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Preface




Sexually transmitted diseases (STDs) have always infected soldiers in armies everywhere. The Australian Army, like those of its allies and those it opposed, has suffered epidemics of STDs. During the 20th century more than 125,000 Australian soldiers contracted venereal disease (VD), often while serving overseas.


Modern antibiotics have greatly alleviated the burden imposed by the STDs, but until the advent of penicillin in the mid-1940s, two of the most common and most wasteful of diseases afflicting the Army were gonorrhoea and syphilis. They are different diseases caused by wholly dissimilar bacterial organisms but were collectively known as ‘venereal disease’ or simply ‘VD’.


Despite antibiotics, both gonorrhoea and syphilis remain serious diseases. They are a major cause of infertility, but may nevertheless be acquired congenitally, in which case they are a cruel legacy from the parent to the child. Both are debilitating, disfiguring, embarrassing and potentially lethal diseases.


These two diseases caused major wastage among the troops of the Australian Army during the wars of the 20th century, especially World Wars I and II. World War I was fought before the advent of penicillin. The new drug became available during World War II, but because it remained scarce, it was not widely used in the Army’s VD hospitals. Without penicillin, gonorrhoea and syphilis were difficult to treat and to cure. Six-or-seven weeks’ hospitalisation was commonly required before a patient could be discharged as ‘VD-free’.


In most overseas deployments of the Australian Army during the 20th century, gonorrhoea and syphilis infections weakened the Army greatly, removing tens of thousands of its troops from service and thus reducing its operational capability.




VD was also an economic burden for the citizens of Australia. Their taxes paid for the troops replacing those hospitalised by VD and effectively lost to the Army for months on end. VD also placed great pressure on the Army’s healthcare services, because scarce resources had to be diverted into treating needlessly occurring VD cases.


VD was a disciplinary as well as a medical problem for the Army. Like the notorious ‘self-inflicted wound’, VD did not have to occur. Simple precautions in most cases could have prevented it. High VD infection rates greatly angered Army commanders because they knew VD was essentially self-inflicted and that it needlessly used overstretched medical resources that would otherwise have been available for treating and rehabilitating battle casualties and victims of other diseases.


This book tells the Australian Army’s VD story in detail. It is a courageous book because it deals sympathetically but objectively with a subject that remains taboo for most people other than the medical professionals who must manage the STDs.


The author’s scholarship is evident on every page. Dr Howie-Willis has tackled his difficult, confronting topic with characteristic thoroughness. His achievement in producing this book is remarkable because he has demonstrated how the STDs have impacted on Australian society. They have not only been medically and militarily important, but have had widespread psychological, sociological and political consequences as well.


By publishing this volume, Dr Howie-Willis has given the Australian public a book which is not only highly readable and informative but will remain an important reference work for decades to come. Sexually transmitted infections (by whatever term they will be designated in the future) will challenge commanders and policymakers in the future, as they have done in the past. New infections will emerge, as has Mycoplasma genitalium, or ‘MG’, in the first decades of the 21st century. That infection has already developed resistance to its first-line antibiotic treatment, azithromycin, and even with the current bestpractice ‘two-drug’ regimen (doxycycline and azithromycin), some 10 percent of patients remain infected and infectious.




I trust that the book’s audience is a wide one. It deserves that because it deals sensitively and fairly with a challenging topic with widespread societal ramifications, not least in Australia.



Emeritus Professor John Pearn


Emeritus, School of Medicine, University of Queensland


Senior Paediatrician


Queensland Children’s Hospital


South Brisbane


Queensland


Australia
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Introduction




The first question an author producing a book like this must answer is ‘Why?’ Why write a book about the history of sexually transmitted infections, particularly gonorrhoea and syphilis, when there are other, ‘nicer’ subjects to be written about?


I will start answering these questions by explaining what first sparked my interest. It was my sense of surprise when I found a snippet of information about an Australian ‘Digger’ while checking his Army service record file in the National Archives of Australia. I had known him well and admired him greatly because he was a kindly, wise, accomplished chap, someone who had risen to the top of his profession, was widely respected in the community and dearly loved by his friends and large extended family. I discovered from his file that he had spent five weeks in a military hospital being treated for gonorrhoea.


This came as a shock because the notion of my friend picking up ‘VD’ from a prostitute while serving overseas did not square with my perceptions of the honourable, respectable man I had known. Uncovering his secret got me thinking about how that episode might have impacted on his life. The more I thought about it, the more I realised how a gonorrhoea infection when he was 25 years old helped shape the rest of his long life.


Having decided that I needed to know more about the way gonorrhoea and other sexually transmitted diseases had affected the Army, as well as individual soldiers like my friend, I got the idea of writing a book about it. At that point, the questions began accumulating. My answers as they arose are indicated in the following paragraphs.




The topic had been much written about previously, mainly by the official medical-military historians of Australia’s involvement in World War I, World War II and the conflicts in South-East Asia between 1950 and 1972. No one, however, had attempted to cover it across the entire 20th century, bringing together what the official histories revealed and linking that to other published and unpublished materials.


The Australian Army History Unit had encouraged me when I first inquired about the suitability of a study such as this. The unit also provided funding through the Army History Research Grant scheme, and I was grateful for that support.


The research project that resulted in this book grew from my last book, An Unending War: The Australian Army's struggle against malaria 1885-2015, which taught me that, serious though malaria is, the sexually transmitted diseases (STDs) have afflicted the Army more frequently and on a greater scale than malaria has ever done. That fact needed explaining.


Militarily, STDs are an important topic because they are well known for having caused major troop wastage in the wars of the 20th century. For that reason they needed further investigation.


A historian should not shy away from a subject because others regard it as ‘unpleasant’. Many excellent histories would never have been written if their authors had self-censored because they feared their subject matter was distasteful. Nor should historians be deterred from tackling a topic because they fear what others might think of them for doing so.




The topic is a difficult one, demanding balance. The danger in writing about it is twofold. On the one hand, because it is both controversial and confronting, the temptation is to discuss it ‘clinically’, from a safely neutral medical standpoint as a medical textbook might. That, however, might result in a tedious tome that no one but sexual health specialists would wish to read. On the other hand, there is a countervailing danger that the subject could be sensationalised by dwelling on its scandalous and salacious aspects. A tabloid journalist tackling the subject might do that, without probing the reasons why STDs were such a problem for the Army during the 20th century. I believed I had the professional historiographical skills and perspective to deal with it comprehensively while maintaining a judicious balance between its medical, military and psychosociological aspects.


The topic also calls for sympathy and sensitivity. For many decades it was taboo — not one to be discussed in polite society. Yet for the people who suffered STDs and transmitted their diseases to others, gonorrhoea, syphilis and the other STDs were often humiliating, disfiguring, uncomfortable and dangerous to treat.


Early in my research various pessimists warned me that I would never be allowed to see the critical records. The Australian Defence Force (ADF) was so protective of its reputation, they averred, I would not be allowed to see the key documents I must consult. I was told apocryphal tales of how the ADF had blocked access to all the relevant records in archival collections such as those maintained by the Australian War Memorial and the National Archives of Australia. That soon proved to be a calumny against the ADF because I was permitted to see whatever files I wanted as soon as I requested them. There was no prohibition on STD research in any of the national archival repositories.


A continuing difficulty as I researched and wrote the book was the thought that it might bring Australian soldiers into disrepute. Although I have never been a soldier, I admire the Army for the integrative function it has always served in Australian society. Through grants and subsidies, the Army had sponsored the research and publication of my previous three books, as it was doing with this present book, and I did not wish to be seen as ungrateful.


The Army tackled its STD problems diligently and earnestly through successive military campaigns. Its commanders tried everything possible to control and reduce the incidence of STDs among their troops. Time and again, the Army had demonstrated itself to be a responsible corporate citizen by doing everything in its power to manage its soldiers’ STDs and minimise the damage these were causing.




Late in my writing of the book, I came across a counter-historical argument presented by an American journalist, David Rieff, who had reported on many wars of the late 20th century. Rieff’s experience prompted him to write about the uses of history in his book In Praise of Forgetting: Historical Memory and Its Ironies (Yale University Press, 2016). There are virtues in forgetting the past, Rieff argues, and dangers in continually retrieving it, as military history habitually does. Many books of military history serve to dredge up toxic memories’ that fuel ‘atavistic hatreds’, thus generating further bloodshed. Moreover, ‘national remembrances are almost always political, sometimes imposed by victorious armies, at other times drummed up by manipulative politicians seeking to fabricate an epic past to legitimize their present-day intentions’i


Rieff’s line of argument caused me to wonder whether any good could come from writing in detail about a century of the Army’s experience with STDs. The story is not an edifying one and it has no heroes. Does anyone need to know about it? Why persist with it instead of allowing it to fade from memory?


I decided I disagreed with Rieff because people will continue discussing this book’s subject matter. Historians will keep on alluding to it. Some writers will distort it by seeking to sensationalise it. Moreover, the Australian people have a right to know what their Army’s health problems have been and how they have been managed. Amid this discourse, I decided that a book like this could serve useful purposes.







i     Gary J. Bass, ‘In Praise of Forgetting’, review of David Rieff, In Praise of Forgetting: Historical Memory and Its Ironies, in New York Times 10 June 2016.






CHAPTER 1










Sexually Transmitted Diseases: An overview






Sexually transmitted diseases (STDs) marched in lock step with the Australian Army in most, if not all, its overseas campaigns during the 20th century. Two particular STDs — gonorrhoea and syphilis — caused enormous loss of personnel, especially during overseas deployments. These bacterial infections, spread most commonly through sexual intercourse, were the Army’s unwelcome companions in all the wars in which it participated after its formation in 1901. Enteric diseases and malaria have also plagued the Army periodically, but gonorrhoea and syphilis caused vastly more troop wastage than either of these.


