious underlying diseases; no
underlying disease was identified in this patient.”

On many occasions during the next two decades, when the three doctors
bumped into each other in the MRI, the talk would turn to the death of David
Carr. Then, in 1981, came the reports of the new disease affecting gay men. Dr.
Leonard started clipping articles on GRID and AIDS, and when he next met
Trevor Stretton, they both agreed that there were strong similarities between
David’s case and those of the American homosexuals. Eventually, the two doc-
tors got together with George Williams to write a letter to the Lancet, entitled
“AIDS in 1959?75 which was published in November 1983. This letter ended with
the following: “Could he have had AIDS? He had previously been well. While in
the navy (1955-57) he had traveled abroad. He was not married and we know
nothing of his sexual orientation. . .. Perhaps AIDS is not a new disease; rare
examples may in the past have masqueraded under various diagnoses.”

No blood or sera from the patient had been preserved, so even when the first
HTLV-111/LAV antibody assays became available in 1984, it was not possible to
test for the presence of the causative virus. But the tissue blocks were still in
storage, and so after the invention of PCR in the late eighties,® George Williams
persuaded Gerald Corbitt, chief virologist at the University of Manchester
Medical School, and head of the Virology Unit at Booth Hall Children’s
Hospital, the main center for virological research in Manchester, to test them
for HIV by the new method. Four of the six samples tested positive.

The results were published in July 1990,” and they prompted a wave of media
interest, much of it focused on where David Carr had traveled during his time
in the navy. Several British newspapers said that he was believed to have con-
tracted the infection in Africa,® and one stated that he had probably been to the
Congo.? Later articles were more cautious, quoting Stretton as saying that he
was not sure whether the unnamed patient had served in the Royal Navy or the
Merchant Navy, and that the only clue to the places he visited was that he had
been asked whether he had experienced any tropical diseases, which implied
“that he had travelled through tropical climates.”*®

But it was an article a few weeks later in the mass-market paper, the Sunday
Express, which really blew the case open. Graham Bell’s exposé, which ran under
the headline “Revealed: David Carr, the West’s First Aids Victim,”*! was the first
to name David, and also the first to feature a photo of him — albeit as a young
teenager, in the colors of his local football club, Central Rovers. Bell claimed
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that David had chosen to serve three years in the Merchant Navy in lieu of
National Service, and that for these three years “he was a crewman based at
Gibraltar. His ship regularly traversed the Straits, loading and unloading car-
goes around the North African ports. . . . This suggests he caught AIDS in the
early part of his National Service, during his frequent African visits.”

In November 1990, | arranged to meet the two doctors who had tended to
David more than thirty years before. Back then, they had been almost at the
beginning of their medical careers, but now they were eminent physicians on
the point of retirement. John Leonard, who had been the senior medical regis-
trar for various wards including David’s, proved to be friendly, avuncular, and
eager to discuss the case. He was at pains to explain just how many tests had
been conducted in a bid to arrive at the correct diagnosis and save the man’s life.
However, even after they received George Williams’s autopsy report, the case
had remained a mystery. “The question was why had this man died from infec-
tions which were usually of low virulence. You or | would have shaken off these
organisms, but they proved lethal to this young man. In other words, there was
something wrong with his immune mechanism.”

Dr. Leonard also vouchsafed that he had recently had contact with David’s
former fiancée. He was unable to name her or tell me where she was living,
but he did say that, brokenhearted by David’s death, she had left England
many years before, and had now settled abroad and married. An account of the
“Manchester sailor” case had appeared in her local newspaper, and she had
written to the MRI doctors to inquire whether it was David — and, if so,
whether she too might be at risk. John Leonard had written back to reassure her
that it was most unlikely that she herself was infected, but he also seized the
opportunity to ask what she recalled about David’s travels in the navy. He was
still awaiting her reply.

Trevor Stretton, who, as senior house officer, had probably had closer con-
tact with David than any of the other doctors, was more reserved than John
Leonard and far more cautious. But over the months and years that followed |
grew to appreciate his integrity and his thoughtful, carefully worded responses
to questioning. He had recently been telephoned by the New York Times med-
ical writer Lawrence K. Altman, who had asked him whether, had the patient
died of another opportunistic infection, like tuberculosis, they would have
thought any more of it—and Stretton had had to acknowledge that they
would not. Altman’s point was well made: cases of AIDS with less striking
presentations could well have occurred — unremarked and unrecognized —
even further back in time.
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Dr. Stretton pointed out that it was only during the 1960s, when doctors
began deliberately suppressing the immune systems of transplant patients to
ensure that they did not reject donated organs, that conditions like PCP and
CMV disease became widely recognized medical problems. It struck me as
remarkable that in less than ten years two new factors had come into play that
could cause a distinct and novel form of immunosuppression — one of which,
HIV, had apparently emerged naturally, while the other, transplant therapy,
resulted from human intervention.

| also wanted to see the men who had been responsible for the recent PCR
revelations, beginning with the chief virologist at Booth Hall, Gerald Corbitt. |
found him energetic and brisk, sporting a pair of broad-lensed glasses the size
of lab goggles, and looking a lot younger than his forty-nine years. He also
proved to be an impressively precise and fluent speaker, who was prepared to
give a meticulously detailed account of how he (and his chief technician,
Andrew Bailey, who had conducted the PCR work) had investigated the case.

Apparently George Williams had been encouraging the virology department
to investigate the case for some years, and had first supplied them with wax-
embedded blocks from the autopsy some three or four years earlier, in the hope
that they could be analyzed by a version of the p24 antigen test. None of the
samples proved positive — although, given the relative lack of sensitivity of this
assay when applied to tissue samples rather than sera, this was perhaps hardly
surprising.

But then came the invention of PCR. Corbitt arranged for a special PCR lab-
oratory to be set up, and Bailey spent several months improving his facility with
the process. Finally, at the end of 1989, he began work on four of the tissue
samples that Williams had already provided from the “sailor”— and he discov-
ered evidence of HIV in all four.

Early in 1990, it was decided, before going any further, to restart the investi-
gation in the form of a double-blind study, which, if it also came up positive,
would provide acceptable scientific proof of their work. Williams told Corbitt
that, as a control, he could supply tissues from a road accident victim, matched
for age and sex, who had died in the same year. Corbitt apparently advised him
to take special precautions to avoid any cross contamination in his laboratory,
counseling him either to use different knives while cutting the sections or, if that
was not feasible, to clean the knife carefully with alcohol before sectioning from
a new block. Soon afterward, twelve coded samples from case and control
arrived at Booth Hall.

Bailey carried out the PCR investigation, taking even more stringent mea-
sures to avoid contamination, and once again he got positive results. Then, just
to be certain, he repeated the work from scratch. Eventually, one day at the end
of May 1990, he drove up from the university to Booth Hall, and told Corbitt
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that four of the twelve samples had tested repeatedly positive. There and then,
Corbitt called Williams, who cracked the codes down the phone: as Corbitt read
out a code number, Williams would say “case” or “control,” as appropriate.
Corbitt came out of his office and told Bailey that all six of the samples from the
road accident case were negative, and that the four positives had come from the
kidney, bone marrow, spleen, and pharynx of their index case.!? “Well, thank
God for that” was Bailey’s response. Virologists, as they themselves like to say,
are a pretty phlegmatic bunch.

Corbitt told me that they had just started on the really exciting work — that
of sequencing the virus (determining the order of its nucleotides, in order to
establish its precise genetic composition). At that stage, the oldest sample of HIV
to have been sequenced was that from the Yambuku femme libre, from 1976.1° The
1959 sample was therefore potentially of enormous importance. Perhaps its
sequence would be radically different from current HIVs; it might even be simi-
lar to one of the SIVs found in certain species of African monkeys. | asked Corbitt
what he anticipated finding, and he told me: “I rather suspect that we won’t find
a great deal of difference somehow. Don’t ask me why. It’s just a feeling.” Given the
rapid rate of mutation of HIV, and the fact that the 1976 sample had been quite
highly divergent from modern strains, this answer surprised me somewhat.

The final meeting | had in Manchester was with Dr. George Williams, the
Scottish pathologist whose foresight in storing tissue sections from the body
had allowed the case to be reinvestigated thirty years later, with such remarkable
results. We met at his laboratory in the MRI, shortly before his formal retire-
ment from the pathology department. He was smartly dressed, urbane, quietly
self-confident, and rather charming, with a habit of producing knowing smiles
at key moments. He also proved to be surprisingly adept at giving a quotable
sound bite.

We started off by discussing his postmortem report, and | asked Williams to
go through the findings with me. At one point, when he described the lesions
on the patient’s shoulders, thighs, and pelvis as “raised reddish papules” between
one and two centimeters across, | casually inquired whether they could possibly
have been examples of Kaposi’s sarcoma. He answered straightaway: “Oh, |
think so. That would be a rational explanation.” | was rather surprised at the
apparent success of my amateur diagnosis, especially since KS had never been
previously mentioned in this case.

Williams went on to say that the patient’s lymph nodes had been large,
fleshy, and prominent, especially those in the center of the body. But the really
interesting thing was that under microscopic investigation, instead of being
packed with lymphocytes in response to the various infections, these nodes
turned out to be markedly depleted in lymphocytes. Furthermore, Williams
found a tiny swelling in the cerebral cortex, suggesting that infection had also
reached David’s brain.



The Manchester Sailor 121

He told me that the autopsy had taken about an hour and that the fifty tis-
sue samples he had extracted had included those from heart and arteries, brain
and spinal cord, the bone marrow, and the viscera (including spleen, liver, kid-
neys, and pancreas). Apparently he had also sampled many of the skin lesions.

He admitted that later, when the HIV antibody test became available, he
regretted the fact that he had not taken any serum. Clearly by this stage he
strongly suspected that the patient might have had AIDS. Even after Corbitt and
Bailey failed to find any trace of HIV using the antigen assay, he was still deter-
mined to carry on. “The important thing was that we weren’t prepared to leave
it at that. We weren't prepared to take a negative answer. The question was — was
there another test, or would one evolve which might give us a more definitive
answer? So in the end it was the combination of chance that this [PCR] test came
along, the availability of tissues, and persistence on the part of those involved.”

I returned to the subject of the fifty paraffin blocks, and asked if they were
still in existence. At this he started laughing, and went on doing so for some little
time. “The answer is numerically yes,” he began, “but they’re a lot slimmer than
they were to begin with, because they’ve been done [sliced] once or twice. And the
blocks to begin with were relatively thin.”

This seemed to me to be of little relevance, since it was clear that only a small
number of the fifty blocks (perhaps half a dozen or, at most, ten) should now
be “slimmer.” | asked whether it would be possible for me to see them, and he
told me not these specific ones. | explained that | merely wanted to take a photo
of him with the blocks, but he told me they were “essentially private property.”
Amazed, | asked to whom they belonged. Dr. Williams took a long time to reply,
and then said: “They’re officially the property of the institute that holds them.”

I asked whether Corbitt and Bailey would have enough to complete their PCR
sequencing, and he replied: “They would have to decide that. That’s their prob-
lem. My supply is perforce limited, and when they’re finished, they’re finished.”

Although Dr. Williams said that he would have another think about whether
or not | could see and photograph the blocks, and although I gently reminded
him of this in months to come, he never did allow it. Neither did he ever agree
to show me the full autopsy report, to which he had referred at several stages in
the course of the interview. | was left feeling taken aback at his thinking of
autopsy samples in terms of “private property,” and wondered what David
Carr’s next of kin would have felt about all this.

The doctors had helped elucidate the medical history, but it was David’s sur-
viving family, friends, and workmates who provided a growing sense of him as
a personality. Slowly, a picture of the man and of the times began to emerge. He
was born to Dave and Agnes Carr in November 1933, an only child, and he lived
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most of his life at a rented semidetached house in Naseby Road, built just before
the war. Reddish was then a close-knit working-class community surrounded
by cotton mills, breweries, railway sidings, and canals. Dave, as the young boy
was known, lived just three doors away from his aunt Jessie and cousins Val
and Keith.

