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who have evidence of ventricular dilatation in the com-
puted tomogram. The procedure mav produce sufficient
improvement in the clinical grade to warrant operative
intervention on the aneurysm. In the more usual form
of hydrocephalus, communicating hydrocephalus, tem-
porary external drainage may be achieved simply by
using a spinal drain. Where direct ventricular drainage is
used, it is useful to connect the catheter to an intracranial
pressure transducer to establish that intracranial hyperten-
sion exists, and cerebrospinal fluid may then be drained
through the transducer. A drainage level of about 25 mm
Hg is generally used, though the level tends to be adjusted
to one that provides optimal benefit to the patient.

Another putative problem with external drainage is that
by diverting cerebrospinal fluid from the ventricles the
subarachnoid pathways are less efficiently opened up and
the debris of the subarachnoid haemorrhage is only cleared
slowly, thus predisposing to an increased incidence of late
shunt dependent hydrocephalus. There is little foundation
for the belief that early surgery on patients with a sub-
arachnoid haemorrhage may help to open up the pathways
and prevent late hydrocephalus by washing blood clot out of
the basal cisterns. Such aggressive evacuation of the basal
cisterns may predispose to greater damage,26 and increase
the risk of late hydrocephalus.27

Delayed presentations of hydrocephalus include a
spectrum of signs and symptoms ranging through continu-
ing headache, restlessness with neck stiffness, impaired
conscious level, disorientation, dementia, incontinence,
with apraxia of gait, which result in the patient becoming
bedbound, akinetic, and mute.'3 When the aetiology of the
triad of disturbance of gait, incontinence, and dementia-
Hakim's normal or intermittently raised pressure hydro-
cephalus'4-is known (as it is after subarachnoid haemorr-
hage) insertion of a ventricular shunt gives good results in
about 65% of patients and complete recovery in at least
30%." If sequential computed tomographic studies show
progressive ventricular enlargement and periventricular
lucency, and this is associated with progressive neurological
deterioration or failure to improve, a shunt is clearly in-
dicated. In borderline cases the best predictive test for
recovery with a shunt is monitoring the intracranial
pressure for 24 to 48 hours and noting the mean and pulse
pressures and pattern of wave activity. 16 A permanent shunt
should be avoided if possible, because of long term
complications. 17

Ventricular drainage of cerebrospinal fluid is now restric-
ted to selective cases, and it is one example of the increas-
ingly critical attitude being adopted to the management of
patients with subarachnoid haemorrhage. Well controlled,
large scale studies of risk factors and drug treatment are
needed; these include age, hypertension, clinical grading,
timing of surgery, antifibrinolytic treatment, antiplatelet
drugs, calcium antagonists, preoperative hypotension to
reduce rebleeding, and postoperative hypertension to
combat cerebral ischaemia. The results of such studies, with
the use of cerebrovascular reactivity tests and intraoperative
monitoring of evoked potentials, should help the clinician to
tailor his or her management to suit the individual patient.
Such a flexible approach to treatment is essential, for
blanket application of standard regimens has all too often
been shown to do as much harm as good.
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The diagnosis of toxoplasmosis
The laboratory diagnosis of toxoplasmosis is based on
identification or isolation of the organism in body fluids or
tissues; measurement of antibodies; and finding cellular
changes in lymph nodes. The diagnostic challenge lies in
differentiating between a recently acquired infection-
which is causing the patient's symptoms-and chronic
infection, which is unrelated. This distinction may be
difficult, because toxoplasma antibodies are frequently
present in the general population,' and they may persist for
years at high titres.23 Furthermore, isolation of the
organism from tissues may represent both old and recent
infection (though its presence in body fluids indicates acute
infection); nor are the clinical features of congenital or
acquired toxoplasmosis unique to infection with this
organism.4

Nevertheless, it is important to establish the presence of
acute infection in order to start treatment at once in patients
with severe or systemic symptoms or with chorioretinitis, in
pregnant women and their infected infants, and in patients
who are immunodeficient (the diagnosis of both reactivated
and new infections in these patients is even more problem-
atic and has recently been reviewed5). Treatment is not
generally recommended for uncomplicated lympho-
glandular toxoplasmosis, which is a self limiting illness.,
The diagnosis of acute infection is also important to
minnimse anxiety about possible malignancy in patients with
unexplained lymphadenopathy.
The best serological means of diagnosing acute acquired

toxoplasmosis is by assay of the specific IgM by an enzyme
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linked immunosorbent assay (ELISA) using antibody class
capture.6 This procedure is now available in British
reference laboratories and is more sensitive and specific than
the hitherto widely used IgM immunofluorescent antibody
test (IFAT).3 Single high titres of IgG antibody measured by
the Sabin Feldman dye test and haemagglutination tests are
rarely useful in identifying recent infections; theoretically
rising titres are helpful but, in practice, because of timing of
samples, rarely are so.2 A rapid, highly sensitive, and
specific latex agglutination screening test is becoming
increasingly available in general microbiological laboratories
in order to detect IgG antibody in sera. Specimens giving a
positive result may then be forwarded to the reference
laboratories for full investigation.7 New methods of dif-
ferentiating acute disease from chronic infection by
detecting parasite antigens are being developed.89