1. Semantics of 'sexually transmitted disease'


‘Sexually transmitted disease’ (STD) is a term that came into popularity among medical professionals during the mid-1970s. It replaced a previous expression, the much older collective term ‘venereal disease’ (VD), used by many previous generations. ‘VD’ was part of common parlance in all English-speaking societies until the wish for a less values-laden phrase led to the adoption of ‘sexually transmitted disease’, which was itself replaced by ‘sexually transmitted infection’ (STI) in the early 21st century.1


Both STI and STD are euphemisms for what are often distressing, debilitating and embarrassing diseases that can be passed on to the innocent partners and children of sufferers. Such diseases may leave psychological as well as physical scarring. The adoption of STD and  then STI in preference to VD represented a wish among medical professionals to use a more neutral, less morally and emotionally loaded expression. Also, historically ‘VD’ referred predominantly to syphilis and gonorrhoea, whereas ‘STI’ includes conditions such chlamydia and HIV-AIDS. This book will use all such terms and their acronyms, endeavouring where possible to match the terminology to the period under discussion.




Similar semantic changes have occurred in the terms used for medical practitioners specialising in STIs. Until the mid-1970s such specialists were known as ‘venereologists’ and their specialisation as ‘venereology’. After that, they became known as ‘sexual health physicians’ and their field of expertise as ‘sexual health’.2


2. What are sexually transmitted diseases?


STDs are many and varied. The organisms causing them include bacteria (as in chlamydia, gonorrhoea and syphilis), viruses (genital herpes, genital warts and HIV-AIDS), protozoa (such as the vaginal infection trichomoniasis), yeasts (genital candidiasis), insects (genital lice) and mites (scabies). Common to all is their mode of transmission, which is mostly through sexual intercourse.


Many STDs are better known by their colloquial rather than scientific names. Thus gonorrhoea, caused by the bacterium Neisseria gonorrhoeae, has been called ‘the clap’ in English since the 16th century. The slang term is from Old French clapoir, a venereal sore, often acquired in a clapier or brothel. Syphilis is universally known as ‘the pox’, the plural of Old English poc, a pustule characteristically appearing after infection by the spirochaete bacterium Treponema pallidum. Genital pediculosis, an infestation of pubic lice, Phthirus pubis, is known as ‘the crabs’ although the culprit is an insect.3 Colloquial terms are similarly used for most of the other STDs.


3. Gonorrhoea


Gonorrhoea is caused by the gonococcus (plural ‘gonococci’), a motile diplococcal (coffee-bean shaped) bacterium of the species Neisseria gonorrhoeae (Figure 1.1). Gonococci are most commonly transmitted from one partner to another during coitus. Infection sites are typically the areas of sexual contact — the soft, moist membranes of the penis, vagina, anus, rectum, throat and eyes. The gonococci move through bodily fluids by twitching their pili (hair-like appendages) and attach themselves to tissue which they then infect.4




Babies born to infected mothers may also contract gonorrhoea, often around the eyes, after becoming infected during vaginal childbirth. If untreated, they may suffer gonococcal conjunctivitis, an infection of the conjunctiva or mucous membrane covering the front of the eye and lining the inside of the eyelids. Adults may also contract gonococcal conjunctivitis, usually after being touched around the eyes by an infected partner.5


[image: #image]


Figure 1.1: A medical illustration of drug-resistant Neisseria gonorrhoeae, the gonococcus causing gonorrhoea. It occurs as a diplococcus, a round bacterium comprising two joined cells. The gonococcus has pili or hair-like appendages enabling it to attach itself to proteins in bodily fluids, which help move it to sites it will infect (Medical illustrator: Alissa Eckert, CDC/Antibiotic Resistance Coordination and Strategy Unit, Public Health Image Library 23244).




In both men and women gonorrhoeal infection commonly spreads along the genital and urinary tracts. In men, the gonococci cause acute urethritis (infection and inflammation of the urethra), usually producing a discharge of pus from the urethra and a scalding sensation when urinating. A common sign of gonorrhoeal infection is the presence of many pus cells and gonococci when the urine is examined microscopically. Such symptoms occur two to ten days after infection. The infection may, however, be asymptomatic, occurring without such symptoms. In that case the presence of the gonococci must be determined by culturing a specimen taken from the urethra. In men the infection may spread along the genital tract, to the prostate gland, epididymides (tubes storing sperm made in the testicles) and the testicles as well (Figure 1.2).6


[image: #image]


Figure 1.2: Male genitalia. (Gavin Hart, Sexually Transmitted Diseases, 1984, p. 4. Copyright 1984 by Carolina Biological Supply Company. Reprinted with permission.)


In women the infection often occurs around the cervix, the neck of the uterus opening into the vagina (Figure 1.3). It may spread into the fallopian tubes connecting the ovaries to the uterus. Infection and inflammation of the fallopian tubes is known as salpingitis, which may lead to partial or complete blockage of the tubes. That in turn can cause infertility. Blocked fallopian tubes can also result in ectopic or tubal pregnancy, in which the foetus develops in the tube rather than the uterus. Such a pregnancy is potentially fatal for the mother. Gonococcal infection of the fallopian tubes usually becomes apparent after the first menstrual period following the initial infection. The victim often experiences abdominal pain, which a medical practitioner may misdiagnose unless gonorrhoea is suspected. If untreated, gonorrhoea may become a chronic condition, resulting in chronic pelvic inflammatory disease.7
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Figure 1.3: Female genitalia. (Gavin Hart, Sexually Transmitted Diseases, 1984, p. 4. Copyright 1984 by Carolina Biological Supply Company. Reprinted with permission.)


In a small proportion of victims the gonococci may enter the bloodstream, spreading throughout the body, initially producing fevers and chills. Later the infection becomes localised, producing small pustules on the skin and arthritic inflammation of the joints. The fingers and hands are the most commonly affected regions (Figure 1.4).8


In the present era, uncomplicated gonorrhoea has often been treated effectively with a single large-dose injection of penicillin or its derivatives such as amoxycillin or ampicillin. An alternative is a single course of the same antibiotics taken orally, in which case the drug probenecid® is often also administered to increase the blood concentration of penicillin. A longer regimen of drug treatment and perhaps hospitalisation may be necessary if the infection has spread.9


A major difficulty with such treatments is the emergence of penicillin-resistant strains of gonococci. After its introduction in the mid-1940s, penicillin revolutionised the management of gonorrhoea, greatly shortening the period of treatment and making it much more comfortable for the patient and medical practitioner alike. Within 20 years, however, medical researchers were reporting cases where Neisseria gonorrhoeae had proved penicillin resistant. For example, in 1968 the Medical Journal of Australia (MJA) noted that in Vietnam an ‘incurable’ form of gonorrhoea had seemingly emerged among Australian troops.10
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Figure 1.4: A cutaneous gonococcal lesion due to a disseminated Neisseria gonorrhoeae bacterial infection (Public Health Image Library, CDC/Dr Wiesner).


Experience has meanwhile proved that such strains develop and spread rapidly. Consequently, and as with other infectious diseases, drug resistance among gonococci obliges pharmacologists to continually develop new antibiotics targeting Neisseria gonorrhoeae. The Atlanta-based US Centers for Disease Control and Prevention currently sets an informal ‘world standard’ for treatment. They recommend ‘combination therapy’ using two antibiotics with different mechanisms for combating the gonococci, for example cephalosporin combined with azithromycin.11




Before the advent of penicillin, the treatment of gonorrhoea had been a protracted, messy, painful and embarrassing process without guarantee of a cure. The ‘cure’, if such it was, often proved worse than the disease itself. Some idea of what it was like can be gleaned from the description by Arthur Graham Butler, a senior Army medical officer and the official medical historian of Australia in World War I. He described the procedure used with gonococcally-infected soldiers thus:


System of ‘Abortive’ Treatment, i.e. treatment when definite signs of disease are present, for Gonorrhoea


Three methods are in use: (a) Sealing up. (b) Massage, (c) Plugging.


For all three a silver salt (the best being Argyrol), and a Glycerine of B. Naphthol (Benetol) are used as anterior injections, whilst Pot. Permang. is used as a posterior irrigation. The guiding principle is to use as much weak strengths as possible, and as few applications as possible consistent with efficiency. Each case is judged alone according to the degree of tenderness present and the irritation produced. The strengths used are: silver salt, about 5 per cent, Benetol about 1/60 to 1/150, and Pot. Permang. 1/8,000. The microscope controls diagnosis and cure.12


Butler did not elaborate on what the procedure for ‘abortive’ treatment entailed, but it was roughly as described in a 1919 urological textbook by a contemporary American urologist, Victor Cox Pedersen (1867 -1958).13 The routine was as follows:


1. After the patient had emptied his bladder, the urethra was ‘irrigated’. That is, ‘Argyrol’ (an antiseptic derived from silver nitrate) was injected by a syringe along a catheter inserted into the anterior urethra, the section of the urinary tract passing through the penis. Argyrol was widely used to control infection in organs lined with mucous membrane. [Figure 1.5 shows an image of a contemporary syringe and catheter kit.]




2. In addition, a mixture of glycerol and b (beta)-napthol, commercially available as ‘Benetol’, was also injected into the anterior urethra. Glycerol is a viscous liquid used pharmaceutically to improve the smoothness and lubricating quality of fluids, b-napthol, also called hydroxynaphthalene, is a moderately toxic compound and a homologue (chemically similar) of phenol or carbolic acid, a corrosive antiseptic.


3. These injections of powerful antiseptics were given twice daily for the first four days of treatment and then daily for the following six days.


