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SHORT REPORTS

Spontaneous remission of
secondary hyperparathyroidism in
patient receiving regular dialysis

Spontaneous remission of secondary hyperparathyroidism in a patient
receiving regular dialysis treatment is unusual. To our knowledge no
case has been reported.

Case report

A 30-year-old man presented in 1969 with a nephrotic syndrome. Renal
biopsy confirmed crescentic glomerulonephritis. He was treated with
immunosuppressive drugs and later progressed to end-stage renal failure. In
September 1971 regular haemodialysis was started. Apart from having an
episode of pleuropericardial effusion in April 1973, which needed to be
tapped, and undergoing rib resection for thoracic empyema he did well
receiving home haemodialysis and could work full time. In August 1979,
after developing haematuria and haemorrhage into the right kidney, which
had become multicystic, he underwent right nephrectomy. Cadaveric renal
transplantation was performed in November 1979, but the transplant had
to be removed six months later because of persistent urinary tract infections
and a ureteric leak.

Plasma calcium and inorganic phosphate concentrations and alkaline
phosphatase activity in 1974 and 1975 were within normal limits. By 1976,
though normocalcaemic, he had developed a raised alkaline phosphatase
activity and radiological evidence of subperiosteal erosions and pepper-pot
calvarium, characteristic of hyperparathyroidism. From May 1978 he was
treated with 1-a-hydroxycholecalciferol (1-a-OHD3) 1 jug daily, but this
had to be stopped in January 1979 because of hypercalcaemia. A month
later he started taking 0 25 ,ug daily, but this was stopped after the renal
transplantation.

After he began to receive home dialysis again in May 1980 his plasma
calcium concentration rose progressively from 2-65 mmol/l (10-6 mg/100 ml)
in June to 3-47 mmol/l (13-9 mg/100 ml) in October (figure). The plasma
parathyroid hormone concentration, estimated by Dr J L H O'Riordan
(Middlesex Hospital), was 960 ng/l and over 1000 ng/l in July and October
1980, respectively (normal less than 120 ng/l; amino-terminal specific
assay).'
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Serial blood measurements of calcium, phosphate, parathyroid hormone,
and alkaline phosphatase after home haemodialysis was started again in
May 1980. Hatched area indicates treatment with 1-a-hydroxycholecalciferol
(1-x-OHD3).

Conversion: SI to traditional units-Plasma calcium: 1 mmol/id4 mg/100
ml. Plasma phosphate: 1 mmol/l 3 2 mg/100 ml.

Parathyroidectomy was arranged but before the operation could be done
he was readmitted on 21 October 1980 because of malaise associated with
varying degrees of heart block, a painful throat, and dysphagia. His plasma
calcium concentration had fallen within seven days from 3-47 mmol/l (13-9
mg/100 ml) to 2-2 mmol/l (8-8 mg/100 ml), and seven days later it was 1 90
mmol/l (7-6 mg/100 ml). He was placed on 1-a-OHD3 2 tig daily, resulting
in a rise in plasma calcium concentration to 2 61 mmol/l (10-4 mg/100 ml)
within eight weeks, by which time his cardiac rhythm had also returned to
normal. The dose of I-a-OHD3 was subsequently progressively reduced and
was totally withdrawn on 29 January 1981. His plasma parathyroid hormone
concentration had fallen to 420 and 310 ng/l by December 1980 and April
1981 respectively. Radiological survey in October 1981 showed regression
towards normal of the finger and skull appearances (Dr A Carty). He
remained asymptomatic and was working full time, receiving home haemo-
dialysis.

Comment

The clinical, biochemical, and radiological findings were typical of
secondary hyperparathyroidism. Spontaneous biochemical remission
has been described in primary hyperparathyroidism2 and parathyroid
carcinoma.3 We have not seen any reports of remission in patients
with secondary hyperparathyroidism and end-stage renal failure
receiving regular haemodialysis such as is suggested by the sequence
of biochemical and radiological changes in our patient. We are not
sure of the exact mechanism of remission but postulate that infarction
of the parathyroid glands resulted from formation of calcium-
phosphate protein complexes within the glands.4 The subsequent
clinical wellbeing ofthe patient did not justify confirmatory exploration
of the parathyroid.

The assays of parathyroid hormone concentration were kindly performed
by Dr J L H O'Riordan, Middlesex Hospital, London. We thank Linda
Saxon for her secretarial help.
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Endogenous opioid poisoning?

A woman admitted to hospital because of a fracture of the femur
developed extreme respiratory depression that responded to the
opioid antagonist naloxone. It was concluded that the high opioid
concentrations found in her cerebrospinal fluid were due to an
endogenous met-enkephalin-like endorphin.

Case report

A 65-year-old woman fell from a bus sustaining an intertrochanteric
fracture of her left femur. When admitted to hospital she was alert and well
orientated. Four hours after admission she underwent an operation for
insertion of a Pugh nail. She was given pethidine 50 mg and atropine 0 4 mg
by intramuscular injection and then thiopentone 100 mg, nitrous oxide,
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