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with severe pre-eclampsia than the control group. Four out of six
patients with severe pre-eclampsia delivered smallbabies (1050-1900g).
The figure shows the activity of prostacyclin-stimulating factor in

all patients and controls. No significant difference was found between
non-pregnant women and women in early pregnancy. In contrast,
a significant reduction (p < 0.01) in activity was observed in women in
late pregnancy. Patients with severe pre-eclampsia showed activities
within the range of those in the control, non-pregnant women but
significantly higher (p <0-01) than those in comparable women with
normal pregnancies.
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Discussion

This study shows that in early pregnancy the plasmatic
activity of prostacyclin-stimulating factor was comparable with
that in non-pregnant women, whereas in late pregnancy the
activity was significantly depressed. Activity was not low in
patients with severe pre-eclampsia. These results were surprising
because both animal and human studies had previously indicated
that vascular prostacyclin activity increased in late normal
pregnancy.6 16

Recently Lewis et al'7 reported that plasma concentrations of
6-keto-prostaglandin F,,, are similar in non-pregnant women
and women in early pregnancy but significantly higher in late
pregnancy. Possibly the activity of prostacyclin-stimulating
factor present in normal plasma is depressed in late normal
pregnancy by a feedback mechanism limiting an excessive
increase in vascular prostacyclin. In severe pre-eclampsia, when
vascular prostacyclin synthesis seems to be depressed,18 normal
activity might act as a reactive defence mechanism. This
interpretation is reinforced by the observation that in five
patients with malignant hypertension activity of prostacyclin-
stimulating factor was within the normal range (unpublished
results).

Besides perhaps being relevant to the pathogenesis of pre-
eclampsia, the present data suggest that more than one
mechanism might operate in the control of vascular prostacyclin
production in pregnancy.
The striking similarity between the behaviour of prostacyclin-

stimulating factor reported here and the response of blood
pressure to angiotensin II in normal and complicated pregnancy
merits comment. While the sensitivity to angiotensin II was
appreciably reduced in the third trimester of normal pregnancy,
it was within the normal range or even higher in patients with
pre-eclampsia examined during the third trimester.'9
The increased synthesis of prostacyclin may explain both the

resistance to angiotensin and the reduction in activity of
prostacyclin-stimulating factor seen in normal pregnancy.
Conversely, in pre-eclampsia normal angiotensin sensitivity and

activity of prostacyclin-stimulating factor might reflect a
reduction in synthesis of prostacyclin. The relations between
the factor(s) modulating sensitivity to angiotensin and the
plasma activity of prostacyclin-stimulating factor warrant
careful investigation.
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Correction

Effect of discotheque environment on epileptic children

An error occurred in this paper by Dr T P Berney and others (17 January,
p 180). The test statistic given in the Appendix should have read:

D1t2 - D2t1
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