Postnatally acquired clinical toxoplasmosis usually
presents as an illness like glandular fever but in some
patients the lymphadenopathy may be an isolated finding,
unaccompanied by fever, and sometimes associated with
lethargy and malaise. Such patients are likely to be
investigated by biopsy of a lymph node as well as or instead
of with microbiological tests-because of concern about
neoplastic or granulomatous disease. The cellular changes
of acute glandular toxoplasmosis are characteristic410''3 but
not necessarily diagnostic, and probably histological
diagnosis should always be supplemented by isolation
studies or serology or both."
Two recently published studies have confirmed earlier

work showing that the cytopathological features of acute
glandular toxoplasmosis closely parallel the histopatho-
logical changes, thereby adding fine needle aspiration
biopsy to the diagnostic armament.'116 A toxoplasma cyst
was identified in material from one patient.'5 Although all
patients in whom it was measured had high concentrations
of specific IgM (IFAT), the usefulness of cytological tests in
diagnosing recent infection was compared not with this
serological investigation but, inexplicably, with that of the
dye test titre.

In Britain the number of cases of lymphoglandular
toxoplasmosis diagnosed by biopsy alone is unknown. Only
5% of such cases diagnosed serologically are reported to
have the diagnosis confirmed histologically.'7 Clearly the
approach to the patient with unexplained lymphadenopathy
should depend on the diagnostic probabilities suggested by
the history and clinical examination. The possibility of a
dual diagnosis of both lymphoma and toxoplasmosis has
also to be considered.4 Many clinicians choose open biopsy
to examine the architecture of the lymph nodes, although
others will prefer needle biopsy, which will be appropriate
in certain patients. Yet recent toxoplasmosis is still probably
best diagnosed by serology-which is in any case necessary
to confirm the histological findings.
The fear advanced in the United States that young adults

with unexplained lymphadenopathy will need to be pro-
tected from "enthusiastic surgeons" because of this latest
advance in the diagnosis of toxoplasmosis seems unlikely to
be realised in Britain."8 Like many non-infectious diseases,
toxoplasmosis is in danger of becoming another diagnosis
made by a multitest process. A combination of clinical
judgment and a close working relationship between the
clinician and the laboratory should, however, still be able to
spare the patient from too many investigations.
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Treatment of advanced
carcinoma of the prostate
About 6000 new patients will be found to have carcinoma of
the prostate in Britain in 1984. Most of these will have
metastatic disease at the time of presentation. In a consecu-
tive series of 100 patients 32% of those with early tumours
and 61% of those with advanced local disease had bony
metastases. Lymph node metastases are far more common
than was previously thought and occur in up to 60% of
patients without evidence of bony metastases.2 And the out-
look is poor: in a collected series only 6% ofuntreated patients
with metastatic disease survived five years.3

Effective endocrine treatment for prostatic cancer became
available in 1941 after the reports by Huggins and Hodges.4
The initiai euphoria was soon tempered. Blanchot and
Laporte drew attention to the cardiovascular complications
associated with oestrogens.' and oestrogen related problems
were borne out by large prospective trials in the United
States.6 These studies showed that the mortality and
morbidity associated with treatment with oestrogens were
unacceptably high.7 It was apparent that the individual risk
for cardiovascular side effects induced by oestrogens is en-
hanced in those with a previous disposition-for example,
the elderly and those who have undergone recent surgery.,

Stilboestrol in a dose of I mg three times a day appears to
be as effective for treatment as higher doses, with corres-
pondingly less (but still substantial) cardiovascular effects.
Orchidectomy is used by some urologists as an alternative to
oestrogens because cardiovascular problems do not occur,
but it is unacceptable to many patients-and their urologists.
Impotence and gynaecomastia are common with both treat-
ments. A combination of orchidectomy and stilboestrol has
been shown to be the best treatment for those with metastases
at the time of presentation, though neither treatment has
been convincingly shown to improve survival.3 9 One fifth of
patients will not respond to this form of treatment, though it
may be possible to predict those who will by measuring the
nuclear androgen receptor content of the tumour.'0 Of the
responders, over half will relapse within two or three years,
and this reactivated form of the disease is usually hormone
resistant.

In short, refinements in conventional treatment are un-
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