His upbringing was unremarkable. He went to two local primary schools,
where he was known as being bright and enthusiastic, albeit something of a
prankster. After the war he moved to Stockport Junior Technical School, and
became an enthusiastic member of the Boy Scouts and the local football team.
The goalie, the ebullient Clary Mills, recalls that Dave dated one or two of the
girls who, according to Val, used to “fight to hand out the lemons at half-time.”
Both informants stressed, however, that in that era such teenage liaisons were
still innocent affairs, involving little more than kissing and hand-holding down
by the river, in a milk bar, or in the back row of one of the local fleapits.

In 1950, at the age of sixteen, Dave Carr started work as an apprentice com-
positor at Kemsley House in the center of Manchester. Until its closure in 1988,
this was the largest print shop in Europe, and possibly the world. For the next
five years, he learned his trade in different departments, but spent most of his
time working the morning shift, which produced the Manchester Evening
Chronicle. Like the other apprentices, he had a day release each week to study at
the local technical college. Printers were then among the best paid of British
workers, but because of the unsocial hours they tended to stick together and
organize their own activities. They had their own football and cricket leagues,
motor clubs, and golf clubs, and during the fifties, these tended to be all-male
preserves. At lunchtimes, when the shift ended, Dave would often join the
others for a few beers.

In the summer of 1953 or 1954, Dave and two of his friends spent a fort-
night in Douglas, on the Isle of Man. In those days, before foreign holidays
became commonplace, a sizable percentage of the teenage population of north-
ern England went to the island in the summer. A dog-eared photo still exists of
the three lads, accompanied by an older man and a buxom woman, apparently
Scottish, with whom they spent much of the holiday. They are seated outside
a boardinghouse, with Dave at the rear, leaning back in his chair and looking
wryly at the camera. He is wearing a casual jacket and open-necked shirt; his curly
hair is pushed up high with brilliantine. He feels confident with these people, that
is clear, and is not embarrassed to show it. Apparently the photo was taken by
another Scottish woman who was Dave’s girlfriend for much of the fortnight.

Dave was long overdue for National Service, which had been deferred until
he could complete his five-year apprenticeship. He was finally called up in
November 1955, shortly before his twenty-second birthday. He had already
joined the Royal Navy Volunteer Reserve the year before, a maneuver that now
allowed him to join the navy, instead of square-bashing in the army with the
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other “national heroes.” The only certain memory about Dave’s naval travels
came from his elderly aunt Jessie, who recalled that he was stationed at Gibraltar
for a while, although Val thought that she remembered discussions about “dry
desert heat.” The only other clues are the mementos that he brought back. Once
he gave Val and Jessie a set of “black japanned” trays, each bearing the design of
a Japanese flower garden burned into the wood. Another time he returned with
an elongated gazelle carved from a soft pale wood, and a dark wooden bust of a
long-necked woman wearing a headdress and jewelry, which his father appar-
ently used to say Dave had bought in Africa.

Dave was released from the navy in November 1957, and returned to his job
at Kemsley House. Some of his friends, however, thought he had changed. One,
in particular, said he was more serious, as if something had happened to him that
he didn’t want to talk about. We now know that Dave was already having prob-
lems with his gums and visiting the skin hospital every month for X-ray treat-
ment to his back and shoulders, but none of his family or friends appear to have
known about this. However, early in 1958 he met Elsie and they started walking
out together. Elsie was widely admired, and so there was general approval when,
a year or so later, she and Dave announced that they were to get married.

By this stage, however, his friends had begun to notice that Dave was seriously
unwell. He began taking days, then weeks, off work, and of course this sparked a
lot of rumors. One of his Kemsley House friends, who had served in the army
and knew about the British nuclear tests on Christmas Island, believed that Dave
might have attended these tests, and was keeping quiet about it because he had
signed the Official Secrets Act. His parents, meanwhile, began telling people that
he was sick with fever, that it was something he had caught while abroad.

Nonetheless, nobody could really believe it when, in the late summer of
1959, David Carr died. Val recalls finding Elsie at Naseby Road the night after
his death, and the two of them crying in each other’s arms on the sofa. Elsie told
her over and over that it was because of the ring, that everyone knew it was bad
luck to buy an engagement ring at a pawnshop.

Some days after the funeral, Dave’s ashes were scattered, and a rosebush
planted in the Gardens of Remembrance, with a small plaque beside it. In 1965,
when Agnes died (from a broken heart, according to Val), her name was added
to the inscription. Soon afterward Elsie emigrated, in a bid to leave the sad
memories behind her, and in 1974 Dave senior also passed away. In the days
before his death, he moved in with one of his sisters, and apparently spent long
periods talking about his son and weeping for him.

How did such a pleasant and unexceptional young man as David Carr become
the world’s first recorded case of AIDS? How had this virus — at that time an
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extremely rare virus — come to intrude upon his life? Just where had he been
exposed? Some observers thought, given the ten years of latency that is typical
of HIV, that he must have been infected in the late forties — but, given his his-
tory and the fact that he was then still at school, this seemed highly improbable.

So what were the potential risk periods of his life? There was that first holi-
day away from home, on the Isle of Man, when he was nineteen or twenty —
and then there were his two years in the navy, which clearly constituted the like-
liest period of exposure. Unfortunately, nobody recalled very much about these
years, such as where he had traveled.

Then there was the question of Dave’s sexuality. Some | had spoken with felt
that the anal lesions, which had possibly been caused by a herpes virus,* were
significant. Could these be an indication of the portal of entry for both herpes
and HIV? Could Dave have been bisexual — or had he, perhaps, been raped by
one of his fellow sailors? This was possible, of course, but if so, where were the
other sailors who should also have died of AIDS at around the same time?
Besides, Dr. Stretton, his physician in 1959, said he had since seen similar lesions
in AIDS patients who were not homosexual and who claimed never to have had
anal intercourse.

Dave’s friends and family were all convinced that he was exclusively hetero-
sexual. Val, who recalled his fondness for Jane Russell and other hourglass-figured
pin-ups of the day, hypothesized that “he must have gone along with some ship-
mates to a brothel somewhere.” But if a prostitute in a foreign port had been
infected with HIV in the second half of the fifties, then why had the global pan-
demic not begun until 1981?

The gap in the information about Dave’s time in the navy began to be filled
when two officials from his print union came up with an old, inky filing card,
which confirmed that Dave had definitely been in the Royal Navy (not the
Merchant Navy) and provided the exact date of his induction into the “senior
service.” Val, as next of kin, agreed to help further by writing to the navy to
request details of where he had served.

The response, a week or so later, gave David Carr’s service number, the dates of
his joining (November 7, 1955) and discharge (November 6, 1957), and the infor-
mation that he had served as a stores accountant in the victualling section. It went
on to state that he had joined the Royal Navy at H.M.S. Victory, and had served
on board H.M.S. Drake, H.M.S. Ceres, H.M.S. Warrior, and H.M.S. Whitby, before
being released from H.M.S. Drake. The letter contained neither the dates when he
had been on the various ships, nor the order in which he had served on them.t
The next week, | went up to the Maritime Museum at Greenwich, where
a few minutes of research in the 1950s editions of The Navy List revealed a
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number of interesting things. | found that three of the “ships” on which Dave
Carr had served were actually “stone frigates”— meaning bases and training
schools on land. But it was when | started looking through other books, in a bid
to find out more about the two oceangoing vessels, Warrior and Whitby, that |
discovered there might be rather more to this story than met the eye. For H.M.S.
Warrior, | learned, had served as the headquarters ship for Britain’s nuclear test
program in the Pacific during 1957, code-named Operation Grapple.

I spent the next week examining the appropriate ships’ logs at the Public
Record Office at Kew, unraveling where the ships had sailed, and when. The
itinerary of the Whitby had been relatively mundane. Save for a fortnight
spent in Gibraltar in February 1957, and a week in Malmo, Sweden, at the start
of June 1957, the Whitby spent the rest of 1956 and 1957 based in London-
derry, Northern Ireland, or hunting submarines in exercises along the Ulster
coastline.'

The Warrior, by contrast, had traveled rather farther afield. In 1955 and 1956
she underwent a series of refits that converted her into one of the best-equipped
aircraft carriers in the British fleet.!” She sailed from Portsmouth at the start of
February 1957, and squeezed through the Panama Canal, arriving at Christmas
Island in March 1957.18 Apart from a brief recreational trip to Hawaii, she spent
the next two months shuttling to and fro across the five hundred miles of ocean
between the two islands where the British military was to detonate its H-
bombs — Christmas and Malden. She was then used as the headquarters ship
for the first three detonations of Operation Grapple; it was from her flight deck
that the visiting scientists and journalists viewed the blasts.

Officially, three H-bombs “in the megaton range” were detonated a few
thousand feet over Malden Island, on May 15, May 31, and June 19, 1957 — one
of which, the second, was supposed to have had an especially large yield.*

After the third explosion, the five Avenger aircraft that had been loaned for
the tests by the Americans were dumped overboard into the Pacific. Soon after-
ward, the Warrior sailed north to Pearl Harbor, so that the crew could enjoy some
R and R, after which she returned to Britain by the long route, via Cape Horn,
stopping off at seven ports on what was billed as a mission to “show the flag” to
the South Americans. She made one other stop, at Gibraltar, on the way back
to Portsmouth. Despite several cases of VD in the sick bay, and a pitched battle
in an Argentinian dance hall, the public relations trip was such a success that the
Warrior was sold to the Argentinian navy a few months later. The thousand-
strong crew of the aircraft carrier, the men who — without being asked — had
formed the front line for the Grapple tests, finally went on leave on October 14,
just three weeks before Dave Carr’s discharge from National Service.

Other details featured in the logbooks were rather more embarrassing to the
British military, which has always insisted that the Warrior was moored some
twenty-seven miles away from Ground Zero at the time of the H-bomb blasts,
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this being a safe distance that ensured that none of the men could have been
exposed to significant levels of radiation. For the logs revealed that within
ninety minutes of each of the detonations, the aircraft carrier steamed down to
Malden Island, and then spent the afternoon and night drifting offshore, often
just a mile or two from Ground Zero. On the last occasion, a boat was launched
for what was described as a “fishing party to Malden,” and returned two hours
later. It looked very much as if the crew of the Warrior, a vessel that — after the
blasts — was kept away from British ports for four months and then swiftly
sold, had actually served as nuclear guinea pigs, just like their American and
Soviet colleagues during the same mad, bad, Cold War period.?°

One thing that all this revealed for certain was that — contrary to several news-
paper reports about David Carr’s travels — he had never visited Africa with the
navy. However, this still left open the question of whether he had traveled to the
Pacific tests with the Warrior, or stayed in Europe with the Whitby. The fact
that the Warrior had returned to England just a few weeks before Dave’s release
from the navy, combined with the hunch of one of Dave’s friends that he might
have been constrained by the Official Secrets Act, suggested that he had proba-
bly been aboard the nuclear vessel.

I decided to place some “Calling Old Shipmates” adverts in naval magazines,
and the results were not long in coming. Over the next six months or so, | inter-
viewed over twenty men from the Warrior, including her commodore, Robin
Hicks, various officers, the chaplain, and a number of enlisted men and national
servicemen.? | learned that since 1957, many of the ship’s crew had contracted
unusual diseases, including leukemias and cancers. The first fatality had been a
radar officer, David Franklin, who died of aplastic anemia and leukemia in August
1958, at the age of twenty-nine, amid a security crackdown by the navy.?? Many
others had died at an unusually early age, including at least two storekeepers. Of
course, it was not possible, in any one individual instance, to prove that radiation
was the cause of death, but the sheer number of such unusual deaths among a
group that had shared a unique experience was highly suggestive.

