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Research Letters

To the Editors:

Primary hypomagnesaemia with secondary hypocalcaemia in an infant

A 2-month old girl was transferred from General Hos-
pital Kurunegala to the Lady Ridgeway Hospital (LRH) in
September 1998 with a history of uncontrolled generalised
fits from the age of 6 weeks. Before 6 weeks the baby-had
been apparently normal. She is a product of a first cousin
marriage. The other two children are in good health. The
birth and neonatal histories were normal. The birth weight
was 3.65 kg. The baby was treated with phenobarbitone at
the Kurunegala Hospital with little effect. She was suck-
ing well throughout. A lumbar puncture done at the
Kurunegala Hospital revealed a normal CSE

At the LRH after taking blood for investigation, the
baby was started on a combination of calcium gluconate,
magnesium sulphate and pyridoxine. On the third day of
therapy fits were controlled. The blood glucose, blood
urea and serum electrolytes were normal but the serum
calcium level was 1.23 mmol/l (normal range 2.1-2.7 mmoV/).
After one week of therapy the magnesium sulphate and
pyridoxine were omitted. Six days later the baby again
developed fits. The serum calcium at this stage was 1.75
mmol/l and the serum magnesium 0.85 mg/dl (normal range
1.70-2.19 mg/dl). Magnesium sulphate was restarted and
within a few days the fits were controlled. After a few
days the calcium gluconate was omitted and the baby was
treated solely with magnesium sulphate. After 2 weeks of
therapy the serum calcium was 2.14 mmol/l and the serum
magnesium 1.41 mg/dl. After 2 months of therapy with
magnesium sulphate the serum calcium was 2.35 mmol/l
and the serum magnesium 1.79 mg/dl. There was no recur-
rence of fits. A diagnosis of primary hypomagnesaemia
with secondary hypocalcaemia was made.

Primary hypomagnesaemia with secondary hypocal-
caemia is a rare genetic disorder characterised by recur-

rent tetany or convulsions in early infancy, which are re-
fractory to calcium supplementation but respond to
magnesium treatment (1). In most patients primary
hypomagnesaemia is caused by a selective defect of mag-
nesium absorption in the small intestine, but the basic un-
derlying mechanism of this disease is unknown (2). Pri-
mary hypomagnesaemia has been previously described in
at least 30 patients and is thought to be an autosomal re-
cessive disease (3,4). The mechanism leading to hypocal-
caemia in hypomagnesaemia is controversial. Several fac-
tors have been proposed, such as end organ unrespon-
siveness to parathyroid hormone, impaired synthesis and
release of parathyroid hormone, and impaired formation of
25-dihydroxyvitamin D (5).
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