4. To retain the antiseptic fluids within the urinary tract, collodion was applied to seal off the urethra. Collodion is a flammable, syrupy solution mainly used in wet-plate photography and in the manufacture of plastics, but when applied to the skin it dries quickly to form a flexible, sealant film.


5. While the antiseptic fluids were being held within the urethra, the penis would be massaged, that is, manually manipulated to ensure that the fluids were being forced along the urethra and distributed along its entire lining.


6. The antiseptic fluids were retained in the urethra for six hours before the collodion seal was dissolved with acetone, allowing the fluids to be drained into a basin.


7. The patient assisted the medical practitioner, nurse or medical orderly conducting the irrigation process by holding the basin, which caught spillage and received the drained fluids.


8.  If the patient’s urethra became irritated by the antiseptics, weaker solutions of the fluids were used.


9. A similar procedure was followed if the infection was deemed to be in the posterior urethra — the section of the tract passing through the prostate gland into the bladder. For posterior urethral irrigation,

 a solution of potassium permanganate was used. This compound is an antiseptic commonly (and almost always ineffectually) used as both a disinfectant in handwashes and to clear away fungal skin infections.


10. Swabs were periodically taken from the urethra and then examined under a microscope. That would indicate whether gonococci were still present. If they were, the treatment would continue until there were no further signs of gonococcal infection. A general indicator of the absence of gonococci was clear urine without traces of pus.


11. Should the symptoms of infection recur after the treatment had ended, for example if a discharge of pus from the penis reappeared or if pus could be detected in the urine, the patient was readmitted to hospital and the procedure began again. Repeated hospitalisation might be necessary in some cases.14
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Figure 1.5: Metal syringe, with curved metal urethral catheter, used for irrigating the urethra with antiseptic compounds (Wellcome Collection, L0008780, CC BY).


The foregoing treatment regimen was so unpleasant that many soldiers (and civilians) tried to conceal their infection. Of the estimated 38,790 Australian soldiers treated for gonorrhoea on the Western Front 1916-1919, we can be confident that many tried to hide their symptoms from their comrades, superiors and medical officers. As the Army’s best-known venereologist, Lieutenant Colonel George Raffan, pointed out, the result was that ‘when the infection was ultimately discovered or confessed, the golden opportunity of effecting a speedy cure has been lost, and the disease has become chronic’.15




The complications of chronic gonorrhoea in males include urethral stricture. Treatment requires the serial insertion up the penis of progressively larger urethral sounds or expanders. Many a regimental medical officer (RMO) used his obligatory lecture on the avoidance of STDs to dramatic effect. At the end of his lecture to the troops of his battalion the RMO would produce the largest of his expanders with a flourish. It consisted of a long, curved metal probe with a blunt rounded point and a diameter of one centimetre. A long silence inevitably followed its display as each of the seated soldiers contemplated the torture of penile dilation.16


Concealment of symptoms was one reason why governments and military authorities introduced regulations making gonorrhoea and syphilis notifiable diseases, obliging medical practitioners to report them to government authorities. Most Australian states had enacted legislation to control these two major venereal diseases by the end of World War I.


The first Australian book on VD, Venereal Disease in Australia, published in 1919, summarised the three principles on which such legislation was based.17 The author, Dr J.H.L. Cumpston, the Director of the Australian Quarantine Service, enumerated these as follows:


1. That the treatment of venereal disease shall be carried out by qualified medical practitioners only, and that treatment by chemists, quacks, herbalists, or other unqualified persons shall be an offence.


2. That every person who is suffering from venereal disease shall be obliged to obtain immediate treatment, and shall also continue under treatment until he [Cumpston’s language suggested that only males suffered VD] has received a certificate of cure.




3. That each person suffering from venereal disease shall upon his [sic] first consulting a doctor receive a warning notice in the prescribed form, setting out the dangers associated with these diseases.18


These three principles ensured that the management of VD would be scientifically based. They were also coercive but would help educate patients.


4. Syphilis


Whereas gonococci cause gonorrhoea, syphilis results from infection by Treponema pallidum, a very small organism, a spirochaete, commonly transmitted during sexual intercourse. Like gonorrhoea, it can be passed from a mother to an unborn baby, in which case it is called congenital syphilis.19
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Figure 1.6: This digitially colourised photomicrograph depicts a blood sample extracted from a syphilis patient. Note the corkscrew-shaped Treponema pallidum bacterial spirochaete (CDC/Susan Lindsley, Public Health Image Library 1248).


Syphilis has claimed many famous victims. Those thought to have died from the disease include the composer Franz Schubert (1797-1828), the US gangster Al Capone (1899-1947) and Vladimir Lenin (1870-1924), founder of the Soviet empire. Others thought to have suffered from syphilis include the writer Leo Tolstoy (1828-1910), the artist Paul Gaugin (1848-1903), the US president Abraham Lincoln (1809-1865) and the dictator Adolf Hitler (1889-1945).20




The origins of syphilis have been much debated. One hypothesis is that the disease was brought to Europe by Christopher Columbus’s sailors returning from their voyages to the Caribbean islands during the 1490s. Another theory is that syphilis was ‘pre-Columbian’ — already active in Europe but not yet recognised as such. Tertiary syphilis is said to have been described by the ancient Greek physician, Hippocrates. Skeletal remains showing evidence of the degenerative change associated with tertiary syphilis have been found among the ruins of Pompeii; similarly, 14th century skeletons showing symptoms of congenital syphilis were discovered in Austria in 2015. The first known outbreak of syphilis in Europe occurred among French troops besieging Naples in 1495.21


Syphilis and gonorrhoea together have been much written about in Australia. The MJA has published many hundreds of editorials, original articles, case reports, book reviews and letters about the two diseases since its first edition in 1914. Few of the MJA’s twice-monthly editions are published without some reference to syphilis, gonorrhoea or the various other STDs.22 Syphilis in particular seems to have fascinated the Australian medical profession. One military medical officer, John Frith, expressed a view probably common among many colleagues when he observed:


From the beginning, syphilis was greatly feared by society — because of the repulsiveness of its symptoms, the pain and disfigurement that was endured, the severe after effects of the mercury treatment [once used to control it], but most of all because it was transmitted and spread by an inescapable facet of human behaviour, sexual intercourse.23


Syphilis acquired through coition passes through a series of phases that may extend across decades. The first of these is an incubation period lasting an average of about three weeks, during which no symptoms are apparent. The second phase, known as primary stage syphilis, is when the first symptom appears — often a chancre or hard, usually painless ulcer at the infection site. If untreated the chancre disappears within about four weeks. Symptoms of secondary stage syphilis subsequently appear, from two to four months after infection. The most common symptom is a rash of red, flat lesions covering the whole body, often including the palms of the hands and soles of the feet, as the spirochaetes multiply and spread via the blood to the skin, liver, joints, lymph nodes, muscles, the brain, bones, and mucous membranes of the mouth and throat. The rash heals within several weeks and the disease will enter a dormant phase that may last for many years. During the latent phase, the spirochaetes remain inactive in the lymph nodes and spleen.24




Tertiary stage syphilis may appear in 30 to 40 per cent of untreated individuals, in whom the spirochaetes reactivate, multiply and spread throughout the body. As they do, they irreversibly damage the parts of the body they attack, including the heart, eyes, brain, nervous system, bones and joints. Tumours may develop on skin, bone, testicles and other tissues; cardiovascular symptoms such as aortic aneurysm and aortic valve insufficiency may develop; degenerative central nervous system disease can produce dementia, tremors, loss of muscle coordination, paralysis, and blindness.25 The end result is a condition known as ‘general paralysis of the insane’. Damage to the brain and spinal cord is called neurosyphilis, while the damage to the heart and blood vessels is known as cardiovascular syphilis. Deaths from syphilis typically occur during the tertiary stage because of the heavy impact of the disease on the central nervous and cardiovascular systems.26


The extended period over which tertiary syphilis may develop is evident in an anecdote of Dr M. Geoffrey Miller, a physician and naval historian in Mosman, Sydney. ‘I recall treating an aged lady in 1986 who had developed a manifestation of tertiary syphilis,’ he wrote. ‘Her primary infection in 1919, of which she was unaware, was from her husband who had returned to Australia from the Western Front [after military service].’27




The treatment of primary, secondary, congenital and early latent syphilis is through a single intramuscular injection of a long-lasting penicillin that remains active in the bloodstream for up to three weeks. Some sexual health physicians prefer to administer daily injections of penicillin throughout this period. People allergic to penicillin are given other antibiotics. Tertiary syphilis requires longer-term treatment, with regular blood tests for at least a year to determine if the spirochaetes have been eliminated. Although such treatment will eradicate the spirochaetes, it cannot restore damaged tissue.28
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Figure 1.7: Viewed from behind, this patient’s torso and upper extremities exhibited a widespread papulosquamous rash, which proved to be a case of secondary syphilis caused by the bacterial spirochaete Treponema pallidum (CDC/Dr Gavin Hart, Public Health Image Library 17838).




The pre-antibiotic treatment of syphilis was a long, unpleasant ordeal for the patient, without certainty of a cure. It was explained by Captain Robert J. Silverton, an Australian Army Medical Corps (AAMC) officer serving with the 2nd Australian Stationary Hospital (2 ASH), a unit specialising in treating VD cases among Australian and New Zealand troops in Egypt and Palestine 1915-1918.29 Silverton described the 10 steps of the treatment regimen as follows:


1. During the primary stage, if syphilis was suspected the Wassermann blood test was administered. This was a blood test aimed at detecting diagnostic antibodies. A difficulty with the test was that it could yield ‘false negatives’, that is, the spirochaetes might still be present without the test indicating this. Further, the test could give positive results for diseases other than syphilis including malaria and tuberculosis, which confused the situation in relation to syphilis.