Many of the men who were present at the 1957/8 tests at Malden Island and
Christmas Island, and the atomic trials staged in Australia in 1952-1957 have
joined the British Nuclear Test Veterans Association (BNTVA). A very large pro-
portion of BNTVA members — perhaps as many as half — are now suffering
from leukemias, cancers, autoimmune conditions, and hypothyroidism (low
performance by, or atrophy of, the thyroid gland, often caused by radiation
exposure). In addition, many of their children and grandchildren have been
born with deformities.
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I was given a copy of a paper that one of the BNTVA researchers had un-
covered at the Public Records Office, proving that in 1953, the military had
wanted to see how atomic blasts would affect “ships, stores and men”— in that
order.? There was much more evidence along similar lines. One particularly
sinister aspect was that dosimeter badges, even when issued, seemed generally
to have gone missing in the intervening years, or else to have readings indicat-
ing zero radiation exposure. None of this inspired confidence, and yet most of
the BNTVA members still vigorously defended the concept of Queen and
Country, and were loath to blame the British military for what had befallen
them since.

I became increasingly alarmed as | read through the BNTVA records. One
man, an artillery officer on H.M.S. Diana who had twice sailed through an
atomic cloud off western Australia in 1955, had died thirty years later with
Prneumocystis carinii pneumonia (PCP), non-Hodgkin’s lymphoma, multiple
skin infections, and weight loss, which sounded like a typical diagnosis of AIDS.
By this stage, | had come across two other cases in which people had developed
symptoms typical of AIDS after having apparently been exposed to radiation
from a nearby nuclear facility, or while working in a uranium mine. And I had
unearthed possible associations between outbreaks of PCP and uranium min-
ing in Czechoslovakia and the former Belgian Congo.

It was then that | began to investigate that other human retrovirus, HTLV-1.
Was it merely coincidence that the place where this virus was first found to be
pathogenic, as adult T-cell leukemia (ATL), was the area around Nagasaki?** |
began to wonder whether HIV and HTLV-1 might in fact be old, nonpatho-
genic viruses, which only caused AIDS and ATL among those who had become
immunocompromised through prior radiation exposure.

It was during this research that I first heard about Ernest Sternglass’s theo-
ries, which included the proposition that the French atomic blasts in the Sahara
in the late fifties and sixties had released radiation that later “rained out” in the
tropics, and in particular around the Great Lakes of Africa, in the very area
where the AIDS epidemic emerged in the general population two decades later.
His idea was that low-level radiation exposure had immunosuppressed an
entire generation, and had perhaps also caused a crucial mutation to the retro-
viral ancestor of HIV.% By this stage, | was beginning to get serious about this
idea, and began following up other possible radiation links such as nuclear acci-
dents, areas of high natural radiation, and even levels of fish consumption
among different African lakeside tribes.

But amid all the excitement, | had forgotten one rather important thing. |
had still not managed to confirm that David Carr had actually been on board
the Warrior for the Malden Island tests. It was when | located the third (and
then the fourth and fifth) persons who had served in the Warrior’s naval and
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victualling stores in 1957, and still nobody recognized his photograph or
recalled him, that I realized something must be wrong.

Finally, in 1992, this growing suspicion was confirmed. By a considerable
stroke of luck, I managed to find out where Elsie, Dave Carr’s former fiancée,
lived. | decided to write her an all-or-nothing letter, one that made it clear that
if she did not reply, | would not bother her again.

Ten days later, | received a lengthy and very courteous reply, containing all
the information about Dave that Elsie could remember. It also contained two
photos of him. The fuzzier of the two featured Dave and two other “pussers”
(wearing the matelot’s gear of the supply branch) standing in front of a statue
of a fat man astride a horse. The top of the photo was faded, as if it had been
poorly fixed or shot into the sun, but one could just make out that the roof of
the building behind was crenellated.

The architecture looked northern European, but could also possibly have
been from one of the older sections of a South American port. To resolve this, |
paid a visit to the local library. | started by looking through several tourist
guidebooks, and within a few minutes | had the answer. For there, in a book
about Sweden, was a large photo of a rather plump King Karl X, sitting on top
of an equally burly horse. The base of the plinth, and the shape of the buildings
behind, were indisputably the same as in the snapshot from Elsie. The picture
had been taken in the Stortorget, the main square of Malmo.

The letdown was instantaneous. There was only one time that David could
have been in Malmo, and that was in June 1957. This meant that he must have
been serving on board the Whitby at that time, rather than on the Warrior at the
bomb tests in the Pacific.

This had two immediate implications. First, it meant that the cornerstone of
the theory on which | had been working on and off for the previous year had
been split asunder. Second, it meant that if David had served on board the
Warrior at all, it could only have been during her tour of British ports, before
she left for Christmas Island. In other words, the only places he had visited out-
side the British Isles would have been Malmo and Gibraltar, while he was
aboard H.M.S. Whitby.

Just where, | thought once again, had this unfortunate man contracted HIV?
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However Dave Carr might have contracted HIV, one conclusion was strongly
indicated. It was unlikely that he was the solitary archival case of AIDS.

One of my earliest interviews for this book was with the first scientist to
claim he had unearthed a positive sample of HIV from 1959: André Nahmias,
professor of epidemiology and immunology from Emory University, Atlanta.
The professor’s schedule did not allow a meeting during working hours before
I was due to leave Atlanta, so he called at my hotel room at around eleven one
evening, and we talked for the next two and a half hours. Born in Egypt,
Nahmias has a basso profundo voice, a large body, and an imposingly forthright
presence.

Sadly, he was unable to provide any further details about the donor of the
L70 sample, save that he was an unidentified Bantu male from Leopoldville in
the Congo. But he did give me a detailed account of the testing procedures. It
was 1985 when he acquired the several hundred Congo samples from his Emory
colleague, Moses Schanfield, and having tried without success to involve the
CDC in the testing, Nahmias decided to take on the job in his own labs. He and
his technicians started by using the ELISA test from Abbott Laboratories, which
proved to be far from specific: according to the first round of results, over 90
percent of the 1959 sera were antibody-positive for HIV! Later, the sera were
sent to Harvard, where Max Essex and Phyllis Kanki brought the number down
to just three positives by using IFA, the fluorescent antibody technique, and
then Western blot. One of these three positive samples, L70, also tested positive
by RIPA, and these positive readings were later confirmed by two other labs.
Significantly, L70 tested positive for HIV, but negative for the SIVs, which were
just then being found in Asian macaques in American primate centers; in
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retrospect, this made it look very much like a sample of HIV-1, rather than
HIV-2. Given the number of assays, and the amount of cross checking in dif-
ferent laboratories, this seemed to be a very good bet as a genuine HIV-positive
sample — and Nahmias was understandably indignant that some researchers
still doubted the veracity of his findings.

L70 might, of course, have represented a contamination with a modern
HIV-1 isolate — but it was difficult to see how this could have affected just one
of the several hundred archival samples he tested unless it had happened delib-
erately, at source, before the sample was subjected to the various different
assays.

There was one other interesting point. It was popularly believed by other
researchers that Nahmias had used up all of the L70 sample in the course of the
copious testing.? But when | commented that it would be marvelous if L70
could be confirmed and sequenced by PCR, Professor Nahmias made it clear
that a small amount of the serum still remained. However, he warned, PCR
was well known for giving you false positives. But there was still a possibility of
looking into this at some time in the future, when PCR technology was more
advanced.

André Nahmias was convinced that HIV was a new virus, and pointed out
that any virus that caused violent disease and death was not yet well adapted to
its host, and had probably crossed over recently from another species. The rea-
son why HIV was so “diabolical,” he added, was that it had the persistence of
DNA viruses (which stay permanently in the body, facilitating onward trans-
mission), but the mutability of an RNA virus, which lent it great variation due
to replication errors, and allowed it to escape the attentions of the immune sys-
tem. Furthermore, it was well adapted to sexual transmission, and without sex,
there was clearly no future for the human species.

Nahmias felt that getting a fix on HIV’s beginnings, on how old the virus was
in humans, could only improve scientific understanding of whether HIV would
eventually become attenuated — and how long it would take before people
could develop resistance to it. His guess was that without medical intervention
it would take forty generations, eight hundred to a thousand years, before
humans were able to coexist happily with HIV.

I was greatly impressed by Professor Nahmias, and his testimony only fired my
determination to search for other early traces of HIV and AIDS. That search had
in fact already begun two months earlier, in June 1990, when the first article |
photocopied at the Keppel Street library was one which had been quoted in sev-
eral of the epidemiological papers by Alan Fleming. Entitled “AIDS in the Pre-
AIDS Era” and written by David Huminer and two colleagues from an Israeli
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hospital,® it presented the results of a literature search for pre-epidemic cases of
AIDS, based on the CDC’s surveillance definition of the syndrome.*

The authors had excluded children under five and persons aged over sixty,
and all those patients for whom there was evidence of predisposing illnesses like
congenital immunodeficiencies or cancers, or past treatment with steroids or
radiotherapy. They also excluded suggestive cases in which the reports featured
insufficient information to merit an AIDS diagnosis. Despite this, Huminer’s
team came up with nineteen “probable” cases of AIDS, based on clinical crite-
ria, between 1950 and the end of the seventies. Their list included ten from
North America, eight from Europe, and just one from Africa (though this was
possibly because so few African case studies get written up in medical journals).
The earliest mooted case was from 1952.

I was intrigued, and began my own research into the literature, using
Huminer’s cases as a starting point. 1 became even more intrigued when, a
month after beginning the research, the Lancet letter about the 1959 case from
Manchester demonstrated that in this instance, at least, the presence of HIV had
been confirmed by PCR analysis.> Another plausible case, dating from 1968/9,
had also been confirmed by positive HIV serology,® and these corroborating
reports, combined with the serological evidence that HIV had been detected in
Leopoldville/Kinshasa in 1959 and 1970, further reinforced the feeling that this
was a worthwhile approach.

It seemed increasingly plausible that sporadic early cases of AIDS might have
been occurring over the years, some of them recorded in the medical literature,
but “masquerad[ing] under various diagnoses.”® It was, it appeared, just a ques-
tion of searching. In August 1990, four weeks after the confirmation of HIV in
the tissues of the “Manchester sailor,” another Lancet letter entitled “Tracking
AIDS Epidemic in Libraries,” by a Dutch epidemiologist, proposed this very
approach, with the comment: “Astute physicians have always felt the urge to
write down and publish the unusual. My preliminary hunt makes it likely that
early reports of isolated AIDS patients are hidden in medical journals.”®

Over the first few weeks of my research, some burrowing through the liter-
ature and a few phone interviews persuaded me that seven of Huminer’s cases
should be disqualified, since they were probably not true AIDS cases. Three of
these seemed unsafe because they were based on a disease (progressive multifo-
cal leukoencephalopathy, or PML) that appeared to be capable of killing people
with or without the presence of HIV. | discarded four other cases on the basis
of advice from the doctors who had been directly involved — for example, if
it was clear that congenital immunodeficiency, not HIV, had been the cause
of illness.

This left twelve cases of clinically plausible AIDS, which seemed to divide
fairly naturally into six cases from the seventies, and six more debatable cases
from the sixties and fifties. Five of the former six cases came from the latter half
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of the seventies, and have already been described in previous chapters (the gay
American from Boston; the two Germans — the gay violinist and the soldier;
and two women — the Danish doctor and the Congolese secretary — who
appeared to have been infected in the Congo). All — with the possible excep-
tion of the young German soldier'* — seemed to be plausible cases of AIDS,
linked either to the gay scene in the West or to sexual or parenteral exposure in
Africa during the late seventies, this being a period when HIV was certainly
already present in both milieux. The sixth case, involving a disseminated bacte-
rial infection (strongyloidiasis) in a Ugandan man who died in 1973, was less
certain, in that only scant clinical details were supplied.!? It may or may not
have been a genuine case of AIDS.

The six cases from before 1970 were more controversial, although they were
certainly not far-fetched, for the visible beginning of any epidemic is usually
preceded by a few sporadic, isolated cases. In any case, Huminer was not alone
in his suspicions, for by 1984 three of the six had been proposed elsewhere in
the literature as possible cases of AIDS.%

The six were as follows: a teenager from St. Louis, Missouri, who died in
1969;'* a young woman from Washington state (1964);'® Ardouin A. from New
York (1959);%¢ David Carr, the Manchester sailor (1959); George Y. (Toronto,
1959); and a young man from Memphis, Tennessee (1952).18

Since five of these cases came from North America | decided, in August 1990,
to fly to the United States in order to do some follow-up on the ground. By then,
| had also identified another possible case of AIDS from before the beginning
of Huminer’s survey (a Japanese-Canadian woman who had died in Montreal
in 1945),%° and I decided to include her in the investigation also.

