
Related disciplines
Most medical specialties have links with other

medical and paramedical disciplines. Details of the
services provided by such disciplines can be mentioned
in the handbook. We find that such information is
usefully gathered by visiting the departments, which
can be included in any induction course. The hand-
book should contain details of the referral information
required by the particular professionals concerned.
When describing social work and appliances it might
be useful to reference Understanding Benefit and More
Everyday Aids and Appliances,9 which should also be
available on the ward when possible.

Conclusions
These are only guidelines and every specialty will

have its own requirements. We also emphasise that a
departmental handbook should be regarded not as an
alternative to in service training but as a support and
hopefully a stimulus for further learning. Ideally, it
should be distributed to junior doctors before the
relevant module and should be available for them to
take away when they leave for their next job. We must

no longer depend on "osmotic learning" as the sole
basis of postgraduate medical education, and we must
protect, encourage, and stimulate the enthusiasm of
young doctors to continue learning in the everyday life
ofbusy hospital wards.
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advice, and support; and the Newcastle Rheumatic Research
and Education Fund, which financed the project.
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Chronic malaria is not a popular concept, especially
among older doctors, because of the number of
ex-servicemen who claimed compensation for it after
the second world war. One of the most convincing
temperature charts of 48 hour cyclical fever I have seen
was that ofa man who had not left London for 10 years.
He had his first bout of "malaria" while cleaning the
Albert Memorial. The eventual diagnosis was colonic
carcinoma with secondary pyogenic emboli. As in this
man's experience, once you have known malaria's
classic sequence of chills, high fever, and drenching
sweats it is natural to think of its return, especially
since everybody knows that it is a relapsing infection.
Of the four types of human malaria, Plasmodium
falciparum can relapse for up to two years in an immune
subject where initial treatment has been inadequate,
and P vivax and P ovak for up to five. P malanae
persists latent in the circulation for decades, which is
why it figures prominently in the literature of trans-
fusion malaria.

I remember analysing case notes ofpatients admitted
to the Hospital for Tropical Diseases, London, in the
early 1960s with an initial diagnosis of malaria. The
two commonest causes were dental root sepsis and
urinary tract infection. Today, with reliable serological
tests, the possibility of occult malaria can be easily
excluded.

I have discussed acute malaria in an earlier letter.'
I wish briefly to discuss here the chronic malaria
syndromes found in areas of hyperendemic or holo-
endemic malaria transmission. I always thought, in my
years in sub-Saharan Africa, that these syndromes
posed - great clinical problem for the overworked
physician. Here, even in Amazonian Brazil, malaria
transmission is usually hypoendemic or mesoendemic.
Only when you penetrate up small rivers do you
encounter higher rates of transmission. I remember
sitting with a colleague on the bank of such a river. He
was wearing only a pair of shorts, and his legs, arms,
and trunk appeared spiny because of the female

-: /

Anopheles gambiae invaded Brazil fromn Africa before the second
world war; had it not been eradicated, would Brasiia have been built?

anopheline mosquitos standing on their heads to suck
his blood. He wanted to take a strain of vivax back and
would leave Brazil in time to get his first fever in
London.
That situation resembles west Africa and the

Gambia, where I spent my first long assignment at the
Medical Research Council laboratories doing one ofthe
initial studies of African child health. The Gambia is
really a vast swamp. When I entered my house, usually
after sunset, a hundred Anopheles gambiae mosquitos
came in with me through the double screened doors. I
dined with them and had to clear my mosquito net
before sleep was possible. I took regular effective
chemoprophylaxis and never had malaria, although
later I got vivax in the New Guinea interior.

In the Gambia, where you are bitten by an infected
anopheline every day, I saw how malaria influenced the
growth and development of children. They were
persistently anaemic, and my laboratory, examining
20-30 slides a day, constantly recorded falciparum
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parasitaemias, often asymptomatic, as the children
grew and developed their immunity. Without an
understanding of malarial immunity and its relatively
slow development the clinician is lost in such a locality.
Falciparum malaria swamped the P ovale and
P malariae infections also found in west Africa. Nearly
every child had clinical falciparum malaria during the
first 18 months of life, which resolved with 12X5 mg of
pyrimethamine in those days. The development of
solid- immunity is essential to survival, so radical
treatment is not indicated. (I saw Gambian adults with
clinical falciparum malaria in only two circumstances;
during pregnancy, due to the placenta draining the
mother's gammaglobulins, and in people who took
antimalaria drugs intermittently, which lowered their
natural immunity.) Yanomami Indian children must
confront a similar problem in Brazil.