2.  Chancres were treated with antiseptics in the field. In hospitals, saline dressings — gauze soaked in a saline solution — were applied.


3. Swabs of the chancres were taken for microscopic examination for proof of the presence of Treponema pallidum.


4. Once the spirochaetes were shown to be present, a course of treatment began, using an arsenic-based drug administered by intramuscular injection. A number of arsenic-compound preparations were used, including salvarsan (also known as arsphenamine and ‘Compound 606’), neosalvarsan, galyl, arsenobenzol and kharsivan, in doses of between 0.2 and 0.5 grams twice weekly for two weeks. Salvarsan had first been synthesised in 1907 and by 1909 was known to kill Treponema pallidum. An organoarsenic compound, it was the first modern chemotherapeutic agent. Salvarsan was difficult to prepare and tended to cause liver damage, so by 1912 a less toxic and more readily managed derivative, neosalvarsan, was also being used. Captain Silverton wrote that he preferred using galyl, which was generally less toxic.




5. After an interval of three weeks, two more doses were given in the next week, making a total of six injections over a six-week course of treatment. All these drugs were toxic and so dosages were calculated to take account of the patient’s weight and physical condition, and the record of patient tolerance of the drugs.


6. During the six weeks when the arsenic compound injections were being administered, the patient also received a weekly injection of between 0.3 and 0.6 cubic centimetres of ‘grey oil’ — an oil-based mixture containing calomel (mercuric chloride). Mercury had been used in treating syphilis for centuries and the risks of mercury poisoning were well known. Side effects included severe mouth ulcers, the loss of teeth and kidney failure. In previous centuries the mercury treatment often continued for years, giving rise to the wry quip, ‘A day with Bacchus, a night with Venus and a lifetime with Mercury’.30


7. At the end of the six-week course of treatment, a further Wassermann test was administered. If it returned a negative result and no symptoms of syphilis were present, the patient was discharged.


8. The treatment for secondary stage syphilis was essentially the same as for the six-week treatment of primary stage syphilis. If, however, the case was deemed to be late secondary stage syphilis, iodides were administered as well. After each meal the patient drank a concoction of potassium iodide, aromatic spirits of ammonia (a solution of ammonium hydroxide, mixed with water, alcohol and the essential oils of lemon, nutmeg and lavender) and chloroform water (a solution of the anaesthetic chloroform, a colourless sweet-smelling liquid), all mixed with half a pint (0.284 litre) of water. The amount of iodide was gradually increased from five to 30 or more grains three times a day, that is, from 0.3 gram to 2.0 grams. The risk of treatment with iodides was the development of iodism — iodine poisoning, inducing a series of adverse reactions including diarrhoea, vomiting and convulsions.




9. At the end of the treatment period the Wasserman test was administered, and if this still returned a positive result the patient was detained for a further fortnight to receive one salvarsan and two grey-oil injections.


10. In treating tertiary stage syphilis, a similar regimen was followed as for the two earlier stages, but for eight weeks rather than six. The only difference was that the treatment with iodides continued from the outset, with the strength of the dose increased progressively. If iodism appeared, the strength of the dose was reduced.31


The procedure outlined above was fraught with serious risk for the patient. Unless carefully managed, the drugs injected into and ingested by the patient could poison him, causing permanent disability. Militarily, the cost in lost manpower was huge. With six to eight weeks required for each course of treatment the 10,674 Australian soldiers treated for syphilis on the Western Front 1916-1919 spent a total of at least 64,000 weeks or some 1230 ‘man-years’ in hospital.


5. Trends in gonorrhoea and syphilis infections in Australia 


Until the widespread introduction of penicillin near the end of World War II, the incidence of both gonorrhoea and syphilis in Australia was relatively high. After that, the rates of infection of both diseases declined steadily. Australia-wide infection statistics are unavailable before 1961, however the contemporary medical literature indicates high rates of infection.32


The impact of penicillin can be seen in the mortality rate for syphilis, always the more lethal disease. The number of deaths from syphilis fell dramatically from 522 in 1940 (a rate of 73.7 deaths per million of population) to 76 (7.3 per million) in I960. This was a sevenfold reduction in number of deaths and a tenfold decline in the rate. By 1973 there were 18 deaths and a negligible mortality rate of 1.3 per million.33 The decline is shown by the graph in Figure 1.8. From the early 1960s, however, the incidence of both syphilis and gonorrhoea in the Australian population rose steadily.
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Figure 1.8: Reduction of deaths from syphilis in Australia 1940-1973 (‘Causes of death’, Year Book Australia, Australian Bureau of Statistics, Canberra, 1974).


The number of cases of gonorrhoea Australia-wide peaked at 12,352 in 1978 while the number of syphilis cases peaked at 3594 in 1986. The incidence of both diseases fell away after that but then began climbing again from 1990. Gonorrhoea cases rose from 1919 in 1990 to 9971 in 2010. Syphilis cases, not as volatile, tended to plateau but rose from a ‘new’ low of 1125 in 2001 to a new high of 3245 in 2008.34 The graph in Figure 1.9 indicates the changing epidemiology of both diseases.


Epidemiologists and sexual health physicians debated the reasons for these trends. The emergence of antibiotic-resistant strains of the bacteria responsible for gonorrhoea and syphilis was one factor. Changing societal mores was another. Generations grown blasé about the risks of casual sex and less heeding of social and religious sanctions against promiscuity were probably uninterested in knowing what stigma had blighted the lives of gonorrhoea and syphilis sufferers in earlier generations.35 It is also possible that the later generations were unaware of the earlier incidence of STIs and the stigma they caused. Most likely the stigma continues, with the result that people feel uncomfortable talking about STIs. If so, one effect of that could be wide misperceptions and misinformation about STIs among the population.
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Figure 1.9: Australian trends in the incidence of gonorrhoea and syphilis, 1961—2010 (‘Notifiable diseases’, Year Book Australia, Australian Bureau of Statistics, Canberra, 2011).


6. Chancroid


Chancroid is an STD producing painful ulcerated genital lesions, often accompanied by enlargement of the lymph nodes. Also called ‘soft chancre’, it was thought to be a symptom of syphilis until the mid-19th century. In 1899 its cause was shown to be Haemophilus ducreyi, a bacterium of the coccobacillus group. If untreated, the lesions become chronic ulcers on the penis and in the groin, or on either the penis or in the groin area.36


Uncommon in developed nations, chancroid is a disease usually afflicting the poor. At one time it was most common in East Asian nations, however many Westerners subsequently diagnosed with chancroid visited regions in which the disease is common. Outbreaks in developed nations have occurred in association with crack cocaine use and prostitution in poor urban areas. Chancroid is also a risk factor in contracting HIV because regions of the world in which chancroid is most prevalent are also those with the highest HIV infection rates. Young promiscuous men are the most at risk; women at most comprise 10 percent of the sufferers.37
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Figure 1.10: This photomicrograph revealed the presence of Haemophilus ducreyi bacteria which had formed observable strands of streptobacilli. H. ducreyi causes chancroid, a highly contagious sexually transmitted disease that begins with the formation of painful open sores on the genitals (CDC, Public Health Image Library 15211).


The incubation period for chancroid is short, averaging four to five days after infection. The first symptom is usually a papule or pimple-like eruption surrounded by a rash, usually occurring on the penis in men and the vulva in women. The papule soon transforms into a ragged-edged ulcer, several of which may develop. The ulcers bleed readily. In about half the cases, chancroidal buboes (swollen lymph nodes) develop in the groin.38


Diagnosis is confirmed by culturing serum taken from the chancroid or the buboes. The serum is then cultured and examined microscopically for evidence of Haemophilus ducreyi.39


Treatment is initially the draining and dressing of the lesions. When the diagnosis is confirmed, various antibiotics are administered. Some sexual health physicians prefer oral doses of sulfisoxazole at the rate of one gram every six hours for 10 to 14 days. Because of the emergence of drug-resistant strains of the bacillus, a combination of other antibiotics is commonly used.40




Before the adoption of penicillin-based therapies the treatment for chancroid (like that for gonorrhoea and syphilis) was prolonged, messy, embarrassing and painful, but it was usually effective. Captain Ronald J. Silverton described the method at 2 ASH as proceeding through these steps:


1. The chancroid ulcer was initially washed with a saline solution and dressed with sterile gauze.


2. The ulcer was subsequently rubbed with ‘Black Wash’ (an escharotic — a caustic substance, comprising a mixture of calomel and limewater used to remove dead tissue). The Black Wash was applied with a tuft of wool mounted on a thin metal rod.


3. The patient then exposed his penis to direct sunlight for half an hour, after which iodoform powder (an antiseptic organoiodine compound) was rubbed into the ulcer and then another sterile gauze dressing was applied.


4. Depending on the extent to which granulation (healing of the ulcerated tissue) was occurring, the ulcer might be cauterised with copper sulphate, carbolic acid or a 50 per cent zinc chloride solution a couple of times weekly until it showed ‘a healthy granulating surface’.


5. After the healing stage had been reached, ‘Red Ointment’ was applied to hasten the healing process. (Silverton did not describe this ointment but it was probably ‘unguentum rubrum’, a cream used to dry out scabs.)


6. Where there was evidence of swelling in the lymph glands, the patient was confined to bed and treated with an injection of calomel (mercuric chloride), as in the treatment for syphilis. The skin over the buboes was inuncted, that is, rubbed with an ointment, for 20 minutes twice a day. The ointment was Scott’s Dressing, a preparation containing camphorated mercury. An ice pack was applied during the whole of the day and bandaged in place at night. In addition, 30 minims (1.85 millilitres) of ‘Fibro

  Lysin’ (a substance causing bacterial cell membrane to disintegrate) were injected near the swelling every three days.


