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Normocalcaemic Primary Hyperparathyroidism and Renal Stone Formers

Dear Editor,

I read with interest the article by Yu et al 1 regarding the diagnosis of primary hyperparathyroidism
(PHPT) of a 67-year-old female with recurrent renal stone formation. The main problem with the identifica-
tion of PHPT among renal stone formers relates largely to patients with normocalcaemia or intermittent
hypercalcaemia 2. It is possible that the patient described in the article might have a normal serum calcium
at the first time of renal stone presentation. Interestingly, we have another patient with similar presenta-
tion. The patient was a 58-year-old male presented to Princess Margaret Hospital with recurrent renal
stone formation in 1993. The serum albumin-adjusted total calcium 3 on one occasion was 2.7 mmol/L
(normal: 2.2 - 2.6 mmol/L) and the levels remained normal for most of the times. However, the "theoretical
renal phosphate threshold” (TmP/GFR), which is a marker of the effect of parathyroid hormone (PTH) on
renal tubular phosphate handling 4, was 0.65 mmol/L (normal: 0.8-1.35 mmol/L). Based on the sup-
pressed TmP/GFR result, serum intact PTH was then performed and determined to be 12.4 pmol/L (nor-
mal: 1.16-5.67 pmol/L). Subsequently, a one-gram left parathyroid adenoma was identified at operation
and parathyroidectomy was then performed.

Although the hypercalcaemia in PHPT patients with renal stone formation may be intermittent, el-
evated serum parathyroid hormone and other integrated biological markers of parathyroid hyperactivity,
such as suppressed TmP/GFR, or increased urinary excretion of cAMP are persistent 5, as shown by the
above case . In addition, measurement of ionized calcium improves discrimination of borderline
hyperparathyroid patients 6, however, it is not widely available in Hong Kong. Finally, the diagnosis of
PHPT among renal stone formers should be considered if a mean total serum calcium greater than 2.5
mmol/L on three determinations 7.
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