I saw the second chronic malaria syndrome on the
other side of Africa, at the New Mulago Hospital in
Kampala, Uganda. Today it is called hypermmune
malarious splenomegaly and is characterised by
marked hepatosplenomegaly, raised concentrations of
IgM immunoglobulins and malaria fluorescent anti-
body titres, and hepatic sinusoidal lymphocytosis. Our
initial report appeared in this journal.2 In Brazil we first
localised this syndrome among bank dwellers on the
River Ituxi, a tributary of the Purus River. In this
study and in studies from Uganda and New Guinea
the syndrome showed a familial tendency, and it has
been linked to group DR2 histocompatibility anti-
gen in New Guinea. Usually the syndrome resolves

with a prolonged course of antimalarial treatment.
There is much evidence that Burkitt's tumour, the

commonest childhood malignancy in Kampala, is the
result of Epstein-Barr virus acting on a lymphatic
system that has been activated by malaria infection.
Recently a physician told me that he had two histo-
logically proved cases from the remote Amazonian
state of Acre. Curiously, quartan nephrosis, which was
so extensively studied by Giglioli in Guyana, has yet to
be reported from Brazil. Foci ofP malariae are present
and it will only be a matter oftime before we see reports
of nephrotic syndrome due to the specific malarial
immunoglobulin damaging the glomerular basement
membrane.3

Unfortunately our growing knowledge of these
subtle syndromes has not been accompanied by
equal progress in malaria control. A gambiae invaded
Brazil from Africa before the second world war but
was fortunately eradicated by the old vector control
measures. Otherwise-so I teach, at least-Brasilia
would never have been built. Progress with a malaria
vaccine is slow. For this decade we will have to rely
on vector control (larvicideal and larviparous fish,
insecticide spraying, mosquito nets impregnated with
pyrethroid, and chemoprophylaxis.
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Lesson ofthe Week

Lesions ofschistosomiasis mimicking warts on the vulva

P C Goldsmith, TA Leslie, V Sams, A D B Bryceson, E Allason-Jones, PaulineM Dowd

Schistosomiasis may
present as warty
lesions on the vulva.
Take a travel history
and abiopsy to make
the digosis
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Schistosomiasis (bilharziasis) is a chronic trematode
infection affecting at least 200 million people world
wide. Schistosomiasis due to Schistosoma haematobium
is endemic in Egypt and occurs in most parts of Africa
and the Middle East, areas now much favoured by
tourists. Infection occurs after bathing in infected
fresh water, and symptoms may not appear until many
months-sometimes years-after exposure to the para-
site. Schistosomiasis can present with lesions on the
genitalia that may be mistaken for viral warts. In
patients presenting with atypical warts a travel history
and biopsy are important as early treatment of schisto-
somiasis is effective and prevents the serious long term
complications of inflammation and fibrosis of the
urinary tract.

In this paper we describe three patients living in the
United Kingdom who presented with pruritic papules
on the vulva. Schistosomiasis was diagnosed on biopsy,
and there was no other clinical evidence of infection.
On direct questioning all three gave a history of
swimming in fresh water in Africa.

Case histories
The first patient was a 29 year old woman who

initially presented to a genitourinary medicine clinic
with a six month history of an itchy patch on the vulva;
she was otherwise well. On examination she had a
discrete raised lesion on the left labium minus (fig 1).
Results of an infection screen including microscopy
and culture for yeasts were negative. Punch biopsy of
the lesion under local anaesthetic showed granuloma
formation and schistosoma ova with the characteristic

terminal spines (fig 2). Investigations revealed a normal
blood eosinophil count, a serum IgE concentration of
470 kU/1 (normal 0-120 kUWA), and a positive result
on the schistosoma enzyme linked immunosorbent
assay (ELISA) against soluble egg antigen. On direct
questioning she said that she had swum daily for three
weeks in Like Malawi while on holiday 18 months
before.
The second patient was a 26 year old woman who

was referred to the gynaecologist with a two month
history of an itchy wart on the vulva. Examination
showed a 1-5 cm papillomatous area on the right

1......e. on h l lanm-

FIG 1--Gnulomatous lesion on the kft labium minus
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