7.  Most buboes disappeared after this treatment. If the swelling continued, the buboes were curetted — incised under general anaesthesia and the infected tissue scraped out with a surgical spoon. The resulting cavity was then packed with iodoform gauze (thin strips of gauze impregnated with iodoform), which was left in place for between one and two days. After that, the wound was cleaned with Eusol (an antiseptic solution of chlorinated lime and boric acid) and packed again with iodoform gauze. (During the 1980s, Eusol was found to impair blood flow through the capillaries, and so its use was discontinued. While it probably killed the Haemophilus ducreyi bacteria, it would have impeded the healing process.)


8. After three to four days of such treatment the wound was electrically cauterised through a procedure called ‘Zinc Ionisation’. This was carried out after a local anaesthetic using cocaine. The anaesthetic involved applying a four per cent cocaine hydrochloride solution to every part of the cavity with a swab of wool. An aluminium or platinum electrode was then fitted into the cavity and connected to a battery delivering three milliamperes of current per square centimetre of the cavity. The current was allowed to flow for 10 minutes. If necessary, for example if pus continued oozing from the wound, the cauterisation procedure was repeated once or twice.


9. After that, the cauterised wound was dressed in a ‘soothing starch poultice’ three times daily for two days. The treatment with Eusol and iodoform gauze then resumed. To hasten healing, dressings with a substance that Captain Silverton called ‘Loteic rubra’ were also applied and subsequently ‘unguentum rubrum’ as well.41


Few of the steps outlined by Captain Silverton could be described as ‘soothingly therapeutic’. Like the contemporary treatments for gonorrhoea and syphilis, there was an inference that the pain and indignity of treatment were the just desserts of soldiers who had contracted VD.




The reader might be curious about how many patients might have been frightened away from sexual intercourse for the rest of their lives through the pre-penicillin therapies for VD. What proportion of patients might have fallen into that category is unknown. Such treatments, however, seem likely to have left emotional and mental as well as physical scars.


7. Non-specific urethritis and chlamydia


Urethritis, inflammation of the urethra, has many causes. Among them are the STDs chlamydia and gonorrhoea. Various other organisms may also cause the condition, however, and need not necessarily be transmitted sexually. In the pre-penicillin era, such infections were collectively known as ‘non-specific urethritis’ (NSU), ‘non-specific’ meaning that the agent causing the inflammation was unknown.42 The mysterious nature of NSU gave rise to a wry adage among Army medical officers. Wary of embarrassing superiors, they used to say that: ‘Junior officers and other ranks get venereal diseases; senior officers contract non-specific urethritis’.43
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Figure 1.11: A photomicrograph of Chlamydia trachomatis taken from a urethral scrape. Note the presence of a cluster of spore-like C. trachomatis elementary bodies located intracellularly inside one of the larger epithelial cells (CDC/Dr Wiesner, Dr Kaufman, Public Health Image Library 2295).




Sexual health physicians regard NSU as ‘a fairly mild disease’. Seeing it as a ‘urinary tract infection’, they usually prescribe a course of antibiotics, often the same drugs used to manage chlamydia.44


Chlamydia is caused by the Chlamydia trachomatis bacterium. In men, the bacterium produces urethritis similar to that resulting from gonorrhoea. In women the infection often does not produce symptoms but will commonly infect the cervix and fallopian tubes. Babies born to infected women often suffer eye infections, for example ophthalmia neonatorum (also called neonatal conjunctivitis).45 The disease is easily cured by a course of antibiotics.46


Until the early 1990s, when the DNA of the bacterium Chlamydia trachomatis was determined, chlamydia had been diagnosed as NSU and probably comprised the great majority of NSU cases. As well as NSU, it was commonly referred to by the inexact term ‘non-gonococcal urethritis’. In 1991 the annual Year Book Australia, published by the Australian Bureau of Statistics, began reporting chlamydia. The figures for chlamydia rose from 4044 in 1991 to 74,305 in 2010.47
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Figure 1.12: The rise of chlamydia infection in Australia from the early 1990s (‘Notifiable diseases, 1907-2011’, Year Book Australia, Australian Bureau of Statistics, 2012).


The logarithmic increase in the chlamydia infection rate is seen in the chart in Figure 1.12. The huge increase in reported chlamydia infections might not have been as alarming as the chart suggests, reflecting instead improved diagnostic testing rather than a new disease spreading plague-like through the population.




8. Other sexually transmitted infections


The STDs summarised above were those ‘traditionally’ suffered in the Australian Army during much of the 20th century. The advent of antibiotics, available to the military forces from 1943, radically altered treatment regimens, rendering the Army’s ‘customary’ STDs much more manageable and more rapidly cured. As they receded in importance as a cause of ‘sick wastage’ among troops — that is, loss of personnel through illness — other STDs, and notably chlamydia, became diseases that Australian Defence Force (ADF) medical officers could expect to be called on to manage.


Because these ‘other’ STDs were not historically significant during the Army’s overseas deployments throughout most of the 20th century, only a brief summary is given here. Readers wanting an amplified narration are directed to the many internet websites providing authoritative comment, for example, that of the Centers for Disease Control and Prevention. Wikipedia, the online encyclopaedia, also contains easily accessible articles on all the other STDs. The following summary deals with STDs alphabetically.





Acquired immune deficiency syndrome (AIDS) and human immunodeficiency virus (HIV)


The cause of AIDS was identified in 1983 as a retrovirus named ‘human immunodeficiency virus’, soon known commonly as ‘HIV’. A retrovirus has the ability to insert a DNA copy of its genome into a host cell in order to replicate itself. HIV attacks T-lymphocytes which have a key role in giving individuals immunity to disease. About 30 per cent of HIV infections progress to AIDS.48


The beneficial impact of the research on HIV-AIDS and publicity given to the disease eventually became apparent in the statistics published by the Australian Bureau of Statistics. After peaking at 953 cases of AIDS in 1994, the number of cases notified fell dramatically to 99 in 2008 — almost a tenfold reduction. Over the same period, mortality from AIDS declined from 753 deaths to 24, a decrease by a factor of 31. HIV infections fell from 1703 new cases in 1988 to a low of 714 in 1999, however, after that the number of new cases rose steadily to 1082 ten years later.49 Figure 1.13 shows the trends in the period 1983-2010 in notified cases of HIV and AIDS.50
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Figure 1.13: Trends in HIV and AIDS in Australia, 1983-2010 (‘Notifiable diseases, 1983-2011, Year Book of Australia, Australian Bureau of Statistics, 2012).


Despite the post-1995 increase in HIV cases, Australia remains a nation with a relatively low rate of HIV infection when compared with other developed nations. Australia was in the group of nations in which the prevalence of HIV infection was below one per cent of the adult population between the ages of 15 and 49.51


Candidiasis


Commonly called ‘thrush’, Candidiasis is a soft-tissue infection caused by Candida albicans, a yeast occurring in the mouths, vaginas and intestines of most healthy people. It causes inflammation of the vagina in women, known as Candida vaginitis, and inflammation of the glans of the penis in uncircumcised men, in whom it might cause balanitis or tightness in the foreskin.52




Condylomata acuminata


Commonly known as genital warts, this condition is caused by the human papilloma virus (HPV), of which more than 100 strains are known to exist. The warts produced by HPV resemble those appearing on other parts of the body.53


Donovanosis


Also called granuloma inguinale, this disease is caused by a bacterium called Klebsiella granulomatis (formerly known as Calymmatobacterium granulomatis). The bacteria invade and multiply within histiocytic cells. The cells eventually rupture, releasing the organisms to invade other cells.54 Symptoms of infection include multiple subcutaneous nodules in the skin of the genitalia and anus, which then erode through the skin to produce lesions on the skin surface. The lesions enlarge and bleed readily and are then liable to secondary infections. They can also spread to the mouth, lips, throat and face.55


Corynebacterium vaginalis infection


Known also as Gardnerella vaginalis, this disease is caused by a bacterium which produces mild vaginitis (inflammation of the vagina) in women.56


Genital herpes


Herpes of the genital regions is caused by the herpes simplex virus, which frequently affects the skin around the mouth as well. It typically produces a blister, and sometimes many blisters, which soon burst leaving small, shallow and often painful ulcers. These often heal themselves in 10 to 14 days but may recur spontaneously.57 Chronic herpes infection is one cause of cancer of the cervix in women. The infection is often passed on to the babies of infected women during vaginal childbirth.58


Hepatitis B


Hepatitis B is a viral liver disease caused by ‘HBV’, a virus of the genus Orthohepadnavirus. It can be acquired sexually, especially through anal intercourse and contact with people having low levels of personal hygiene. It is less common in nations with advanced economies and more common in ‘Third World’ nations.59 HBV-infected people usually suffer no initial illness, unless they develop an acute form of the disease and display symptoms such as jaundice, darkened urine and loss of energy. A vaccine is given to individuals in high-risk groups and to children who have acquired hepatitis B during birth by infected women.60




Lymphogranuloma venereum


Commonly abbreviated as ‘LGV’, this STD is also known variously as ‘Climactic bubo’, ‘Durand-Nicholas-Favre disease’, ‘Frei’s disease’, ‘Poradenitis inguinale’ and ‘Strumous bubo’. LGV occurs most commonly in Southeast Asia but occasionally occurs in developed Western nations as well.61 It is caused by the bacterium Chlamydia trachomatis, responsible for the STD chlamydia discussed above. If the disease is not halted it may progress to chronic buboes, elephantiasis (gross swelling of tissue, often into pendulous lobes), fistulae (permanent abnormal passageways between two organs in the body or between an organ and the exterior of the body) and strictures (narrowing or stenosis of the body’s tubal passageways).62 The first symptom is usually a lesion on the genitalia or anus. Painful enlargement of the lymph nodes follows within about 30 days and may then proceed to the formation of abscesses, which rupture to produce chronic draining sinuses (cavities) or fistulae.63


