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conscious. Her pulse rate was 90 beats/min and blood pressure 90/70 mm Hg.
There were no other abnormal physical signs. Plasma urea concentration
was 2-7 mmol/l (16-2 mg/100 ml), sodium 136 mmol(mEq)/l, potassium
3-3 mmol(mEq)/l, bicarbonate 23 mmol(mEq)/l, and glucose 6-3 mmol/l
(1 13 mg/l00 ml).

Gastric lavage was performed five hours after ingestion of the tablets. As
trilostane blocks synthesis of glucocorticoids she was treated with hydro-
cortisone 30 mg/day by mouth and her pulse rate, blood pressure, and
plasma potassium concentration were monitored carefully. Her blood
pressure remained in the range 100/60 mm Hg to 120/80 mm Hg; plasma
potassium concentration decreased to 3-1 mmol/l but did not fall further.

Comment

Trilostane is a new blocker of synthesis of glucocorticoids. It
blocks the enzyme 3 3-hydroxysteroid dehydrogenase by competitive
inhibition, thus lowering production of cortisol, aldosterone, and
deoxycorticosterone.' Its major indication is in the treatment of
Cushing's syndrome and primary aldosteronism,2 and it is being
used experimentally in premenstrual tension to alter the sex hormone
balance.
There are no reports of overdosage in humans. In rats and mice

the lethal dose for 50% is greater than 16 000 mg/kg body weight
(Sterling-Winthrop, unpublished observations). The theoretical risk
is of an addisonian crisis and an increase in serum potassium con-
centration. Trilostane decreases the potassium loss induced by
thiazide diuretics,3 which is of interest in this case as a thiazide diuretic
was also taken.
We conclude that trilostane overdosage with 3600 mg was safe in

our patient and emphasise that in cases of overdosage blood pressure
and plasma potassium concentration should be carefully monitored
and physiological replacement with glucocorticoids given. This may
be important if the use of trilostane for treating premenstrual tension
continues.

We are grateful to Dr J Costello for permission to report this case.
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"Claudication" of the sciatic nerve
We report a case of "ischaemic" sciatica that responded dramatically
to reconstructive surgery. We believe that this hitherto undescribed
syndrome may justifiably be termed "claudication" of the sciatic
nerve.

Case report

A 57 year old housewife, a heavy smoker, presented with a history of an
episode of acute back pain seven years previously. Eighteen months before
admission she had experienced further sudden lumbar pain after lifting,
which had radiated down the back of the right leg to the ankle, suggesting
a further disc protrusion. Although the initial severe pain had improved, a
constant ache persisted at rest, aggravated by sitting, standing, and walking
and relieved by lying flat. Its distribution corresponded to the territory
supplied by S 1. The persisting quality of the pain was unlike that of a disc
prolapse. The striking feature was that walking, in particular, worsened the
pain in the right buttock and leg in a way that indicated a claudication
effect related to ischaemia of the sciatic nerve. Walking also precipitated an
additional distinct pain in the muscles of the right calf, thigh, and buttock
after a distance of 30 m; this was typical of intermittent claudication and

forced her to stop at 200 m. The second pain subsided after five minutes'
rest, although the pre-exercise pain of sciatic distribution remained.
On examination there was normal spinal movement and straight leg

raising to 900 was painless bilaterally. Knee jerks were equal and ankle
reflexes absent. Only weak ankle pulses were felt on the right. All pulses
were palpable in the left leg. A lumbar x ray film showed minor osteophyte
lipping at L2 and L3. Doppler studies confirmed a reduced resting ankle
systolic pressure index of 0 85 on the right, falling to 0 37 after exercise.
The left side was normal. A translumbar aortogram (figure) showed bilateral
atheromatous iliac stenoses, more severe on the right. At operation bilateral
semiclosed aortoiliac endarterectomy was performed with Dacron patch
angioplasty: strong foot pulses were restored. The next morning she reported
that the continuous pain in the back and right leg had gone.
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Aortograms obtained before (top) and after (bottom) operation, showing
how severe occlusive disease of aortoiliac segment (arrowed) was rendered
widely patent by arterial reconstruction (arrowed).

Postoperative Doppler studies were repeatedly normal. Further aorto-
graphy showed a widely patent aortoiliac system (figure), and a selective
study confirmed that the right internal iliac circulation was normal. She
subsequently remained free of symptoms during 18 months of follow up.

Comment

Cord ischaemia due to lumbar artery occlusion and claudica-
tion of the cauda equina as a result of spinal stenosis' are well known.
Pain in the distribution of the sciatic nerve caused by aneurysm has
been described.2 Claudication, a term first used by Dejerine3 in
relation to the spinal cord, was extended by Blau and Logue4 to
claudication of the cauda equina. Claudication of the sciatic nerve
has not been previously reported. The inferior gluteal branch of the
internal iliac artery supplies the sciatic nerve in the gluteal fossa.
Impotence and gluteal claudication in Leriche's syndrome5 result
from low pressure in the internal iliac arteries.
Low back pain and buttock pain are often difficult to interpret on

clinical grounds. We considered that, in addition to having pain
caused by degenerative osteoarthritis, our patient had pain of sciatic
distribution that was ischaemic in origin as it was aggravated by
exercise and improved, but not abolished, by resting. More im-
portantly, it was immediately and completely abolished by internal
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iliac revascularisation. A bifurcation graft into the femoral arteries
might have relieved the claudication and made the sciatica worse in
this case by further diverting blood away from the pelvis and into
the legs. We suggest that clinicians should be alerted to the diagnosis
in a patient with pain of sciatic distribution related to exercise; poor
resting pulses and reflexes may be further reduced after exercise,
while a bruit in the region of the groin will be increased.
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Family histories of diabetes
mellitus in young African and
Indian diabetics

The principal genetic mechanisms in the pathogenesis of diabetes
mellitus appear to be different for insulin dependent and non-insulin
dependent diabetes.1 2 We carried out a study of the prevalence of the
disease in first degree relatives of young African and Indian diabetics.

