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SHORT REPORTS

Absence of response of prolactin to
hypoglycaemia induced by insulin
in obese children

Kopelman et al found thiat in adults with a history of obesity from
early childhood there was no response of plasma prolactin concentra-
tion to symptomatic hypoglycaemia induced by intravenous injection
of insulin. 1 2 In contrast, release of prolactin was unimpaired in patients
in whom the obesity had occurred either during teenage years or later.
These findings suggested that in obese children there should be no
response of prolactin to induced hypoglycaemia. We carried out a study
to test this.

Subjects, methods, and results

We studied six obese children aged 4-13 and five obese adults aged 23-38
whose mean (SD) body weight was 127-2 (7-9)0O and 147-0 (30 8)°o of the
ideal, respectively. Seven non-obese children aged 6-12 and 11 non-obese
adults aged 19-23 were also studied as controls. Endocrinological examination
of the 11 obese subjects yielded normal results. Five of the six obese children
had a family history of obesity in their mother or father, or both. Obesity in
the five adults had ensued after adolescence. In all subjects the response of
plasma prolactin concentration to hypoglycaemia was monitored at 0, 15,
30, 45, 60, 90, and 120 minutes after an intravenous injection of insulin
(0-1 units/kg body weight). The blood glucose concentration 30 minutes after
administration of insulin in each subject decreased to less than half the basal
concentration for that subject and was lower than 2-8 mmol/l (50 mg/100 ml).
Plasma prolactin concentrations were measured by radioimmunoassay.
The response of plasma prolactin concentration to stimulation by thyro-

trophin releasing hormone (500 t'g) intravenously was normal in six obese
children. The response patterns of plasma prolactin concentration to the
induced hypoglycaemia were within normal limits in the obese adults and
non-obese adults and children but not in the obese children, in whom
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the mean plasma prolactin concentration, expressed as the mean percentage
of the basal plasma concentration, was lower than basal values (100%) 30 and
120 minutes after the administration of insulin (figure).
As the highest mean percentage occurred in the obese adults and non-

obese adults and children 45 minutes after the insulin was administered we
compared the mean percentage at 45 minutes in obese children with that in
the three other groups. The mean percentage in the obese children was signi-
ficantly lower than that in the non-obese children (p < 001), obese adults
(p < 0-05), and non-obese adults (p < 0 02) (Student's t test).

Comment

Hypoglycaemia normally acts via the hypothalamus to increase
secretion of prolactin by the pituitary. Our findings indicate that this
mechanism is disturbed in obese children.
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Cutaneous manifestations of zinc
deficiency during treatment with
anticonvulsants

Two primary zinc deficiency states occur in man-namely, endemic
nutritional zinc deficiency and acrodermatitis enteropathica, an in-
herited defect of zinc absorption.' Symptomatic secondary zinc
deficiency is rare and has occurred after total parenteral nutrition and
jejunoileal bypass operations and in chronic alcoholism.' To our know-
ledge it has not been reported in patients receiving anticonvulsants
or in ulcerative colitis per se. Zinc deficiency produces widespread
disturbances in growth, behaviour, and gastrointestinal function.'
Skin manifestations include an erosive anogenital dermatitis and a
condition similar to seborrhoeic dermatitis of the face with candidal
cheilitis. In chronic deficiency well demarcated scaly red-brown
plaques develop over bony prominences.

Case reports

CASE 1

In 1983 a 37 year old subnormal epileptic woman presented with a non-
itchy rash on one hand of two weeks' duration, which was unresponsive to
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