Molluscum Contagiosum


This is a contagious viral skin infection producing round, domed, pearl-coloured lumps with central depressions. They can occur on the genitalia or anywhere on the skin. It is a relatively harmless condition and can be transmitted non-sexually to children, in whom the lesions will occur on other parts of the body.64


Pediculosis — lice


Pediculosis is an infestation by lice. Genital or pubic lice are of the species Phthirus pubis, commonly known as crab lice and in slang ‘crabs’. The crab louse is a parasitic insect that feeds on the blood of its host. Crab lice are almost always passed on from an infested individual to a sexual partner during intercourse. The lice, which usually hide among the pubic hair, can be seen with the naked eye. Causing pubic itching, they can be treated with insecticide in the form of a cream or soap.65




Scabies


This condition is caused by a blood-sucking arthropod, a mite called Sarcoptes scabiei. The female of the species burrows into the skin of humans to lay its eggs. While there, it also deposits its faeces. The attack by the mite becomes evident through an allergic reaction in the host as itchy, red, raised, rash-like lumps appear on the skin. Scratching the rash often introduces secondary infections. The disease is common among children living in poor, deprived communities, to whom it is transmitted non-sexually in the squalor of their homes. In developed Western nations, scabies is usually acquired through sexual contact. Scabies is readily treated with the lotions ‘Lindane’® or ‘Scabanca® applied to the infected skin.66


Trichomoniasis


Trichomoniasis is most commonly a vaginal infection. It is caused by a motile single-celled protozoan parasite, Trichomonas vaginalis, with flagella that propel it along the genital tract. The infection characteristically results in vaginitis (inflammation of the vagina) and often produces a thin discharge that stains the underwear and exudes an offensive ‘fishy’ odour. The symptoms are aggravated by sexual intercourse. Men can acquire the parasite, often without symptoms or being aware of their infection. The infection can be readily controlled by a single oral dose of metronidazole or tinidazole.67






CHAPTER 2










Venereal disease in the Australian Army during World War I: August 1914-March 1916






1. Before World War I — STDs during the overseas military excursions of the Australian colonies


The incidence of STDs in the overseas conflicts to which the pre-federation Australian colonies sent troops is unknown. These were the New Zealand land wars of 1845-46 and 1860-72, the Sudan campaign in 1885, the South African War of 1899-1902 and the Boxer Rebellion in China during 1900-1901. Given the high rates of STD infection among Australia troops in later overseas deployments, it would be surprising if STDs had not occurred among the Australian contingents in these earlier conflicts.


The best-documented of the late colonial-era conflicts was the South African War. Various histories of the war, both British and Australian, deal at length with the organisational arrangements made for the various field ambulances and stationary hospitals set up to treat injured and sick soldiers. The only infectious diseases discussed in any detail are two other historical scourges of armies — dysentery and malaria. VD never rates a mention.




For some reason, perhaps because of the prudery of the era, VD is ignored in the official accounts. Neither the 300-page report of the 1903 British commission of inquiry into the War1 nor the 395-page 1904 official British government report on the medical arrangements for the war by the Army’s surgeon general2 include any reference to STDs. Nor does the six-volume quasi-official British history of the war published by The Times newspaper of London.3


Despite the official silence, we might surmise that some of the troops arriving in South Africa either brought STDs with them or acquired STDs in Africa and took the diseases back home to Australia, because that was certainly the situation during the next war 12 years later — World War I. The possibility that some Australians might have contracted STDs during their South African service is hinted at by the most recent Australian historian of that war, Craig Wilcox. He describes the Australian colonial contingents arriving at the port of Beira in Mozambique, from where they caught trains into South Africa. The Australians generally thought the town ‘immoral’ but many, appreciating the ‘free-flowing liquor’, went on ‘drunken sprees’.4 Did that lead to STDs? Wilcox does not say, but as we shall see time and again in this book, the nexus between inebriated soldiers, accessible prostitutes and high rates of STDs is a common theme in the Australian Army’s experience of disease.


Eventually the British Army did publish the VD figures for the South African War, but not until 1931 in the statistical volume of the official medical history of World War I. The VD cases comprised 8538 of gonorrhoea, 8620 of syphilis and 1969 of chancroid.5 The 19,127 VD cases treated during the war amounted to 4.7 per cent of all 404,126 hospitalisations for disease and were the equivalent of 5.5 per cent of the 347,000 British troops who served in the war.6 If the 16,000 Australian soldiers who served in South Africa had contracted VD at a similar rate, about 880 of them would have been infected.7 If so, VD must have been a problem for the medical officers serving with the Australian contingents.



2. Medical politics and STDs on the eve of World War I


By the outbreak of World War I, the Australian medical profession knew much about STDs and their treatment. Professional periodicals such as the Australasian Medical Gazette kept doctors well-informed about gonorrhoea and syphilis in particular.8




At the time, 1914, STDs were known collectively as ‘venereal disease (s)’, which most often signified gonorrhoea or syphilis and less frequently chancroid — diseases very different from each other and caused by dissimilar bacteria.


By 1914, too, the Australian states had begun legislating to control VD. As early as the 1860s, several of the colonial parliaments had conducted inquiries into contagious diseases, which included VD, and had enacted legislation to give government medical officers and health authorities coercive powers over the VD-infected. Under such legislation, syphilis became a notifiable disease and those suffering from it had to be reported to the health authorities. The powers given to officials were far-reaching. For example, the New South Wales Prisoners’ Detention Act 1908 provided for the continued incarceration of VD-infected inmates after their prison sentences had expired so that their treatment could continue. For prisoners suffering tertiary syphilis, that could effectively have meant imprisonment for life.9


The medical profession had been the instigator of such legislation. The biennial Australasian Medical Congresses discussed VD at length at several pre-war conferences. A general session of the 1908 Congress in Melbourne, for example, agreed to the resolution khat syphilis is responsible for an enormous amount of damage to mankind, and that preventive or remedial measures directed against it are worthy of the utmost consideration’.10


The 1914 Congress, in Auckland, more insistent on discussing VD than those preceding it, considered VD at length and then called on governments to adopt a series of measures aimed at curbing VD. Briefly, these included:


•  public education on the ‘causes, consequences and mode of prevention’ of VD


•  laboratory facilities to help diagnose VD swiftly


•  free treatment as both in- and outpatients of VD sufferers




•  legislation to control VD coercively, including severe punishments for (1) sufferers knowingly passing VD to other people; and (2) for the treatment of VD by anyone but medical practitioners.11


As if to persuade cost-conscious governments, the Congress concluded its argument with an appeal to economy. ‘The expenditure,’ the resolution argued, ‘would be very small by comparison with the expenditure resulting from the present wholesale infection of the population.’12 The benefits would include ‘diminution of mortality; diminution of insanity; diminution of the expenditure in hospitals and asylums; increased human efficiency; and better and healthier enjoyment of life’.13


After such prodding, in January 1916 the Commonwealth Parliament established a four-member ‘Committee Concerning Causes of Death and Invalidity in the Commonwealth’. Chaired by a parliamentarian, James Mathews, its other three members were eminent medical practitioners. On 24 May 1916 the committee published a Report on Venereal Diseases, which recommended more or less what the Australasian Medical Congresses had been advocating during the preceding decade.14


Meanwhile, in Britain the UK government had established a Royal Commission on the Prevention and Treatment of Venereal Diseases, which began reporting its findings in February 1916.15 By this time, the high incidence of VD among Australian troops at home and overseas had become a concern for the Australian government as well. The report of the UK royal commission, which dealt inter alia with VD among Australian, British, Canadian and New Zealand troops in the UK, added urgency to the task of the Mathews committee.16


In the meantime, too, the exigencies of the war distracted the Australian medical profession from its advocacy of legislation to control VD in the states. As hundreds of doctors enlisted in the AAMC, the focus shifted to the immediate problem of ‘the occurrence of large numbers of venereal cases among troops in training for military service abroad, with the consequent loss of efficiency in the military forces’.17


During the 1920s the state governments did eventually adopt the measures proposed by the Mathews committee. In this they were prompted by the high wartime VD infection rates as well as continued  pressure from the medical profession. Commonwealth subsidies for implementing programs to control VD were an additional inducement.18





3. An initiation — the Army's experience of STDs in Australia 1914-1915


The Australian Army began confronting its first cases of STDs almost as soon as recruiting began after Britain declared war against Germany on 4 August 1914.i Volunteers flooded into the Army’s enlistment depots to sign up when these opened on 8 August. Service with the Australian Imperial Force (AIF), the formation hastily established to enable soldiers to serve outside Australia, required the recruit to be declared physically fit and healthy even before he signed his enlistment form. ‘The first experience of the volunteer for active service, preceding even his “attestation”,ii was his medical examination,’ as Colonel A.G. Butler, the official medical historian of the war, later wrote.19


The medical officers of the AAMC, who usually conducted the examinations, in all probability swiftly rejected those displaying VD symptoms. Many AAMC medical officers shared the prevailing moralistic community views about VD and prejudice against the VD-infected, however, they had to remain clinically objective in managing VD cases. One leader of the profession in Melbourne, Dr (later Sir) James Barrett, stated the situation nicely in ‘Venereal Diseases’, an article he published in the MJA in March 1914:


The extent of the evil [of VD] is obvious to everyone who inquires about it; and the question arises — What can we do? ... As men of trained intelligence, our sympathies lie entirely with the moralists, and that as citizens we should always be glad to take our part in any moral campaign. As physicians, however, I think we have one duty, and one duty alone, and that is the prevention and treatment of disease.20




 VD-infected recruits who might have escaped detection at the pre-attestation examination faced a second screening soon afterwards, when they had gone into the training camps established on the outskirts of the state capital cities. Soon after the enlistees began moving into the camps, they were medically examined again because on 20 August 1914 the Surgeon General, William Daniel Campbell Williams, ordered that ‘all recruits arriving in camp should be re-examined’.21 Anyone found to be suffering from VD, was discharged from the AIF.22


How many would-be AIF members were rejected or soon discharged because of VD infection is uncertain, because the statistics have not survived. Butler published figures hinting at the scale of the problem. In his volume of clinical studies and statistics, Special Problems and Services, he included a table indicating that of a total of 416,809 men who enlisted,iii 33,906 were discharged as medically unfit.23
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Figure 2.1. Reasons why AIF recruits did not embark for overseas service (A.G. Butler, The Australian Army Medical Services in the War of 1914-1918, Vol. 3, Special Problems and Services, p. 882).