Before leaving England, however, | received two important pieces of advice
from the London-based immunologist Dr. Tony Pinching. First he warned me
that some opportunistic infections, like lymphomas, can be misleading. If, for
instance, a patient had presented at a hospital twenty years ago with an exten-
sive lymphoma and PCP, it would nowadays be difficult to determine if the PCP
had been the result of immunosuppression caused by the lymphoma (and/or its
treatment, which would often include radiotherapy and steroids), or if HIV had
caused both conditions. One way of knowing, of course, would be to test any
available tissues or sera for the presence of virus. However, he also warned once
more about the vagaries of the various HIV assays, and stressed that several dif-
ferent tests that indicated the presence of both core and envelope proteins of
the virus were needed if one was to be absolutely confident that HIV really was
present. The warnings were timely.

I spent several weeks of that summer in North America, traveling slowly but
comfortably to and fro by Amtrak, and interviewing en route. | returned in the
summer of 1991, this time buying an old car and selling it again after five
weeks. | found that the attempt to unravel the human stories underlying the
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case histories was invariably fascinating, and usually worthwhile to boot, for it
turned out that most of these patients had been involved in certain unusual
events or experiences — very few of which had emerged in the published papers
or medical chart. These episodes might or might not have had bearing on the
unusual nature of their deaths, but clearly it was legitimate to consider the pos-
sibility that there was some connection.

In the end | found | was able, in each case, to propose a plausible hypothesis
to explain the mysterious collapse of the immune system.

Three of the scenarios of causation that follow (relating to Robert R., Alice
S., and George Y.) are advanced tentatively, and three (relating to Ardouin A.,
Dick G., and Sadayo F.) with rather more confidence. These six cases are
detailed here partly because they are interesting investigations in their own
right. Mainly, however, it is because they provide some valuable perspective on
the true nature of AIDS.

In the descriptions of these cases, details sometimes differ from those
already presented in published papers. This is because examinations of the
medical notes, interviews with the protagonists, and further research have pro-
vided more accurate information.®

Robert R., a black youth from St. Louis, Missouri, was just sixteen when he died
in May 1969. He had first begun experiencing swellings in his legs some two and
a half years earlier, and as time passed the abnormal buildup of fluid in his tis-
sues (known as edema) progressed remorselessly until it included his genitalia,
lower abdomen, and, finally, his chest. For some unknown reason, his lymphatic
system seemed to be blocked. Beginning in mid-1967, he was admitted “a few
times” to the City Hospital in St. Louis, but by November 1968, when his con-
dition started to cause breathing difficulties, he was moved to the Deaconess
Hospital, where he spent the final six months of his life. By this stage he was in
a miserable state, with what seemed like “a big continuous bag” of fluid under-
neath his skin, which moved to and fro like a wave in a water bed.

The doctors at Deaconess found Robert surly and unresponsive to ques-
tioning — an attitude that apparently became more pronounced as he grew
moreill. In later notes, Robert is described as having a“mild psychotic reaction”
and “moderate mental retardation.” Apparently the only time he relaxed during
those final months was when he was undergoing physiotherapy, and the picture
that emerges is of a shy, awkward adolescent who was terrified by what was hap-
pening to him.

The doctors did what they could for Robert, and successfully drained the
lymphatic fluid from his legs and chest, removing up to five liters at a time.
Eventually the patient became so debilitated from the lymphatic disorder, and
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the pressure on his lungs so great, that he contracted pneumonia, and died a few
days later.

At autopsy, the pathologist William Drake noted that with the fluid drained,
the corpse was that of an emaciated boy, weighing “probably 75 pounds.” As he
was examining the skin of his legs and scrotum, which had become woody and
elephantine in texture, he noticed a small nodule on the boy’s left thigh. After
the microscopic examination, he realized that the nodule was of Kaposi’s sar-
coma, and that this condition was aggressive and widespread, involving not just
the lower body beneath the skin, but also the bone marrow, lymph nodes, and
the pleural cavity. Some KS lesions were also present, together with some hem-
orrhoids, near the anal sphincter. Previously, the patient had always vigorously
refused a rectal examination. Robert had also been infected with the bacteria
Chlamydia (which is often sexually acquired).

In 1973, a paper was published in Lymphology on the case, written by
Memory Elvin-Lewis (a Chlamydia specialist) and Marlys Witte, who had
treated Robert at the City Hospital at the start of his illness.?! The paper made
only passing reference to the KS, but emphasized the finding of Chlamydia
throughout the body, pointing out that it was conjectural whether this had
played a primary or secondary role in the patient’s illness. The authors stated
that Robert had “admitted to frequent sexual intercourse,” and hypothesized
that the Chlamydia might have been acquired venereally.

Eleven years later, in 1984, Marlys Witte and her husband wrote a letter to
the Journal of the American Medical Association, this time with Dr. Drake as
coauthor, in which they proposed that the widespread chlamydial infection and
disseminated KS “makes AIDS a compelling diagnosis in retrospect.” The letter
included the claim that “While he admitted to heterosexual relations for several
years, a homosexual history was not specifically elicited.”?? However, the hem-
orrhoids and anorectal KS might, it suggested, indicate an anal portal of entry
for a venereal infection.

In their freezers, Witte and Elvin-Lewis still had samples of serum, together
with samples of spleen, brain, lymph node, and liver taken at autopsy. In June
1987, Witte sent some of these samples to Professor Robert Garry, a young
microbiologist from Tulane University, New Orleans, for further analysis. Garry
tested the serum by Western blot, and detected antibodies to all the major
proteins of HIV-1. Later, he apparently detected HIV-1 virus in all four tissue
samples, using the p24 antigen test.?

However, as | discovered when I started looking into the case, there were still
a considerable number of loose ends. The first concerned Robert’s sexual his-
tory, knowledge of which was not helped by the fact that the patient had been
S0 uncommunicative. The two women doctors who were responsible for
arranging the testing both claimed retrospectively that the autopsy had shown
that Robert R. had probably had regular passive anal intercourse; one stated that



AIDS in the Pre-AIDS Era? 135

he could have been a male prostitute.?* But both Drake and William Cole, the
physician who had spent most time with Robert, were much more cautious.
They suspected that Robert might have been gay, on the basis that the KS had
been found around the anus but not elsewhere in the gastrointestinal tract, yet
they pointed out that there were several other possible explanations.

I was unable to find out much about the gay scene in St. Louis, which was
described by one informant as being “one giant closet” in the nineties, let
alone the sixties. However, it seemed far more productive to investigate Robert’s
heterosexual activity, which was not in dispute — even if the extent of that activ-
ity was. The only evidence about this subject in Robert’s medical records fea-
tured in the autopsy notes, where it was recorded that “The patient dated his
physical disability from an instance of sexual relations with a neighborhood
girl.” With the help of some local journalists?® | located the mother, who stoutly
insisted that her son had not been gay, and who told me she only knew of his hav-
ing had sex with one girl, whom she named and described. She added that the
woman was still alive, and that she “moved from house to house” as a vagrant.
Later, her account was apparently confirmed by a group of men whom | found
drinking beside a barrier in the same street where Robert had gone to grade
school, and where he and his family had been living in the late sixties. One man
knew of a woman of the right name, age, and description who, he said, he had
last seen some six months before. If indeed she was the same woman, this meant
that the main suspect for infecting Robert was still alive more than twenty years
after his death, making her an unlikely source for his apparent HIV infection.

The more | looked into the case, the more doubts | had about whether
Robert R. had really died of AIDS. There was no proof that he had been promis-
cuous, gay, or an VDU, so it was hard to imagine what his risk factor could have
been. And although he had had disseminated KS, the rest of his symptoms did
not represent a typical presentation of the syndrome. It was hard to imagine a
case of AIDS cropping up this early and so far from Africa— the apparent
source of the HIV-1 epidemic. And furthermore, there appeared to be some
uncertainty surrounding the fate of some of the tissue samples. When, at my
request, William Drake tried to relocate some of the wax-embedded blocks
from the autopsy at Deaconess in 1990, he found that they had disappeared.?®

Then there was the question of the HIV testing. First, it seems that the Western
blot test used may have been the sensitivity-enhanced Biotech assay, which had
produced false-positive results in the case of James Moore’s 1971/2 Lexington
drug injectors.?” And in the late summer of 1990 there was further mystery, when
somebody apparently broke into Garry’s office, taking the notes on the Robert R.
Western blot tests and a couple of the Western blots themselves.?8

Soon after Garry’s paper on Robert R. was published in October 1988, there
was talk about sequencing the virus by PCR. The job was eventually entrusted
to John Sninsky, an acknowledged PCR expert from the Cetus Corporation in
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California. But as the years went by, and no sequence was published, virologists
became more and more nervous about the veracity of the original HIV-positive
results.?®

All this, of course, leaves unanswered the question of what might have
caused Robert’s illness. Robert had told his doctors that his grandfather had suf-
fered “the same symptoms.” Could he have had some sort of congenital immu-
nodeficiency, perhaps exacerbated by a venereal infection with Chlamydia and
KS? It is certainly possible, but it seems an inadequate explanation.

There is, however, another possibility — one which involves one of the more
shameful episodes in American history. In June 1980, research conducted by
the Church of Scientology revealed that during the early summer of 1953 the
Army Chemical Corps conducted secret open-air chemical warfare tests in St.
Louis — involving thirty-five aerosol releases at various places in and around
the city, including the Monsanto plant.®® The army provided a cover story to
city officials and the local press, claiming that the experiments were intended
to see whether smoke screens could protect the city from attacks by Soviet
bombers.3! These experiments were part of a much larger chemical and biolog-
ical testing program operated by the army (sometimes in conjunction with the
CIA), which involved hundreds of similar releases staged in cities across the
United States between 1949 and 1968.%

Information released by the army in July 1994 revealed that the house where
Robert was living in 1953 was sited less than half a block from the “How” test
site, one of the two 25-square-block areas where most of the releases took
place.® This area was described as a “slum district,” with a population density
that was “possibly one of the highest of any residential district in the country.”
Apparently the choice of socioeconomic group was “to minimize public ques-
tions about the tests.”3*

The St. Louis tests all involved zinc cadmium sulfide, a yellow crystalline
substance that appears to be a mixture of zinc sulfide and cadmium sulfide. It
is sometimes referred to as “FP” for fluorescent particle, because it glows in
ultraviolet light, making it easy to trace in diffusion experiments. According to
an army spokesman talking in 1980, these FP tests “were completely safe and
no one’s health was endangered.”®® Others, however, have disputed this claim.
Cadmium, in particular, is a highly toxic metal; because of its “extraordinary
facility for accumulation in the kidney it is associated with kidney damage, but
it also leads to cirrhosis of the liver, and severe damage to the lungs.” Apparently
digestive absorption of cadmium is low, but “absorption of cadmium from the
air is very much faster.”*¢ FPs can cause lung damage similar to that from bron-
chopneumonia, while acute cadmium poisoning can cause pulmonary edema,
pneumonitis, and death.?’

One of the prominent findings at Robert R.’s autopsy was bronchopneumo-
nia, and another (not mentioned in any of the published papers) was “acute
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passive congestion” in the Kidney. It is certainly possible that the cause of
Robert’s edema (for so long his principal symptom), pneumonia, and kidney
problems could have been cadmium poisoning, with the KS and chlamydial
infections only playing a secondary role.

