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Case reports
CASE 1

The patient was a 19 year old previously healthy man who was injured
while ski jumping and sustained complete tetraplegia. X ray examinations
disdosed fractures of C4 and C5. On admission to hospital he had normal
serum concentrations of calcium, phosphate, creatinine, and parathyroid
and thyroid hormones. Repeated chest x ray films were normal, as were
x ray films of the skull, lumbar spine, and pelvis.
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Case 1. Serum and urinary calcium concentrations and drugs given to lower calcium concentrations. Horizon-
tal broken line indicates upper limit of normal for serum calcium (2-6 mmol/l (10-4 mg/100 ml)). Vertical
arrows represent two single injections of salcatonin, 400 MRC units each.

Conversion: SI to traditional units-Calcium: 1 mmol Z 40 mg. Sodium acid phosphate: 1 mmol phosphor-
us/24 h 31 mg/24 h.

Two months after the accident the serum calcium concentration increased
above 3 mmol/l (12 mg/100 ml) (figure); he developed anorexia, malaise,
vomiting, and abdominal pains, and his general condition declined. His
daily fluid intake was increased (3 1/day), and frusemide was given; the
serum calcium concentration and abdominal complaints remained un-
changed. Treatment with salcatonin (Miacalcic), 100-200 MRC units/24 h
intramuscularly or subcutaneously, was started, and the serum calcium
concentration decreased to 2-5 mmol/l (10 mg/100 ml) but then increased
again. Sodium acid phosphate was given by mouth; symptoms resolved,
and near normal serum calcium concentrations were established.

Four months after the start of the combined treatment his symptoms
and hypercalcaemia recurred, serum calcium concentrations exceeding
3 mmol/l (12 mg/100 ml) being recorded. It was then decided to try di-
sodium etidronate (Didronel) 5 mg/kg/24 h by mouth; salcatonin and
sodium acid phosphate were stopped. Within a month he had essentially
normal serum calcium concentrations, his gastrointestinal complaints had
resolved completely, and he began to gain weight. Two months after
disodium etidronate was stopped he still had normal serum calcium con-
centrations.

CASE 2

The patient was a 17 year old healthy man with normal serum calcium
concentrations. Three months after he was immobilised because of a fracture
at the level of C6-7 hypercalcaemia of 3-1 mmol/l (12-4 mg/100 ml) was
noted. Disodium etidronate 5 mg/kg/24 h was given by mouth. The serum
calcium concentration returned to normal in 10 days, and he was mobilised.
Fluid intake was 3 1/24 h, but no other measures were undertaken to lower
the serum calcium concentration.

OTHER FINDINGS

Urinary hydroxyproline concentrations were raised in both patients and
did not change during treatment with disodium etidronate. No side effects
of disodium etidronate were noted.

Comment

In both these patients serum calcium concentrations returned to
normal within one month after the start of treatment with disodium
etidronate. Interestingly, no changes occurred in urinary hydroxy-
proline excretion, a finding reported previously with treatment with
disodium etidronate and of unknown importance.3 The possibility
that the doses of the drug used in our patients were too low does not
seem likely.
Treatment with disodium etidronate confers a risk of developing

osteomalacia, and long term use of high doses should be avoided.
Disodium clodronate and disodium aminohydroxypropylidene-

diphosphonate show a lesser tendency to cause osteomalacia.4
Disodium clodronate prevents bone mineral loss and hypercalcaemia
in paraplegic patients, but has now been abandoned because of
potentially cancerigenic effects.

In conclusion, we suggest that disodium etidronate (5 mg/kg/24 h
for less than six months) or, preferably, disodium aminohydroxy-
propylidenediphosphonate be used in hypercalcaemia due to im-
mobilisation when conventional treatment is insufficient.
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Corrections

Potentiation of oral anticoagulants by ketoconazole

'We regret that an error occurred in the article by Dr Alastair G Smith (21
January, p 188). In the second line of the second paragraph of the case report
"blood clotting ratio" should read "British comparative ratio."

Effects of two antihistamine drugs on actual driving
performance

In the paper "Effects of two antihistamine drugs on actual driving perfor-
mance" by Tim Betts and colleagues (28 January, p 281) the doses of
triprolidine were inadvertently stated as 10 mg. The sentence relating to
dosage of this drug should, in fact, have read ". . . 5 mg triprolidine on the
Friday, three 5 mg doses on the Saturday, and a final 5 mg dose two hours
before testing on the Sunday."
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