The 33,906 was the largest group among the 83,064 recruits who did not depart for service abroad.24 Figure 2.1 shows the number of recruits in each of the main categories precluding AIF service. The proportion of VD-infected recruits is unknown because Butler’s figures did not give such fine-grained detail. The 33,906 ‘discharged medically unfit from camps’, however, probably included many who were VD-infected.


The other group likely to have included VD sufferers was the second largest, the 18,792 soldiers in the ‘Desertion or services no longer required’ group. ‘Services no longer required’ is a phrase needing some qualification. According to Butler, it was ‘a very valuable power ... for removing officers or men from the [Army] without stating a reason’.25 How many of those ‘no longer required’ were VD sufferers is unknown, but given the prevailing moralistic attitude of the Army towards VD, one might infer that some recruits were discharged because they were VD-infected and accordingly regarded as unsuitable.


Rejection or discharge because of VD did not necessarily mean that an aspiring recruit could never enlist in the AIF. Enlistment under another name and when the recruit was no longer displaying physical symptoms of VD infection was an alternative route into the AIF. In such cases, the VD-infected recruit would be hospitalised and treated, either in Australia or after he had been shipped overseas. The Army was probably aware of this likelihood, because according to Butler ‘multiple enlistments were common among certain classes of men who were unfit or for other reasons resorted to impersonation or misstatements at enrolments’.26


Eliminating and discharging the VD-infected in the early weeks of recruitment for the AIF was but the beginning of the Army’s experience of VD in World War I, however. This was merely the first skirmish in a long-running battle.


One immediate difficulty was that the recruit who had been accepted as VD-free at the time of his initial medical examinations could become infected when he took leave. A pattern of behaviour leading to infection soon emerged. It was that of the off-duty soldier with money in his pocket, time on his hands, unconstrained by the usual home environment, enjoying a few drinks with friends in a bar, and an act of bravado in showing his mates he was a ‘real man’ by finding a prostitute. Most often, the consequence was VD infection.




This stereotypical pattern became familiar to the AAMC medical officers who had to manage the VD cases.
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Figure 2.2: The Isolation Hospital at the Broadmeadows Army Camp, World War I, possibly 1914-15 (AWM Hl8401). Little is known about this hospital, which was probably short-lived because it is not mentioned in A.G. Butler’s three-volume medical history of the war. It was probably a secure section of a larger camp hospital at Broadmeadows, established to manage contagious diseases such as measles, influenza, tuberculosis, meningitis and VD until specialised infectious diseases hospitals could be established elsewhere. In the case of VD, the patients were sent to the Langwarrin Camp Hospital, near Frankston, south of Melbourne, which opened in March 1915.


That the Army would have to treat its VD-infected recruits rather than expel them soon became clear. If treatment for VD was not given, as it was for other infectious diseases, the Army might never have reached its initial AIF recruitment and retention target of 20,000 soldiers. During 1915 the Army seems to have accepted the reality that a proportion of its recruits would always be VD sufferers and that if it wished to retain the AIF at full strength, it must treat those afflicted with VD.


Tacit acknowledgement of the need to treat VD-infected recruits was the establishment of specialised VD hospitals in each of the mainland states during 1915-1916 (Table 2.1).27



Table 2.1 - Army hospitals established in Australia to treat VD-infected soldiers






	State

	Hospital

	Date opened





	Victoria

	Langwarrin Camp Hospital

	13 March 1915





	New South Wales

	Milson Island

	14 October 1915





	South Australia

	Torrens Island

	15 October 1915





	Western Australia

	VD Compound, Blackboy Hill Camp

	uncertain (closed 19 December 1916)





	Western Australia

	Rockingham Camp Hospital

	19 December 1916





	Queensland

	Lytton Camp Compound

	14 July 1916











Source: A.G. Butler, The Australian Army Medical Services, Vol. 3, Special Problems and Services, Table 12, p. 882.


Most of these hospitals were situated at what were then remote locations outside the capital cities and well away from suburbia and nearby towns. The isolation, presumably, was thought appropriate for such a shameful condition as VD. It also minimised the chances of the patients passing on their infections to the civilian population.28


How serious, then, was the situation in relation to VD infection? Was there really an epidemic, as influential medical opinion suggested? If the MJA was to be believed, there certainly was. Editorials, correspondence and articles in the journal continued alluding to the apparently high incidence of VD in the Army camps in Australia and especially in Egypt.




In May 1916, for example, the journal ran a leading article by Dr Richard Arthur MD, a recent Minister for Health in New South Wales with an interest in venereology.29 The article was based on a lecture Arthur had delivered to AIF officers in Sydney. Looking back on recruitment for the AIF during 1914 and 1915, he told the officers they were ‘confronted with a tremendous problem in military efficiency by the prevalence of venereal diseases among the recruits’.30 He went on to say that ‘it [was] difficult to over-estimate the injury that is being done to the Australian Imperial Force, both in Australia and in Egypt from this cause’ because ‘numbers of men have been either temporarily or permanently disabled by syphilis and gonorrhoea’.31 There were, he pointed out, both immediate economic and long-term socio-medical dimensions to the problem. Thus, on the one hand ‘the cost to the Commonwealth ... amount[ed] to a huge sum’, and on the other hand, a ‘further lamentable aspect’ was that ‘men from the backblocks of Australia, who, had there been no war, would never have become infected, [would] now return home and carry infection far and wide, with disastrous results to the next generation’.32


Similar sentiments had already been expressed in the MJA editorials. In February 1915, for example, the journal editorialised on ‘The Spread of Syphilis’. Lambasting the VD-infected soldiers sent home from the training camps in Egypt, the editorial claimed that ‘our men who volunteered to fight for their country are now returning, not wounded but invalided by syphilis’.33 With a sense of imperial outrage, it continued:


These men, instead of serving their country in a useful manner, and instead of making sacrifices which, when made, lend splendour to the Empire on which the sun never sets, have wasted their country’s money, have sullied their country’s name, and are, or might be but for the foresight of those in power, a disgraceful danger to the welfare of the population at home.34


As things turned out, the situation might not have been quite as dire as the MJA would have its readers believe. The reason for thinking so is that the VD infection rates in Army camps in Australia remained at much the same level — at between three and four per cent of those in camp. Table 2.2 indicates the number of VD cases and their proportion of Army camp strength in Australia for the two years 1915-16 and 1916-17.35


Table 2.2 - Hospital admissions of VD cases in Army camps in Australia, 1915-16 and 1916-17


[image: #image]


Source: A.G. Butler, The Australian Army Medical Services, Vol. 3, Special Problems and Services, Table 12, pp. 886-7.




Butler did not provide figures for 1914 because they were unavailable to him, but he believed that the proportions for the years 1915 to 1917 ‘may be held fairly to reflect that for the whole period of the war’.36 We may consequently extrapolate, estimating the number of VD cases in the camps in Australia in 1914. According to Butler, the average strength in the camps August to December 1914 was 14,094.37 If the VD hospitalisations were somewhere between 3.3 and 3.7 per cent of camp strength, the number of soldiers hospitalised for VD in Australia during August to December 1914 would have been a minimum of about 460 and a maximum of about 530, with a median figure of 495.


Although at any one time the hospitalised VD-infected soldiers were a relatively small percentage of the Army camp residents, VD was the second most common cause of hospitalisation in the Army camps in Australia in 1915-16 after influenza. In that 12-month period, influenza accounted for 13,999 out of a total of 52,657 hospitalisations or almost 27 percent of all hospital admissions; VD was responsible for almost 13 per cent of admissions. The other four most common hospitalisations were for measles (5246 cases, 10 per cent), accidental injuries (5 per cent), tonsillitis (3 per cent) and diseases of the respiratory system (2.7 per cent).38 Despite such statistics the health of recruits in the training camps remained ‘in general good’.39


The problem with the VD infection rates was not so much the sheer volume of VD cases but rather the cost in terms of ‘military efficiency’, as argued by Arthur in the MJA. This point may be appreciated through reference to the number of VD hospitalisations in Table 2.2 plus the extrapolated number for 1914 — a total of 11,725 cases. How many lost ‘man-years’ did that many hospitalisations represent? A notional figure is possible, given later average hospitalisation duration rates at the AIF’s VD treatment centres in Egypt. During the 16-month period December 1914 to March 1916, the average duration of hospitalisation for VD was 35 days.40


Extrapolating again, and assuming the 11,725 hospitalisations in the Australian camps, we may calculate that the lost ‘man-years’ would have been:


11,725 cases × 35 days each = 410,375 days = 1152 years.