This may be less implausible than it seems. Between May and June 1953,
when the zinc cadmium sulfide tests were staged so close to his home in St.
Louis, Robert would have been aged between three and five months. Infants are
immunologically vulnerable, especially during the first three months of life, when
they are highly susceptible to invasion by foreign antigens.® It may be that
Robert was also congenitally immunodeficient, and therefore more at risk from
the diffusion experiments than other infants living in the same area. Further-
more, several of the FP tests staged in the United States involved simultaneous
releases of allegedly harmless biological substances like Serratia marcescens bac-
teria and Lycopodium spores, and there is no guarantee that the St. Louis tests
were not of this type.*®

Thisis but a tentative scenario. | am not stating that there is necessarily a link
between these tests by the Army Chemical Corps in 1953 and Robert R.’s death
sixteen years later, but the coincidence of geography and timing seems remark-
able, and worthy of further follow-up.

As it happens, it is possible that the second of these pre-AlDS-era patients,
Alice S., may also have been an accidental victim of Cold War experimentation.
In September 1964, a young married couple from Pullman, in the east of
Washington State, died within ten days of each other from Prneumocystis carinii
pneumonia, PCP. At the time, Larry S. was a twenty-six-year-old store manager,
while his wife, Alice, was a twenty-two-year-old secretary at the local university.
In both cases, the course of the illness was rapid; they suffered their first symp-
tom (a cough) just a few weeks before their deaths, and both partners sought
medical advice only when they had less than two weeks to live. The reason that
Alice alone has been mooted as a possible case of AIDS is that her husband had
been suffering from leukemia for the previous five months, even though it was
supposedly “in good remission” by the time of his death.*° She, by contrast,
apparently had no underlying condition to explain her sudden demise.

The 1965 paper that reported these tragic deaths was entitled “ Preumocystis
carinii Pneumonia in a Family,” because it also described a respiratory-tract
infection suffered by the seven-year-old daughter during June and July 1964. It
claimed that there was “strong presumptive evidence” that PCP was involved
here too, although in her case the microorganism was never isolated.*

The background to the case was intriguing. Larry’s family (he, his parents,
and two siblings) were natives of Moscow, Idaho, just ten miles from Pullman
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across the state line, but during the forties they lived in several places in eastern
Washington and western Idaho. Members of the family had experienced
repeated health problems since 1945. Three of the five (including Larry) suf-
fered from hypothyroidism or thyroid dysfunction; both the parents developed
diabetes and arthritis in later life; the mother was admitted to hospital with
bleeding stomach ulcers on three occasions (one of which was considered life
threatening), while Larry eventually developed leukemia.*? The family’s collec-
tive medical history, with its autoimmune diseases and leukemia, is strongly
suggestive of exposure to radiation or other toxic materials.

Alice grew up in Port Angeles on the west coast of Washington, moving to
Pullman to begin a college course at Washington State University in September
1960. A woman with whom she lived during this period recalls her “being ill
more than once with respiratory ailments.” At some point in 1962 she began
going out with Larry, who already had a five-year-old daughter by a previous
marriage.

In May 1963, however, Alice and her flatmate decided to leave Pullman, and
headed south to the bright lights of the Bay Area of California. They moved into
an apartment in Mountain View, and Alice soon found a job in nearby Palo
Alto, but then Larry turned up, asking her to marry him. She accepted, and fol-
lowed him back up north at the end of June.

They were married in September 1963, after which they moved into a base-
ment apartment in Pullman. By that winter, Larry was frequently getting tired,
and his body began to take on bruises. In March 1964, he was admitted to
hospital with pains in his arms and chest, and a second hospital visit in April
revealed that he was suffering from acute lymphatic leukemia. He began a
course of steroids and, despite experiencing a remission, continued to feel
unwell throughout the summer.

By June 1964, Alice was looking after both Larry and his daughter, who had
developed a cold and a persistent cough, though her condition cleared up after
a course of antibiotics. Later that summer, Larry and Alice spent a week alone
together on the Snake River and did some waterskiing. When they returned in
early August, Alice had a rash, as if she had been in the sun too long, and soon
afterward she developed a cold and a dry, hacking cough, which caused her to
consult a doctor at the end of the month. She was admitted to the hospital with
severe breathing problems on September 4, and despite being put in a tent, the
lack of oxygen in her brain caused her to ramble and hallucinate. During her
more lucid moments, she told the nurses she was worried about her family. She
died six days later.

Larry, who had also started coughing at the end of August, was readmitted
to hospital in Spokane the day after Alice’s death, with similar symptoms. Like
her, he deteriorated steadily, and died on September 20. In addition to the PCP,
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his discharge summary cites acute lymphoblastic leukemia (in remission)
together with hyperplasia of the prostate and an unspecified blood disease.

Samples from Larry’s lung and spleen were apparently sent to the virology
lab of the state department of health, but no virus was isolated. A member of
that laboratory says that there are no remaining records about these tissues, and
that they would have been discarded after the negative findings. Neither, it
seems, were any of Alice’s autopsy tissues retained.

Larry was clearly profoundly unwell with leukemia and was on steroid ther-
apy, and it is therefore not surprising that having been exposed to the
Prneumocystis carinii organism (and devastated by the death of his young wife)
he succumbed quickly. It is now thought that most of the adult population has
been exposed to Pneumocystis,*® and there have been several reports of PCP
being transmitted nosocomially (within a hospital environment), from carriers
to persons whose resistance has been lowered by leukemia or lymphoma.** One
of the explanations advanced for the occasional susceptibility of otherwise
healthy elderly people and infants is that they may have encountered an unusu-
ally virulent strain.* Perhaps Larry, suffering from leukemia, was exposed to
such a variant of the pathogen.

Despite concerns in the local community that Larry’s daughter might have
caught something contagious from her parents, she was found to be in good
health when reexamined by doctors shortly after their deaths.“® Indeed, thirty
years later she was still eminently alive and healthy, and in the mid-nineties gave
birth to her first child.

However, the question of what caused Alice to die of PCP remains unre-
solved. It certainly seems that she was immunocompromised by September
1964, but did she die of AIDS, as Huminer has hypothesized? There are reasons
for being skeptical. First, the course of her illness was unusually rapid, and it has
been reported that the progress of PCP is usually much slower in AIDS patients
than in other immunocompromised hosts.*” Second, she showed no sign of any
of the other typical opportunistic infections of AIDS. Third, as a woman who
apparently had only had two sexual partners (one of whom was still alive and
well in 1992) and was not injecting drugs, she was not at high risk of HIV expo-
sure (presuming that HIV was even present in America in 1964).

So what did cause Alice to succumb so rapidly to PCP, when she was an
apparently healthy twenty-two-year-old? Already we know that there are many
factors, including infancy, old age, cancer, cancer therapy, or exposure to radia-
tion, that can cause suppression of the immune system and can make one vul-
nerable to an opportunistic pathogen such as PCP. Alice does not appear to have
had an undiagnosed cancer, and she is excluded from the other categories —
save the last. For like hundreds of thousands of others in eastern Washington
State between the forties and the sixties, Alice was a “Downwinder.” She may, in
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other words, have been exposed to radiation or radionuclides, simply as a result
of where she was living.

In the east of Washington State lie the reactors of Hanford where, in 1945,
the Nagasaki A-bomb was made. Between 1944 and the mid-sixties, radioactive
particles were, on many occasions, vented into the air from the Hanford stacks,
whence they were carried mainly eastward, toward the ldaho border. In addi-
tion, large amounts of radioactive waste were dumped into underground pits
or the Columbia River.*® The medical histories of Larry and his family suggest
that they may all have been exposed to radiation in the forties or fifties. And
although Alice only arrived in the “downwind” area in 1960, she too may have
been one of the unlucky ones.

In such an irradiated environment, she may have ingested or inhaled a
harmful amount of radioactive material in any number of ways, most of which
can no longer be identified. However, there were also three specific episodes in
which she would seem to have been in the wrong place at the wrong time.

On September 3, 1963, there was an accident at the PUREX (Plutonium
Uranium Extraction) plant at Hanford, when sixty curies of radioactive lodine-
131 were released into the atmosphere — four times the quantity that escaped
during the Three Mile Island accident of 1979.%° No announcement was made at
the time of the accident. Three days later, on September 6, 1963, Alice, Larry, and
his daughter drove westward to Port Angeles, on the day before their wedding. It
is believed that they took the direct route via Othello, which lies immediately
north of Ringold and the Hanford reservation. The main way in which 1-131 is
absorbed into human bodies is by being deposited on grass, eaten by cows, and
then drunk as milk. Is it possible that they bought some milk en route or breathed
in dust through an open car window? Alternatively, could they have been among
the human volunteers who, it was later revealed, were deliberately exposed by
inhaling 1-131 from the air or by drinking milk from cows that had grazed on
contaminated pastures at the time of a deliberate 1963 release from Hanford?>

Another way in which radioactive particles may be absorbed is through eat-
ing irradiated fish. The Columbia River has special fish ladders that allow
salmon to return upstream to spawn; one salmon hatchery is even situated at
Ringold, opposite where Hanford used to vent much of its waste.® In July 1964,
just two months before their deaths, Larry caught a thirty-pound salmon in the
Strait of Juan De Fuca, near Port Angeles. It is believed to have been a Coho
salmon, which is one that migrates hundreds of miles up the Columbia River,
to Hanford and beyond, to spawn; some, at least, probably nibble on the odd
piece of radioactive moss en route. It is conceivable that this particular fish
was heavily contaminated, and that its consumption triggered a rapid disease
process in the young couple. However, the facts that Alice and Larry suffered
fatal diseases of the lungs (not the digestive system), and that other family
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members also ate the fish and emerged unscathed, both argue strongly against
this hypothesis.

The final scenario is even more fantastic, at least in prospect. Fred Allingham,
who heads an organization called the National Association of Radiation
Survivors,® told me about a man who had been in the army, based at Fort Louis,
near Tacoma, Washington, in 1958, and who claimed to have participated in a
radiation experiment conducted along the Snake River that summer. It had
apparently involved the detonation of a small, tactical nuclear weapon, and the
monitoring of responses among army “volunteers.” As part of this test, he had to
drive along the Snake River at night, through what he believed was the detona-
tion area, to collect water from a small town across the Idaho border.>

There are no official records of any such small nuclear weapons being deto-
nated in eastern Washington in 1958. However, in 1993 the U.S. Department of
Energy admitted that hundreds of secret, unannounced nuclear tests had been
staged on American soil.>

The only place where there is a road running alongside the Snake River for
more than a few miles is Wawawai River Road, which begins some twenty miles
southwest of Pullman, and continues for about thirty miles as far as Lewiston,
the first town in Idaho.% This is apparently the same stretch of river where Alice
and Larry used to go swimming and waterskiing, and is very likely to have been
where they spent their week’s vacation in the summer of 1964. Their decline
into serious ill health began days later.5

It is not essential, of course, to invoke a nuclear incident or an exposure to
radiation to explain Alice’s sudden decline and death.5” There are also other,
rather more mundane explanations that may be more realistic. Perhaps, for
instance, the young couple had been exposed to Preumocystis Some time before,
and were then further exposed to a serious bacterial pathogen which com-
promised their immune systems — such as Legionella — during the waterski-
ing trip.5®

One thing, though, can be stated with some confidence. Alice S. is most
unlikely to have died as a result of HIV infection. Quite simply, she lacked risk
factors, and her clinical course was one of a patient with a suppressed immune
system who had previously been exposed to a possibly virulent form of
Pneumocystis, rather than that of somebody declining slowly into AIDS.

Before Alice in 1964, there were three patients (George Y., Ardouin A., and David
Carr) who all died with AIDS-like symptoms in 1959. The background histories
of these cases have already been described, as have the reports that HIV was
apparently present in the tissues of David Carr and in the L70 serum sample
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from Leopoldville. By the early nineties, 1959 did appear to be the watershed year,
the earliest for which there was persuasive evidence of the existence of HIV.

However, further investigation into the two North American cases also
began to unearth other possible factors, apart from HIV, that could have caused
their illnesses. The clue to what probably happened to Ardouin A., the Jamaican
man who died of PCP in Brooklyn in June 1959, comes in the reference to “a
fluorescent lamp [which] had broken near him some time before his admission
to the hospital.”® In reality, the episode was rather more serious. According to
Isolde, his daughter-in-law,5! a friend who used to work with Ardouin in the
garment factory on Seventh Avenue talked about his having “to break up a lot
of fluorescent light bulbs in the factory. Perhaps they were accumulated in a box
somewhere, and they had to go.”

