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Mulley and his colleagues has given no further
guidance in the use of dexamethasone in any
stroke patient. Whether dexamethasone is of
value in selected cases of acute cerebral
infarction has yet to be determined.

F CLIFFORD ROSE
RuDY CAPILDEO

TIMOTHY STEINER
Department of Neurology,
Charing Cross Hospital,
London W6

Capildeo, R, and Rose, F C, in Progress in Stroke
Research (1), ed R M Greenhalgh and F Clifford
Rose. London, Pitman Medical. In press.

SIR,-The report by Dr Graham Mulley and
others (7 October, p 994) of the ineffectiveness
of dexamethasone treatment in stroke confirms
the findings of previous controlled double-
blind studies referred to in their paper.
However, I would question the validity of
clinical evaluation at one year as a test of the
effectiveness of this therapy, although such
late evaluation has been used in other
therapeutic studies in stroke.' Mortality in the
months following the ictus is an unreliable
indicator of the effectiveness of treatment
administered during the acute stage of stroke.
The essential beneficial effect of dexa-

methasone in cerebral lesions is to reduce
cerebral oedema, and this is the rationale for
its use in acute cerebrovascular lesions.
However, the cause of mortality from stroke
in the first week differs from that in the
ensuing three months. In our own series of
467 patients admitted to an acute stroke unit2
death in the first week was due to coning
(that is, cerebral oedema) in 72% of those who
expired, while the remainder died during the
subsequent months of pulmonary or cardiac
complications. The effect of steroid therapy,
therefore, on these varying pathological
states would be quite different.

Since death in the first week is an effect of
raised intracranial pressure mainly due to
cerebral oedema, only death and possibly
immediate morbidity in the acute phase are
reliable markers of such a therapeutic effect.
The late disability (at one year) represents a
mixture of factors, including spasticity, the
efficacy of rehabilitation, and the patient's
motivation, all of which are factors largely
impossible to match or measure. The similar
disability in both drug and placebo groups
may simply reflect the insensitivity of the
method to evaluate these immeasurable
variables.

Finally, if steroids did in fact reduce
cerebral oedema more severely brain-damaged
patients might survive in the drug-treated
group so that there would be more severely
disabled patients in the treated group after
one year than in the placebo group.

JOHN W NORRIS
MacLachlan Stroke Unit,
University of Toronto
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Recovery from tuberculous meningitis

SIR,-Your interesting leading article on virus
meningitis (25 November, p 1451) referred to
a report by Emond and McKendrick1 of four
cases ofspontaneous recovery from tuberculous
meningitis. The significance of this surprising

phenomenon is that, if true, it completely
contradicts basic, longstanding, conventional
medical teaching on tuberculous meningitis.

Before accepting this as just another example
of how badly wrong they got things in "the
old days" I thought that the supporting
evidence for the report warranted at least
cursory investigation. This proved disappoint-
ing. In the four cases reported by Emond and
McKendrick there was no clinical evidence of
tuberculous infection in three and in the fourth
case, in which a previously negative Mantoux
test became positive, no evidence of tuberculo-
sis was found at necropsy 10 days after the
institution of antituberculosis therapy. In fact
the only evidence of tuberculosis in any of the
patients was that Mycobacterium tuberculosis
was isolated from the cerebrospinal fluid
(CSF). This might appear on the face of it
pretty conclusive evidence, but the authors
themselves raise the possibility of accidental
contamination. They discount this on the
grounds that for it to happen four times is too
much of a coincidence. I would suggest that
if a laboratory technique is faulty to the degree
that accidental contamination is possible it is
more likely rather than less likely that the
contamination will be repeated. I think it was
incumbent on these workers to demonstrate
that no possibility of contamination existed to
enable them to draw such a surprising
conclusion.