 That many ‘man-years’ would represent a sizeable diminution in the operational capability of any army.



4. Discipline in the AIF in Egypt, 1914-15


The first contingent of the AIF despatched for overseas service comprised the 1st Australian Division. Totalling some 18,000 troops and accompanied by two New Zealand divisions, the 1st Division departed Albany, Western Australia, in a great fleet early on the morning of 1 November 1914. The fleet sailed in convoy, 42 ships in all, bound for Alexandria where the troops would disembark for training in Egypt because accommodation was unavailable in Britain, the original destination.41


The troops of the convoy began arriving in Alexandria on 3 December. That same morning the first of them, the 5th Battalion, moved by rail to Cairo, which they reached that evening. They were then marched to a large, hastily established camp at Mena, 16 kilometres from Cairo, west of the Nile River and alongside the Giza pyramids. There ‘the 5th Battalion rolled itself in its grey blankets under the moon and slept’.42 The AIF would spend the next four-and-a-half months training at the Mena Camp. Though they did not know it yet, they would fight in the Gallipoli campaign, which began on 25 April 1915.


In the months the AIF spent training at Mena, the Australian soldiers gained a reputation for being boisterous and unruly. They were variously accused of being ‘indifferent to military authority’, ‘lacking in respect for military rank’, ‘likely to refuse to salute officers’, ‘sloppy in dress’, and ‘prone to misbehaviour and public drunkenness during leave’. To this, ‘sexually adventurous’ could be added. British officers in particular regarded the Australians as ill-disciplined colonial riffraff.43




The official war historian, Charles Edwin Woodrow Bean, strove to excuse the Australians’ various peccadilloes in Egypt. He began his exculpation by emphasising the point that the AIF comprised mostly citizen soldiers.44 Bean pointed out that the troops ‘had been cooped up for nearly two months in transports [troopships] without leave at any port’, after which ‘straight from that voyage there were poured on to the desert round Cairo twenty thousand Australians’.45 He argued, pragmatically if not quite correctly, that their misbehaviour in Cairo was little more than the larrikin exuberance of young men away from home on an overseas adventure. ‘They had money,’ he wrote, ‘the youngsters among them were bursting with high spirits, ready for any adventure, reckless of the cost.’46


Further, few recreational amenities were available in Cairo and none out in the desert at Mena Camp. The Australians had little to do off-duty. The bustle, bars and bazaars of Cairo beckoned. ‘To many a young Australian this city seemed a place for unlimited holiday,’ Bean observed.47 Shifting the blame to unscrupulous local inhabitants, he argued that:


... proprietors of the lower cafés ... pressed upon the newcomers drinks amounting to poison, and natives along the roads sold them stuff of unheard-of vileness. Touts led them to ‘amusements’ descending to any degree of filth ... Many a youngster plunged into excitement which seemed only too sordid when the blood cooled ... Much of this behaviour was little more than high spirits. The trams constantly went into Cairo [from Mena Camp] crowded on footboard and roof with many more soldiers than had leave to go.48


Not even a Charles Bean could excuse the criminal element within the AIF, however. By the end of 1914, Bean wrote, worrying signs of insubordination and criminality had emerged within the AIF in Egypt — ‘heavy drinking, desertion, attacks upon natives, in some instances robbery’.49




In early January 1915 General Sir William Birdwood,iv the British commander of the ANZAC forces, wrote to the AIF through its Australian commander, Major General Sir William Throsby Bridges, appealing to the troops not to let their country’s reputation suffer at the hands of a small minority. The letter, printed and distributed to the troops, advised them that ‘Cairo is full of temptations’ and that ‘the worst of it is that Cairo is full of some of the most unscrupulous people in the world, who are only too anxious to do all they can to entice our boys into the worst of places’. It then argued:


There is no possibility of our doing ourselves full justice unless every one of us is absolutely physically fit, and this no man can possibly do if he allows himself to become sodden with drink or rotten from women — and unless he is doing his best to keep himself efficient he is swindling the Government which has sent him to represent it and fight for it.50


At this time some 300 Australians were absent without leave in Egypt and were technically ‘deserters’. Matters had come ‘to a point when discipline in the AIF must either be upheld or abandoned’ and so Bridges took drastic action. He sent the worst offenders back to Australia for discharge from the Army. Following this judicious weeding-out of offenders, repatriation and subsequent discharge remained ‘the most dreaded instrument of discipline among Australian soldiers’.51



5. VD within the AIF in Egypt before the Gallipoli campaign


Bean, who had prudish views on sex, was one historian who was unlikely to allude to the sexual adventures of the Anzacs in Egypt in any detail, nor to the inevitable consequence of time lost and resources expended by the VD-infected having to be treated. On the other hand, as official medical historian, Butler wrote a whole chapter on the consequences of VD infections for the AIF. His emphasis, however, was always the epidemiology of VD and the Army’s efforts to contain it.


Almost inevitably, after arriving at the Mena Camp large numbers of AIF gravitated to the bars and brothels of Cairo at the first opportunity. Many of these were situated in a seedy ‘red-light’ area in a series of streets and alleyways in the city’s Haret-el-Wasser precinct. The AIF called it the ‘Wozzer’, alternatively spelt ‘Wazzir’.


Within a fortnight of the AIF’s arrival at the Mena Camp, ‘a startling outburst of venereal disease occurred’.52 According to Butler, the outbreak was the one ‘disquieting’ aspect of the AIF’s general health, which otherwise remained good during the first weeks at the camp. Butler later wrote that during the AIF’s first four months in Egypt, December 1914 to April 1915, the VD outbreak ‘incapacitated over 2,000 men and sent 3 per cent of the force “constantly sick’”.53




At first the VD-infected troops were treated at No. 2 Australian General Hospital (2 AGH) within the camp. This hospital comprised 35 marquees for general cases and another seven for ‘isolation’ cases. 2 AGH filled quickly, mainly with cases of influenza, measles and gastric conditions but also with VD patients. By the end of December 1914 the hospital was overflowing with 612 patients under treatment. After that, the additional sick were ‘dammed back’ in the ‘field units’ — the field ambulances attached to the various AIF brigades — where they continued accumulating. The VD cases had begun clogging the treatment centres, placing unwanted strain on the AIF’s medical facilities.54


Some relief came with the arrival of 2 ASH at the Mena Camp on 22 January 1915. It opened for business four days later on 26 January, when the first 151 patients were admitted. Situated adjacent to 2 AGH, 2 ASH became the Mena Camp’s VD hospital. By 30 January 2 ASH was full, with 300 patients under treatment and another 150 in the field ambulances awaiting admission.55
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Figure 2.3: No. 2 Australian General Hospital, Mena Camp, Egypt, in January 1915, about a month after it opened. It could not handle the influx of cases of infectious disease and so that month a separate VD hospital, No. 2 Australian Stationary Hospital, was established adjacent to it (AWM H12179).




2 ASH, in contemporary parlance, was a ‘lock-hospital’; its patients were compulsorily detained within a compound surrounded by high fencing and locked gates, with an armed guard posted to patrol the perimeter and prevent escape. Even though they were not criminals, the 2 ASH inmates were made to feel as if they were. They were forced to wear a white armband on the right sleeve of their uniforms to indicate who and what they were. The guards watching over them were instructed not to speak to them, not to allow them visitors and not to let them receive food or articles from outside. According to Butler, this was ‘fierce’ and ‘deplorable’ discipline.56


These measures both shocked and shamed the patients, who had previously experienced a relaxed treatment regimen in 2 AGH and the field ambulances.57 Butler, who doubted the efficacy of the lock-hospital principle, described the shift to the harsher regimen in these terms:


The free and easy conditions under which treatment in the lines had been carried out were replaced by a relentless quarantine quite unrelated to any actual risk of transmission. The change was, indeed, a terribly drastic one, and, while the earlier laxity may have failed to inculcate a salutary fear, the new stringency (which accorded with that in all such hospitals at this period of the war) did not conduce to the restoration of self-respect.58


Despite that, Butler believed ‘the professional treatment of this most difficult class of case ... was carried out with sympathy and skill’.59


Butler might not have appreciated all the reasons why many VD patients were obstreperous. The treatment regimen was horrendous by present-day standards. The painful and toxic treatments for VD, long confinement in lock-hospitals and the loss of pay while being treated prompted many soldiers to conceal their infections.




Various contemporary observers wrote accounts of the nexus between alcohol consumption, prostitution and VD infection among the AIF troops in Egypt, and especially in Cairo. Among the first to do so was Major Bernhard Zwar, a 38-year-old AAMC officer from South Australia serving with 2 ASH. Zwar was in charge of one of its two sections. He wrote an account of the hospital’s work from the time it arrived in Egypt in mid-January 1915 until it embarked for the Gallipoli campaign three months later.60 After the war he published this material as an article in the MJA under the title ‘The Army Medical Service and the prevention of venereal disease’.61


Major Zwar’s report on the work of 2 ASH provides a window into the problems that VD infections posed for the AIF. He started his account by pointing out that 2 ASH arrived in Egypt not knowing that it would become the VD hospital for the Mena Camp. The Army Medical Service (AMS), he said, had ‘failed in regard to venereal disease’ through lack of foresight.62 The AMS had not apparently realised that the VD infection rate during the AIF’s first weeks in Egypt would be ‘unduly high’. He then showed how the rate had increased. The hospital had been opened for 200 patients but by the time it was closed nine weeks later on 1 April, prior to deployment to Mudros on the island of Lemnos for the Gallipoli campaign, patient numbers had trebled. New marquees had to be added to accommodate the increasing numbers. Figure 2.4 illustrates the growth in patient numbers 26 January to 1 April 1915.63
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