Patients, methods, and results

We studied 118 Africans and 125 Indians who had developed diabetes
before the age of 35. Diagnosis of diabetes and classification into insulin
dependent and non-insulin dependent disease were based on the criteria
recommended by the World Health Organisation.3 The patients with
insulin dependent diabetes had always depended on insulin for control of
symptoms and prevention of basal ketosis. The family history was obtained
by questionnaire and confirmed at subsequent visits: only if a first degree
relative was affected was it deemed to be positive. For purposes of com-
parison 400 African and 450 Indian patients with no history of diabetes
who were attending the medical outpatients department were also asked
about a family history of diabetes.
A family history of diabetes was more common in both Indian (80%)

and African (37%) patients with non-insulin dependent diabetes than in
patients with insulin dependent diabetes or controls (table). Of the Indians
with non-insulin dependent diabetes, 46 (61%) had at least one parent and
15 (20%) both parents afflicted by the disease. In a third of the propositi
at least one sibling was affected. Of the African patients with non-insulin

dependent diabetes who gave a family history, all had one parent who was
affected and one had both. In both racial groups all affected relatives also
had non-insulin dependent diabetes.
A family history in patients with insulin dependent diabetes was sig-

nificantly more common in Indians (54%) than Africans (12%) (p<0-001)
and in the Indian diabetics than the non-diabetic Indians (p< 0 0005). A
family history was also more common in the Africans with insulin dependent
diabetes than the African controls. In both racial groups, with the exception
of three Indians and one African, all patients with insulin dependent
diabetes and a family history of diabetes had a relative with non-insulin
dependent diabetes.

Comment

The higher prevalence of a family history in Africans and Indians
with non-insulin dependent diabetes compared with those with
insulin dependent diabetes accords with results of other studies.' 2 A
family history of non-insulin dependent diabetes appears to be
particularly common in young Indians with the disease. Similar
findings have been observed in young white patients with non-insulin
dependent diabetes.4 In one study 85% of the young patients with
non-insulin dependent diabetes had at least one parent suffering
from the disease while 53% had an affected sibling.4 Among a group
of young Germans with non-insulin dependent diabetes 74% had
an affected parent.5 Although diabetes in a parent or sibling appears
to be less common among Indian or African patients compared with
these values, more cases might have been found if glucose tolerance
tests had been performed. The data in the Indian patients with
non-insulin dependent diabetes are compatible with the view that an
autosomal dominant mode of inheritance may play a part.' 4

On the other hand, the presence of a family history of non-insulin
dependent diabetes in almost half the Indians with insulin dependent
disease is remarkable both because of its usual relative rarity' and
because of its implication in the pathogenesis of insulin dependent
disease. Clearly, if non-insulin dependent diabetes in first degree
relatives is considered to be important in the evolution of both
non-insulin dependent and insulin dependent disease in the probands
then genetic heterogeneity of the disease in the first degree relatives
may offer the only rational explanation for the findings observed in
this study. Use of more specific markers might help to clarify the
role of genetic factors in these two types of diabetes.
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West KM. Epidemiology of diabetes mellitus and its vascular lesions. New
York: Elsevier, 1978.

2 Pyke DA, Nelson PG. Diabetes mellitus in identical twins. In: Creutzfeldt
W, Kobberling J, Neel JV, eds. The genetics of diabetes mellitus. Berlin:
Springer-Verlag, 1976:194-205.

3WHO Expert Committee on Diabetes Mellitus. Second report. WHO
Tech Rep Ser 1980;646:8-12.

4Tattersall RB, Fajans SS. A difference between the inheritance of classic
juvenile onset and maturity onset type diabetes of young people.
Diabetes 1975 ;24:44-53.

5Panzram G, Adolph W. Results of clinical and genetic studies in 58 non
insulin-dependent diabetes patients in childhood and youth. Diabeto-
logia 1981;21:76.

(Accepted 25 March 1983)

Department of Medicine, University of Natal, PO Box 17039, Con-
gella 4013, South Africa

M A K OMAR, FCP(SA), MRCP, senior physician and senior lecturer
A C ASMAL, MD, MRCP, associate professor

Correspondence to: Dr M A K Omar.

Prevalences offamily history in patients and controls, and significance of differences between groups (X2 test)

Insulin dependent diabetics Non-insulin dependent diabetics Non-diabetics

Africans Indians Africans Indians Africans Indians

No of patients 99 50 19 75 400 450
Male:female ratio 15:18 2:3 4:15 7:18
Mean age (years) at onset of diabetes (range) 23 (0-6-35) 17-5 (1-5-35) 30 (19-35) 26-8 (15-35)
No (0%) with family history of diabetes 12 (12) 27 (54) 7 (37) 60 (80) 5 (2-5) 59 (9-6)

pp<0 0005 -' p<0001
p < 0 0005 - I p < 0 0005

p<p<00005 1 0<00005
I p < 0 0005
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