In a review of chronic beryllium disease published at the end of the sixties,
thirty-seven of the sixty cases studied were found to have been working in the
fluorescent lamp manufacturing industry.®? This report states that the industry
voluntarily chose to eliminate the use of beryllium compounds in 1949, but it
is not known whether all manufacturers complied with this decision immedi-
ately. Neither is it known whether fluorescent lamps containing beryllium were
imported from overseas after that date. Apparently, the incident described by
Ardouin’s friend had taken place “not too long before he got sick” (which was
in March 1959, three months before his death). Of course, if the lamps had been
stored for a long time, it could well have been that some had been made in the
forties, before the ban.

Ardouin’s urine was analyzed for beryllium content, and found to be posi-
tive, but “within the normal range”;® however, a handbook on clinical testing
reports that “urinary excretion is variable in exposed workers and does not cor-
relate well with beryllium disease.”%

It seems, therefore, that the death of Ardouin A., which in the past has
often been claimed as the first adult case of PCP to be unassociated with any
other disease, may well have been caused by beryllium exposure. In this case,
Prneumocystis, the supreme opportunist, may have invaded only at a later stage,
perhaps during the patient’s three weeks in hospital, when he would anyway
have become immunosuppressed as a result of the heavy steroid therapy.

So Ardouin does not seem to have been suffering from AIDS. This conclu-
sion was apparently confirmed in 1992, when a lung tissue sample from his
autopsy was analyzed by PCR by Fergal Hill, a molecular biologist based at
Cambridge University, and found to contain no trace of HIV.%

What about George Y., the Japanese-Canadian carpenter — did he die of AIDS?
Is it possible that he was infected with HIV sexually, perhaps in Edmonton
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(where he lived for ten years), or in 1958 in the camp in Northwest Terri-
tories (NWT)? Once again, the clinical history offers little support to this
scenario.

It is noticeable that it was almost immediately after his move to NWT in
March 1958 that he fell sick with a fever, chills, headache, and a chronic cough;
others in the camp were also suffering from what was thought to be the same
“viral infection.” Was there really some viral epidemic taking place up there —
or could it be that the men were all affected by something quite different: by an
environmental factor, for instance?

This brings us back to the question of what might have persuaded George to
abandon his steady job in Edmonton and travel up to the far north. The most
plausible answer, of course, is money. It turns out that the late fifties was a boom
period for uranium production in Canada, particularly NWT, and in 1958 it
became the leading producer of uranium ore in the Western world. In the pre-
vious year, a new uranium mine and mill had opened on the Marian River,
northwest of Yellowknife, and there was increased exploitation of the famous
old mine at Port Radium on Great Bear Lake, near the Arctic Circle, which had
supplied ore for the Manhattan Project.5® At the latter mine, the grade of ore
was at least three times higher than anywhere else in Canada, making it prof-
itable for half of the production to come from old surface tailings.5’

If indeed this was the reason for George’s sudden departure from Ed-
monton, it is conceivable that the apparent “virus infection” that affected him
and his fellow workers was linked to the inhaling of radon gas and high-grade
radioactive dust from the mine or the tailings dump.% Residual racism against
those of Japanese stock might have resulted in George being given more than
his fair share of dangerous tasks.°

This seemed a reasonable hypothetical scenario — but at this point | found
that the trail ran cold. Neither the pathologist, Dr. Barrie, nor | was able to find
any further information about George Y. from the mining companies, the town
clerks of various communities in NWT, or from the Workers’ Compensation
Board.” However, Dr. Barrie agreed that exposure to radiation, or to the effects
of uranium dust, was a plausible explanation for the immunosuppression and
lung problems™ — and that this, when combined with the massive steroid
treatment over the final fortnight in Toronto, might have caused George’s sud-
den demise from PCP. Alternatively, the steroids alone might have been enough.
They would have suppressed George’s immune system, and “brought the
Prneumocystis sprouting out,” admitted Dr. Barrie, laconically.

Either of these scenarios seemed a far likelier explanation for George’s death
than HIV infection. There was, however, one other possibility, which related to his
Japanese ancestry. It is not known from which part of Japan he originated, but
Gallo’s retrovirus, HTLV-1, is endemic on parts of the Japanese islands of Kyushu
and Shikoku™ — and this virus can, on occasion, cause immunosuppression
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that resembles that of AIDS.” Unfortunately, none of George’s autopsy tissues
remain, so this hypothesis cannot be tested.

The case that chronologically precedes these involves an engineer called Dick
G., who died in Memphis, Tennessee, in 1952. The life and death of this man is
of particular interest, partly because he features as Patient No. 1 in Huminer’s
“AIDS in the Pre-AIDS Era” article, and partly because his wide range of oppor-
tunistic infections apparently represents such a classic picture of AIDS.

Dick fell ill with a fever, malaise, and persistent cough in February 1952,
while working on a road project in Louisiana. He returned to Memphis and was
admitted to the Baptist Memorial Hospital, where he developed a rash all over
his body, and his respiratory embarrassment developed into pneumonia. In
May, it became clear that his illness was serious and he had exploratory lung
surgery, during which the lower left lobe was removed and sectioned.

Soon afterward, Dick’s employer decided that it was worth seeking a second
opinion from the renowned Mayo Clinic. Dick was flown to Minnesota carry-
ing lung and skin biopsy samples, but the Mayo physicians apparently con-
cluded that nothing could be done for him, and recommended that he return
to Memphis to die. Over the next few weeks, increased cortisone therapy
brought some respite, but then he was readmitted to hospital, where he had a
bone marrow biopsy. He died quite suddenly of septicemia two days later, at the
end of July, leaving his young widow to look after their seven-month-old son.

Sections of Dick’s lung were reviewed by three other pathologists, one of
whom, John Wyatt of St. Louis, identified the giant cells typical of “salivary
gland virus,” which usually limited its pathogenic appearances to infants and
small children. Wyatt proposed that the term “cytomegalic” be coined to
describe the cellular condition’™ and later, in 1960, the virus was renamed
cytomegalovirus — or CMV.

Wyatt’s paper about Dick G., published in 1953, reported that although there
had been no visible signs of cancer or lymphoma either in life or at gross autopsy,
the microscopic autopsy had revealed some lymphoma-like cells in the lungs.
But he concluded that these might have been the result of the salivary gland virus
(which, he said, can “simulate certain morphological features of cancer”), and
that even if they were genuine, they were not the primary cause of the illness.

In 1955, the description and microphotographs of Dick’s lungs from Wyatt’s
article were reviewed by the German pathologist Herwig Hamperl, who stated
that it was “highly probable” that he had also been suffering from PCP,”® a con-
clusion that was further supported by a Los Angeles physician in 1982.7 This
death of an otherwise apparently healthy man of twenty-eight from CMV and
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PCP (together with multiple skin infections and “difficulty in swallowing,”
which may have been caused by candidiasis) began to sound uncannily similar
to the demise of David Carr seven years later. Was it possible that Dick G. had
been suffering from AIDS?

Despite Dick’s wide range of opportunistic infections, | began having doubts
about this case as well.”” Among Dick’s copious medical records is a five-line let-
ter from Dr. John McDonald of the Mayo Clinic, who, after reviewing slides
from the skin and lung lesions in May 1952, concluded that both conditions
were a result of “reticulum cell sarcoma,” perhaps complicated by his steroid
treatment. | corresponded with Lester Wold, the current chair of the depart-
ment of laboratory medicine and pathology at the Mayo Clinic, who told me
that “reticulum cell sarcoma” would nowadays be designated as non-Hodgkin’s
lymphoma (NHL) of large cell type. He also concluded that the patient had
most certainly been immunosuppressed, but that it was “improbable” that he
had been suffering from HIV infection or AIDS.

So what if the Mayo Clinic was right and John Wyatt wrong, and there had
been a tumor? Apart from Kaposi’s sarcoma, non-Hodgkin’s lymphoma (or
B-cell lymphoma) is the only tumor that is recognized as being a “serious man-
ifestation of AIDS.”’® But, as Anthony Pinching had warned me at the start of
the investigation, general immunosuppression can be caused either by HIV or
by the tumor and its treatment. Given the fact that it was 1952, it seems much
more likely that the tumor began independently, without any HIV involvement,
and that it was this (plus the steroid treatment) that was responsible for Dick’s
syndrome of illnesses.

This conclusion is supported by the patient history. It seems that the only
time Dick traveled outside America was during his sixteen months of war ser-
vice in the Pacific islands and Australia (where the first cases of AIDS were
detected only in 1987 and 1982, respectively).” He certainly never visited Africa,
and all in all the likelihood of his having been infected with HIV in the forties
or fifties seems extremely remote.

Sebastian Lucas, a physician who specializes in AIDS, has since confirmed
that back in the early fifties, it would not have been possible to distinguish
between B-cell and T-cell lymphomas: Dick could have had either. Unlike the
B-cell lymphoma, the T-cell variant is caused by a retrovirus, HTLV-1 — and
one of the few areas of the world where HTLV-1 infection is endemic is the
South Pacific.

Dick’s widow made further inquiries about his military service, and discov-
ered that in late 1943, Dick joined a marine bombing squadron at its base on
Green Island in the Solomon Islands, a thousand miles northeast of Australia.
During the next year and a half, he shuttled to and fro across the South Pacific
and Melanesia, calling at Hawaii, Tuvalu, Guadalcanal, and other islands.
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It is here that Dick’s photo album comes into play. For there, among the
standard war-time photos of VJ-Day celebrations, and grinning Gls holding
armfuls of Japanese skulls, are pictures of various women who appear to have
been girlfriends, including one Chinese woman and one South Sea islander.®
Dick’s widow says she cannot be certain, but she thinks he probably did have
some “local” girlfriends during the war.

The whole of Melanesia (which includes New Guinea, the Solomon Islands,
and Vanuatu) has very high rates of HTLV-1 infection.8! It seems likely that
many of the marines who had sex in the South Pacific during World War Il may
have become infected with the virus. However, it is only rarely pathogenic, so
only asmall proportion of the men would have developed adult T-cell leukemia-
lymphoma (ATL) or tropical spastic paraparesis/HTLV-1-associated myelopathy,
its two major disease presentations. A far smaller number would be expected to
develop an even more serious disease presentation in which HTLV-1 infection
leads not only to ATL, but to an almost total immune breakdown, very similar
to AIDS.

An example of such a clinical course was reported by two New York doctors
in 1987. It involved a case of ATL of the entire intestinal tract and “an acquired
immune deficiency” in a thirty-seven-year-old Hispanic man who was infected
with HTLV-1, but not with HIV. Their patient suffered from lymphadenopathy,
profuse diarrhea, weight loss, night sweats, and a wide range of opportunistic
infections.®? He eventually died from septic shock, in an uncanny echo of Dick
G’s death three decades earlier.

In conclusion, it seems highly unlikely that when Dick G. died of an acquired
immune deficiency in 1952, HIV was responsible. A far more likely hypothesis
is that HTLV-1 (and treatment for a related tumor) was the cause.®®

The last of the six archival cases concerned a sixty-year-old Japanese-Canadian
woman, Mrs. Sadayo F., who died in Montreal in 1945 from “inclusion-disease
pneumonitis.” This was again a reference to cytomegalic inclusion disease (caused
by CMV), and the presence of Preumocystis was once again detected retrospec-
tively by Herwig Hamperl.8* Sadayo first fell ill in June 1945 with breathing diffi-
culties, sleeplessness, diarrhea, and weight loss. During the next six weeks she
developed penicillin-resistant pneumonia, which progressed steadily, and she
died at the end of July. At autopsy, she was diagnosed with a wide range of ail-
ments, including bronchopneumonia, pleurisy, vitamin A deficiency, a thrombo-
sis of the femoral vein, and adenomata (a benign tumor) of the thyroid.

