Letters to the editor

‘Maternal antecedents to cerebral palsy in preterm infants’
SIR-Peter Gray and colleagues’ recently reported a reduction
in the incidence of cerebral palsy (CP) in infants born
between 24 and 27 weeks’ gestation after antenatal adminis-
tration of corticosteroids, in comparison with control infants
matched for gestational age (odds ratio=0.4,95% CI1 0.1 to
0.98).

We have recently completed a similar study comparing 148
infants with CP with 291 matched control infants for all gesta-
tional ages, in which we examined antenatal variables. We
would like to report a very similar finding of a relative risk
ratio (RRR) of 0.44 (CI10.25 to 0.77, unadjusted for matching)
for preterm babies of less than 37 weeks’ gestation (25 of 78
infants with CB, 80 of 154 control infants).

If data pertaining to steroids given in labour are included,
the RRR is 0.49 (CI10.28 t0 0.86, p=0.013; 237 observations
included in the analysis; multivariate logistic regression was
used with adjustments for sex, plurality, primiparous or not,
and birthweight <2500 gor= 2500 g).

RRR for less than 32 weeks’ gestation at birth was 0.36 (CI
0.18t0 0.73, p=0.005; 155 observations included in the
analysis). Further breakdown of this group gave RRR of 0.29
(C10.06to 1.34, p=0.113; 37 observations included in the
analysis) for <27 weeks’ gestation and for 28 to 31 weeks the
RRR was 0.36 (C10.16 to 0.82, p=0.014; 118 observations
included in the analysis). For these further analyses, birth-
weight was not used as an adjustment variable.

Our data supports Dr Gray’s assertion that the use of ante-
natal steroids significantly reduces the risk of CP in babies
born before 32 weeks’ gestation.
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‘Sagittal sinus thrombosis in a teenager: homocystinuria associ-
ated with reversible antithrombin deficiency’

SIR-We report a 12-year-old male with superior sagittal sinus
thrombosis diagnosed on MRI. He had minor Marfanoid fea-
tures with long fingers, pectus excavatum, pes cavus, and long-
standing cognitive and behavioural difficulties. A diagnosis of
classical homocystinuria was made on the basis of a fasting
plasma homocysteine level of 246 pmol/l (reference:

5-15 pmol/l) and a plasma methionine of 413 pmol/l (refer-
ence: <77 umol/l). At the same time he was also found to have
areduced antithrombin (AT III) activity of 54% (reference:
78-124%). Antithrombin deficiency is usually autosomal dom-
inantbutboth parents had normal levels.

Initial treatment of his sinus thrombosis with intravenous
heparin was followed by subcutaneous low-molecular-weight
heparin. Homocystinuria was treated with pyridoxine with the
subsequent addition of betaine. Homocysteine and methion-
ine levels fell to 55 and 43 pumol/l respectively. Concurrently
the antithrombin activity increased to borderline low/normal
levels and anticoagulation treatment was discontinued. There
was a good clinical recovery from the sagittal sinus thrombosis.
The association of homocystinuria and antithrombin deficien-
cy has been described although the mechanism is unclear.’2 In
this case, as in previously reported cases, antithrombin defi-
ciency was corrected by treatment of the homocystinuria.

The phenotype of homocystinuria is variable and may be
subtle. When antithrombin deficiency is identified in the inves-
tigation of a thrombotic event, underlying homocystinuria
should be excluded. Where such an association exists, lifelong
anticoagulation can be avoided as antithrombin activity is cor-
rected by treatment of the homocystinuria.
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