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obtained during the menstrual cycle,3 pregnancy,' and in cases of
amenorrhoea with normal LH and FSH responses to synthetic
gonadotrophin releasing hormone and with no pituitary tumour,3
indicating that prolactin secretion is stimulated by endogenous
oestrogens. Exogenous oestrogens also stimulate prolactin secretion
in women.5 Thus oestrogens are an important factor in the control
of prolactin secretion in humans. The decrease of serum prolactin
levels with age in women and their rising trend with age in men
is of practical value in interpreting the results of prolactin assays.
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Ischaemic brain damage of cerebral
perfusion failure type after
treatment of severe hypertension
Autoregulation of the cerebral circulation is a homoeostatic mechanism
whereby cerebral blood flow (CBF) is kept within normal limits over
a wide range of systemic arterial pressure.' In hypertensive patients
autoregulation is adapted to a high blood pressure so that symptoms
of brain ischaemia may develop during antihypertensive treatment at
a blood pressure that is well tolerated by normotensive people.2

Case reports

Case 1-A 60-year-old woman with a BP of 240/140 mm Hg, and bilateral
retinal haemorrhages and exudates but no papilloedema, was given in
addition to her usual treatment of methyldopa, 250 mg four times daily, an
oral dose of 25 mg bethanidine. Two hours later her BP was 120/85 mm Hg
and she was deeply unconscious. A few hours later she was lucid and by next
morning had returned to her former mental state. There were no focal
neurological signs. Bilateral angiography gave normal findings. The patient
died 12 days after the hypotensive episode.

Case 2-A 35-year-old woman with a BP of 240/170 mm Hg, bilateral
retinal haemorrhages, and papilloedema, and who had not been receiving
treatment for hypertension, was given 2-5 mg pentolinium intravenously.
Immediately after the injection, the BP fell briefly to an unrecordable level;
15 mintes later the BP was 120/100 mm Hg and within 24 hours it was
200/140 mm Hg. She remained unconscious for three days with bilateral
pyramidal tract signs and, although her conscious level improved thereafter,
her mental state remained grossly impaired until she died six months later.

Necropsy showed left ventricular hypertrophy in both cases. In case 1
there was unilateral atheromatous stenosis of the renal artery, and in case 2
the kidneys were small and showed microscopic features of progressive
systemic sclerosis. Evidence of "malignant" hypertension was seen in both
cases. The brains were fixed intact before dissection. In each there was
ischaemic damage in the boundary zones between the major arterial terri-
tories (fig) and variable damage in deeper structures. Reactive changes were
consistent with the damage having occurred at the time of the recorded
hypotensive episodes. Though moderately atheromatous, all the major
intracranial and extracranial' arteries were patent.
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Case 2. Distribution of infarction in the boundary zones
between the major arterial territories of the cerebral
and cerebellar hemispheres (hatched).

Discussion

The distribution of ischaemic brain damage in these two patients
is similar to the commonest pattern found with a precipitate reduction
in CBF resulting from a severe episode of hypotension both in man3
and in primates.4 There seems little doubt from the clinicopatho-
logical correlates that the boundary zone infarction in these cases
occurred because of the hypotensive episode precipitated by the anti-
hypertensive drugs. In particular, in case 1 the lowest BP recorded
was 120/85 mm Hg-a level well above the lower limit of effective
autoregulation in a normotensive person.5 Hence probably because of
impaired autoregulation this patient sustained a critical reduction in
cerebral blood flow at a level of BP that under normal circumstances
would not have given rise to concern.

Although the advantages of reducing the BP in patients with severe
hypertension usually outweigh the dangers of excessive lowering of
the BP, the two cases reported here show a potential hazard of
lowering it too rapidly in hypertensive patients and emphasise the
importance of titrating the dose of hypotensive agent against the level
of the blood pressure.
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