The patient history and autopsy report revealed that during the final month
of her life she had suffered from oral candidiasis — yet another opportunistic
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infection typical of AIDS patients and the otherwise immunocompromised.
Her sole surviving daughter, now in her seventies, told me a great deal more
about Sadayo’s background.

She had been born in Nagoya, central Japan, in 1885, and emigrated to
Canada in 1913, where she began working as a nurse near Vancouver. In 1931,
she returned to Japan, where she trained in chiropractic. By the time she
returned to Canada in 1937, she was the proud possessor of a bulky electro-
magnetic bed, “a wonderful piece of machinery” designed to help back suffer-
ers. Apparently she had been well all her life until the summer of 1945,

On the phone, her daughter told me that she had always thought that her
mother had died of stomach cancer, but that she would like to know if the diag-
nosis had been incorrect. | explained that the medical records revealed there
had been infections with CMV and Preumocystis carinii — two conditions
which are nowadays typically found among persons infected with HIV. The
daughter told me that she knew of no blood transfusions and that her mother
had been “a very religious individual. . . . I don’t think she had other relation-
ships; she was too straitlaced.” On the face of it, Mrs F. seemed an unlikely can-
didate for HIV infection.

The daughter’s belief that her mother had died of cancer is supported by the
second differential diagnosis at the end of her mother’s case history, which was
“G.l. neoplasm”— cancer of the gastrointestinal tract — a type to which those
of Japanese ancestry are especially prone. The pathologist who reported the case
in the literature was Dr. Gardner McMillan and, in a letter to me, he acknowl-
edged that many of Mrs. F’s symptoms had been nonspecific and that the diar-
rhea and weight loss might suggest bowel cancer.

In his article about the case, he had concentrated on the interesting finding
of “inclusion-disease pneumonitis” (which was only the second such adult case
to be reported in the literature), rather than speculating about the possible eti-
ology. In answer to my question about whether he felt that an autopsy con-
ducted today might have come up with different findings, Dr. McMillan wrote:
“Today one would document a list of tests and circumstances known to influ-
ence the immune system (but many not operative in 1945). These would
include leukemias, radiation, antineoplastic [anticancer] drugs, chemicals that
injure the bone marrow, steroids, drugs used in transplantation surgery and of
course tests and cell counts related to HIV infection. One or more of these
might yield relevant information.”

As it turned out, it was possible to conduct tests for HIV infection in this
case. Dr. Serge Jothy from McGill University in Montreal managed to unearth
some glass-mounted slides from the autopsy, including one from the spleen and
one from the bone marrow. At my prompting, he sent these two slides to Fergal
Hill at Cambridge, who tested them using PCR, but was unable to find any
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evidence of HIV-1.85 As far as can be determined, therefore, Mrs. Sadayo F. did
not die of AIDS.

Because she was born in Japan, one can only speculate whether HTLV-1
infection might have played a role in the etiology of Mrs. F’s disease. From the
perspective of this narrative, it is enough to state that she may well have had a
cancerous process, which was not detected by the relatively unsophisticated
diagnostic tests of the forties — and that it was very probably the immunosup-
pression caused by this (and perhaps its treatment) that led to the PCP and
CMV infections.

Most, though not all, of the aforementioned research had been conducted by
the spring of 1992, by which time I was beginning to feel skeptical about several
of these potential early cases of AIDS. Although the involvement of HIV had
apparently been confirmed in the cases of David Carr and Robert R., and though
the case of Dick G. was intriguing, the other cases struck me as being less than
convincing.®

But despite the wrong turnings (including the apparent link between radia-
tion exposure and the earliest cases of AIDS, which had appeared, and then dis-
appeared just as suddenly, when Elsie’s letter proved that Dave Carr could not
have been at the Pacific nuclear tests), | did not feel that the time had been wasted.
What | had gained was considerable perspective on the true nature of AIDS. |
concluded that in early, sporadic, geographically dispersed “cases” such as these,
it was unsafe to make an archival diagnosis of AIDS on clinical grounds alone.

I was now persuaded that since the dawn of Homo sapiens, there had been a
low but fairly constant background level of cases in which humans died, not as
aresult of HIV infection, but because their immune systems had been destroyed
by other factors. These included congenital immunodeficiency (which might
possibly have played a role in Robert R.'s case), exposure to ionizing radiation
or radionuclides (as might have happened to Alice and George), exposure to
toxic substances (Ardouin and possibly Robert R.), undiagnosed cancer and
cancer treatments (Sadayo and Dick), and HTLV-1 infection (another possible
factor in the latter two cases).®

The research also engendered two other valuable side products. First, it pro-
vided some invaluable perspective on the extent to which dangerous field tests
of atomic, biological, and chemical substances were carried out on unknowing
civilians and military “volunteers” by arms of the U.S. and British governments
during the Cold War period of the fifties and sixties.®® Second, the fact that,
despite my continued efforts, | had been unable to come up with any evidence
that either HIV or AIDS had existed before 1959 only reinforced the possibility
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that hypotheses placing the first arrival of the virus in humans in the fifties
might have merit.

Shortly after this, to my surprise and pleasure, there was some independent con-
firmation of the concept of general immunosuppression without HIV involve-
ment, and it came from the heart of the AIDS research community. In July 1992,
at the Eighth International Conference on AIDS in Amsterdam, several pil-
lars of the scientific establishment suddenly announced the existence of “AIDS
without HIV,” as it was swiftly christened by reporters. This development came
about after a scientist from California, Sudhir Gupta, told the press that he had
found an AIDS-like disease in an HIV-negative sixty-six-year-old woman. In an
attempt to quell the growing media hubbub, an emergency press conference was
called at which it was announced that doctors were already following up on some
thirty similar cases involving unexplained opportunistic infections, which were
typical of AIDS, but which had occurred in the absence of HIV.

At this press conference, Dr. Jeffrey Laurence gave details of five individuals
(including two gay men, one promiscuous heterosexual man, and one female
transfusion recipient) who were negative for HIV-1 and HIV-2 on PCR, but
who had very low CD4 counts, and a variety of opportunistic infections. The
most dramatic case involved a patient without any recognized risk factors — a
heterosexual of Italian origin who developed inflammatory bowel disease fol-
lowed by candidiasis, PCP, Herpes simplex infections, and a profound wasting
syndrome, and who died after ten months of illness. Like two of the other
patients, he was also tested for HTLV-1 and HTLV-2, with negative results.®

Since the scientists reporting this apparently new phenomenon (who
included Luc Montagnier and David Ho) clearly had mixed opinions as to the
cause, it was hardly surprising that reporters were unsure what to make of HIV-
free AIDS.*° In the popular press, it was widely reported as a major new devel-
opment, one that might indicate either that HIV did not cause AIDS (as
proposed by molecular biologist Peter Duesberg), or that there was yet another
unknown virus that produced symptoms similar to AIDS. Amid the clamor, the
only skeptical voices belonged to some of the older and more experienced
immunologists, who were already familiar with rare instances of late onset
adult congenital immunodeficiency, and who were therefore little surprised by
such reports.

For the rest, however, the picture only became clearer six months later, when
four related articles on “HIV-free AIDS” (now officially titled Idiopathic CD4+
Lymphocytopenia, or ICL) were published by the New England Journal of
Medicine."
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Before long, Peter Duesberg claimed ICL as a vindication of his hypothesis,
but in fact the recognition of ICL by the AIDS establishment, far from weaken-
ing the case against HIV as the cause of AIDS, had actually strengthened it, by
making the description of true AIDS more specific. Essentially, the CD4+ lym-
phocyte counts of ICL patients are often over 300, whereas those of AIDS
patients are usually below 200. The causes of the former syndrome (which is not
always fatal) are still unclear, whereas for AIDS there is only one known and
proven cause.*

A short time after this, there was a significant moment in the history of the
AIDS epidemic. By this time David Ho, director of the Aaron Diamond AIDS
Research Center, was becoming widely acknowledged as perhaps the leading
figure at the cutting edge of AIDS research. When Dr. Ho, like so many before
him, finally lost patience with the selective reasoning of Peter Duesberg and his
followers, and their intransigent refusal to take on board the increasingly clear-
cut evidence about the causation of AIDS, he resorted to the cry of the exas-
perated parent who has just been asked the same question for the umpteenth
time, and who no longer has the patience to explain, gently and sensibly, just
what is going on.

“It’s the virus, stupid” was how Ho expressed it.%
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THEORIES OF ORIGIN,

PROPOUNDED AND REFUTED

One of the lovely things about starting a new area of research is that one wakes,
throws back the curtains, and looks out over a pristine field of snow. No tracks,
no footprints; no preconceptions, no arrogant certainties. In those first few
weeks at the Keppel Street library, and during interviews with some of the pro-
ponents of the various hypotheses of origin, | retained the wonderfully liberat-
ing sense that anything was possible. Admittedly, several theories seemed crazy
from the outset — their well-meaning proponents (some bearing the sympa-
thetic stigmata of the zealot; others rendered huge and bombastic by their bur-
den of absolute certainty) having either misinterpreted information, or else
rushed to judgment on the basis of some seemingly crucial — but actually
worthless — nugget of “evidence.” But even these, | came to realize, sometimes
contained some item of value, which could usefully be winkled out and put to
one side.

After several months of investigation, | felt better equipped to sort wheat
from chaff, and so this chapter outlines a wide range of hypotheses, together
with a summary of the reasons why most can be refuted.! This is interesting his-
torically, but is also vitally important in that it helps establish the criteria that
need to be met if we are to explain how the immunodeficiency viruses arrived
in humans, and how AIDS began.

Broadly speaking, the different hypotheses concerning the origin of AIDS can
be split into five categories. Three of them — the heavenly, the malevolent
human, and the unwitting human — interpret AIDS as a syndrome that has
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appeared only recently in the human race. The fourth category treats AIDS and
HIV infections as older conditions that have existed (probably unrecognized)
for centuries, millennia, or longer, and the fifth proposes AIDS as a chimera,
a creation of semantics — one that describes assorted diseases that have always
existed, but which have only recently been lumped together and given a new
name.

The first group of hypotheses — which embrace the idea that AIDS some-
how came ex caelo, from the skies — is, because of its innate fundamentalism,
both the easiest and the most difficult to confront logically.

Many religious groups in different parts of the world have ascribed AIDS
to an angry, interventionist god: one who has grown unhappy about recent
developments on earth, such as the spread of drug addiction, homosexuality,
and promiscuity, and who is teaching miscreants a well-needed lesson.? Such
hypotheses become still harder to sustain when applied to other groups such
as newborn children, hemophiliacs, recipients of blood transfusions, and the
monogamous wives of men with multiple partners — persons whom even the
disciples of blame and retribution would presumably find it hard to view as
deserving victims. Whatever, since such explanations of AIDS are based on faith
rather than scientific argument, | shall not discuss them further in this book.

Another oft-quoted theory of celestial origin is rather more scientific in
tone, and is commonly ascribed to the former British astronomer-royal, Sir
Fred Hoyle. He and his colleague Chandra Wickramasinghe have written three
books on the subject of the galactic origin of microorganisms,® and are said to
have argued that HIV could have arrived on earth in the form of viral debris, as
part of the tail of a comet. However, when | asked Sir Fred about this, his testy
fax reply read: “This is irresponsible journalism. | have never said Aids is a
space-incident and do not hold that view.” | later discovered that this hypothesis
apparently began with a 1986 Nature article that opened — snappily enough —
with the words “Sir Fred Hoyle may hold the view that the AIDS . . . virus is of
extra-terrestrial origin.”* Three years later, a feature in the British Medical
Journal went one stage further, claiming: “Sir Fred Hoyle believes HIV to be of
extra-terrestrial origin.”® The game is called Chinese Whispers, and gathers its
own natural momentum.

From the celestial to the unremittingly worldly. The next group of theories
treats AIDS as evidence of Man’s evil, as the result of manipulations by scien-
tists and generals in their laboratories of biological warfare.