In no case was the Ziehl-Neelsen film from
the CSF reported to contain acid/alcohol-fast
bacilli, and if we discount the subsequent
isolation ofM tuberculosis from these specimens
the obvious diagnosis in each case would have
been virus meningitis. The depressed cell-
mediated immunity which accompanies virus
infections and causes false-negative Mantoux
tests2 would account for the transient negative
Mantoux test in patient 4. The further claim
that elevated IgM levels in case 2 were evidence
of bacterial rather than virus meningitis was
contradicted by Buchanan,3 who stated that it
is not possible to distinguish between the
various types of meningitis on the basis of
immunoglobulin patterns. The final conclusion
must be that spontaneous cure in tuberculous
meningitis has not been demonstrated by the
evidence presented in this paper.

It is hardly in the best interests of medicine
for an influential column such as a leading
article in the BMJ to accept the findings of a
publication and to endorse it by quotation
without first casting a critical eye on the
contents. The mere fact that a paper achieves
publication does not mean that it automatically
rates acceptance, never mind quotation.

J S CARGILL
Department of Pathology,
Victoria Hospital,
Blackpool, Lancs
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2 British Medical Journal, 1970, 4, 573.
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***Dr Cargill is unfortunately mistaken in her
statement that the possibility of spontaneous
recovery from tuberculous meningitis "com-
pletely contradicts basic, longstanding, con-
ventional medical teaching on tuberculous
meningitis."

Spontaneous recovery in tuberculous
meningitis is well documented though rare-
sufficiently unusual for Emond and
McKendrick to report four such instances in
the paper quoted in the leading article. Of

these four patients, all had clinical manifesta-
tions suggesting meningeal infection (though
one was very mild), three had CSF lympho-
cytosis, and Mycobacterium tuberculosis was
cultured from the CSF of all four patients.
What further evidence of tuberculous
meningitis would Dr Cargill like to have? The
authors deal fully with the problem of
accidental contamination being responsible for
the positive cultures and consider that the
coincidence of this happening in four similar
cases would be most unlikely. On the evidence
available the authors' conclusions are valid.

If Dr Cargill prefers to believe that the four
positive CSF cultures in these patients are
artefacts, thus discounting the authors'
claim, she must also explain Cramer and
Bickel's 1922 account1 of 43 proved cases of
tuberculous meningitis which resolved spon-
taneously. Macgregor and Green in 1937,2
reviewing the pathology of tuberculosis,
concluded that meningitis may be arrested and
undergo clinical cure even when the CSF has
been infected. Serious meningitis is the term
sometimes applied to this form of tuberculous
meningitis, which has a good prognosis
(including spontaneous recovery) and was well
reviewed by Lincoln and Sewell in 1963.3 The
fact that two of these reports were published
in the pre-antibiotic era indicates that Dr
Cargill's comment on "how badly wrong they
got things in 'the old days' " is unjustified.
-ED, BMJ7.
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Anaemia in Indian childhood cirrhosis

SIR,-Dr M S Tanner and his colleagues in
their article on Indian childhood cirrhosis
presenting in Britain with orcein-positive
deposits in the liver and kidney (30 September,
p 928) state that "anaemia is a recognised
feature of Indian childhood cirrhosis, but it has
not been reported to be haemolytic." I would
like to bring it to their attention that haemolytic
anaemia has in fact been reported in this type
of cirrhosis,' though it was emphasised that the
degree ofanaemia was not always related to the
severity of haemolysis.

I wouild like to learn whether the levels
of caeruloplasmin and reduced glutathione
oferythrocytes were determined in this patient.

SINASI OZSOYLU
Department of Pediatric Medicine,
Hacettepe University Children's

Medical Center,
Ankara, Turkey

Perkash, A, et al, Archives of Disease in Childhood,
1971, 46, 46.

***We sent a copy of this letter to Dr Tanner
and his colleagues, whose reply is printed
below.-ED, BM_J.

SIR,-Although Perkash et al provided evi-
dence for haemolysis in Indian children with
cirrhosis, their data are difficult to interpret
because the children studied were aged
between 8 months and 12 years, whereas the
entity "Indian childhood cirrhosis" occurs
largely in the 1-3-year age group.' Further-
more, histological confirmation ofthe diagnosis
was available in only 20 of 55 cases. Thus
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