One of the most beguiling examples appeared in 1989 in an American news-
paper, and proposed that the AIDS epidemic was in fact caused by “Virus Q,” a
secret weapon developed by German scientists during the last world war.®
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According to “Rudolph Kessler, an 80-year-old former German staff officer now
living in Brazil,” Virus Q was considered worthless by the scientists who devel-
oped it, since it took years to kill, and was spread only by blood or sexual con-
tact, but Adolf Hitler, who considered the Americans “a bunch of sex-crazed
degenerates” whose armies were “riddled with homosexuals,” thought other-
wise. A bomber laden with the virus was dispatched on a secret route toward
America but, unfortunately, was shot down over central Africa; we learn that
“Hitler was outraged, and doubly so when the Virus Q biological lab was
destroyed in a bombing raid the next day.” Nothing more was heard of Virus Q
until many years later, when the first reports of a new disease gradually emerged
from the African jungles.

Not all the conspiracy theories are quite so pleasingly transparent. The most
notorious of them proposed that American scientists (with, it was inferred, the
involvement of the U.S. Army, and perhaps the CIA) had developed HIV at Fort
Detrick, Maryland, as a weapon of germ warfare. This theory has received
extensive coverage since the mid-eighties and, for this reason, its convoluted
history deserves some attention.’

The story first appeared in October 1985 in a Soviet literary weekly,® and was
then picked up by the wire services. Much of the theory appeared to be based
on the ideas of John Seale, a British venereologist who, for more than a year, had
been arguing that AIDS was artificially created, and that it might be linked to
biowarfare programs.

An expanded version of the hypothesis appeared in September 1986, at a
conference of the Non-Aligned Movement held in Harare, Zimbabwe, where
copies of a fifty-four-page report entitled “AlDS, Its Nature and Origin,” by two
retired East German scientists, Jakob and Lilli Segal, were circulated among the
delegates.® The Segals proposed that HIV was in reality a genetically engineered
recombinant of the visna virus of sheep and the HTLV-1 discovered by Robert
Gallo, and that it had been developed as a germ warfare agent at Fort Detrick in
1977. They proposed that this “new germ” was tried out later that year on male
prisoners who had become practicing homosexuals during their incarceration
and that, upon their release, it spread to the gay community in New York.° The
story was widely publicized around the world throughout 1987, causing serious
damage to America’s reputation, particularly among Third World nations.

While all this was going on, right-wing American groups were simultaneously
broadcasting the claim that the Soviets were responsible for the AIDS epidemic.
The first example of the genre, entitled “AIDS and the Security of the Western
World,” comprised an interview with John Seale that appeared in the magazine
Executive Intelligence Review in October 1985. At one point in the interview, Seale
says: “Employing the AIDS virus, transmitted on a drug addict’s needle, is an infi-
nitely more cost-effective strategic weapon and far less destructive for the USSR
than using nuclear warheads or conventional forms of military might*!
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The “Soviet AIDS” conspiracy theory gained further ground in 1986 and
1987, largely as a result of the activities of two brothers from Los Angeles,
Theodore and Robert Strecker, a lawyer and a doctor, respectively. In March
1986 they composed an eleven-page paper entitled “This Is a Bio-Attack Alert,”
which claimed that they had “stumbled across a written order for the AIDS
virus and a written plan to inject disease during preventive vaccinations for
experimental purposes.”*? They further alleged that HIV had been deliberately
created from the combination of two animal retroviruses — visna virus and
bovine leukemia virus (BLV) — grown in human tissue culture.’® Like the
Segals, the Streckers believed that HIV was created at Fort Detrick, but they
claimed it was Soviet scientists who were responsible.**

The following year an article by a Strecker disciple, William Campbell
Douglass, enlarged upon the theory by claiming that HIV was genetically engi-
neered in 1974. Douglass asserted that the WHO and “Communist conspira-
tors” had first spread their new virus in Africa through the smallpox vaccination
program, and then done the same in America via contaminated oral polio vac-
cine and the hepatitis B vaccine given to homosexual men.*®

Many might feel that the claims of the Segals, the Streckers, and their sup-
porters are so patently absurd that they themselves smack of disinformation
campaigns. Others would simply argue that they do not merit serious attention.
Perhaps the best way to respond, however, is to cite examples of watertight
archival samples from before 1977 or 1974, when HIV was apparently “created”:
for example, the 1959 sample from Leopoldville or any of the three Norwegians
whose blood from 1971 and 1973 later tested HIV-positive.*® Furthermore, we
now know that visna, HTLV-1, and BLV are only distantly related to HIV, far too
distantly to have played a role in its origin (see chapter 11). The credibility of
such theories was dealt a further blow in 1992 when Yevgeni Primakov, the for-
mer head of the Soviet Union’s foreign intelligence service, publicly admitted
that “the KGB planted stories in the late 1980s which alleged that the HIV virus
was the result of a Pentagon experiment.”t’ Sadly, supporters of the Streckers
have continued to peddle their ill-informed and outdated versions of the myth,
blaming variously the Soviets, the CIA, the Germans, and the World Health
Organization well into the nineties.'

Even if we can therefore dismiss the Strecker/Segal theories of origin, we
cannot yet leave such conspiracy theories about the origin of AIDS altogether.
Although the term retrovirus did not come into use until 1970, tissue culture
techniques developed in the early fifties allowed countless simian viruses —
including foamy viruses and oncoviruses (both types of retrovirus) — to be
grown and studied in the laboratory. During the fifties and sixties, one of the
standard techniques used by military researchers to manipulate viruses was to
attempt to alter their pathogenicity and host range by passaging them through
different tissue cultures, different animals, or both. Is it possible that in the
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course of such research SIVs from African primates (unrecognized as such, of
course, at the time) were among the viruses manipulated, and that a new ver-
sion was discovered that was found to be an effective killer of humans? SIVs
were certainly present in U.S. primate labs by the early sixties, and perhaps even
earlier than that.®

Also during the fifties and sixties, the CIA and the Chemical Corps of the
U.S. Army were secretly testing a variety of drugs and chemical and biological
agents in many different American cities under the aegis of the MKULTRA pro-
gram.? If they were prepared to take such risks on home soil, is it not possible
that they mounted overseas trials as well?

There are certain historical facts (and a related rumor) that lend some sub-
stance to such a scenario. In September 1960 Dr. Sidney Gottlieb, the CIA sci-
entist who had headed MKULTRA since the early fifties, arrived in Leopoldville,
capital of the newly independent Democratic Republic of Congo, carrying a
biological weapon intended for the assassination of the country’s first head of
state, Patrice Lumumba. This weapon, variously described as a toxin, a poison,
and a lethal virus, “was supposed to produce a disease that was . . . indigenous
to that area [of Africa] and that could be fatal.” It seems most unlikely, however,
that the biological weapon could have been HIV, for even if the virus had been
accidentally discovered by 1960, it would have made a poor “lethal agent” in
comparison to virulent forms of smallpox, yellow fever, anthrax, or tularemia.
In any case, whatever the agent was, it was reportedly never used — for Gottlieb
and the CIA station chief in the Congo, Larry Devlin, each testified that they
personally dumped it into the river Congo.?

Nonetheless, there are rumors that a “secret military installation . . . involved
in CBW [chemical and biological warfare] research ... was installed in Zaire
[Congo] in the wake of [Gottlieb’s] visit.”?> This is not an absurd notion, for the
U.S. Army displayed an intense interest in agents of biological warfare that con-
tinued through the rest of the sixties. And intriguingly, in 1969 a U.S. Department
of Defense spokesman claimed that “Within the next 5 to 10 years, it would prob-
ably be possible to make a new infective microorganism which could differ in
certain important respects from any known disease-causing organism. Most
important of these is that it might be refractory to the immunological and thera-
peutic processes upon which we depend to maintain our relative freedom from
infectious disease.”?® Superficially at least, this sounds like a description of HIV.
Is it conceivable that this was one of the agents which the military scientists
were working to develop — or even one that they had already developed — by
accident or design?

The biological weapon hypothesis is so vague, and so unsupported by
historical evidence about the nature of the rumored lethal agents (or even the
location of the alleged base in the Congo), that it is difficult to counter.
Unless, that is, one wishes to cite the HIV-positive 1959 blood sample from
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Leopoldville, which predates Gottlieb’s Congo visit. If that is proven genuine,
then the theory is swiftly blown from the water.

Many of the theories of origin that attempt to address the perceived newness of
AIDS have seen the hand of Man as being involved, but not all believe that the
disease is a deliberate creation. Another whole group of theories propose AIDS
as a product of unfortunate human happenstance or — more often — Man'’s
blundering. Such theories have tended to move in and out of fashion just as
the perceived place of origin of the epidemic has shifted from one region to
another.

At the start of the eighties, when AIDS was called Gay-Related Immune
Deficiency (GRID) and was believed to be restricted to the homosexual com-
munity, one of the most widely circulated explanations for the epidemic, espe-
cially in gay circles, related to a vaccine against hepatitis B (“Heptavax-B”),
which had undergone trials among male homosexual cohorts in six U.S. cities
(New York, San Francisco, Los Angeles, Chicago, St. Louis, and Denver) in the
late seventies and early eighties.?* The vaccine had been prepared from the sera
of chronic hepatitis B carriers, including gay men, many of whom by corollary
would also have been at risk of HIV infection, so there was some real basis for
the fear that certain vaccine batches might have been contaminated with HIV,
which had somehow survived the inactivation process.?

However, once again, the timing is all wrong. The existence of HIV-positive
blood samples from different parts of the Congo dating from 1976, 1970, and
1959 clearly demonstrates that the Heptavax-B vaccine cannot have been
involved with the origins of HIV and AIDS. But is it possible that these early tri-
als could be connected to the start of the North American epidemic?

The first full-scale American trial of Heptavax-B involved over a thousand
gay New Yorkers (half of whom got the vaccine, and half a placebo), and ran
from November 1978 to October 1979. Clearly this cannot have infected the gay
New Yorker who was HIV-positive in September 1977. Similarly, the trial in San
Francisco began in April 1980, but gay men were testing positive in that city
from 1978 onward.

However, there is a small fly in the ointment, for the aforementioned were
all Phase 3 trials, designed to assess the efficacy of the vaccine. Prior to these
there were, between 1975 and 1977, Phase 1 trials (to assess safety) and Phase 2
trials (to measure antigenicity and the ability to produce antibodies) of early
versions of the vaccine. Some sixty-six of these first vaccinees were mentally
handicapped children from Willowbrook State School, but a further sixty-six
were defined merely as “antibody-positive subjects”— who may, of course,
have been gay men.?
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On the basis of timing alone, we therefore cannot completely dismiss the
possibility that one of these Phase 1 or Phase 2 vaccine lots was contaminated
with HIV.?” But what clues there are do not support the hypothesis. In New
York, only two of 826 gay vaccinees, and none of more than 1,100 “low-risk”
vaccinees (660 dialysis patients and 442 medical staff) had developed AIDS by
early 1983.8 Furthermore, in the mid-eighties an experimental lot of Heptavax-B
was apparently prepared from HIV-positive sera, and then subjected to inacti-
vation procedures identical to those for the original vaccine. The end product
was found to be free of viable HIV.?°

Nonetheless, it is regrettable that nobody — to my knowledge — has gone
back to test early samples of the vaccine (such as lots 559, 723, and 751, which
were used for the Phase 1 and 2 trials) to establish whether or not they were
contaminated with HIV-1. Given the controversy surrounding these trials,
especially in the U.S. gay community, such an initiative could have helped dis-
pel lingering fears that the vaccine might have played a role in the beginnings of
the U.S. AIDS epidemic.

Heptavax-B was not the only vaccine to fall under suspicion. In 1987 Herbert
Ratner, a family practitioner from Chicago, proposed that Jonas Salk’s inacti-
vated polio vaccine (IPV) had started the AIDS epidemic.® Between 1954 and
1960, several million doses of IPV were injected in the United States and else-
where, before it was discovered that a simian virus known as SV40, originating
from the macaque kidneys in which the vaccine had been prepared, had survived
the inactivation process.®* Dr. Ratner, who had always had profound reserva-
tions about the Salk vaccine, 