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Hypoparathyroidism

Lyh-Jyh Hao, Chwen-Yi Yang*, Hing-Chung Lam**, and Jenn-Kuen Lee**
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Hypoparathyroidism may be surgical, autoimmune, familial, or idiopathic. The most
common cause is injury or removal of the parathyroid glands during neck surgery.
Biochemically, the hallmarks of hypoparathyroidism are hypocalcemia,
hyperphosphatemia, and an inappropriately low or undetectable PTH level. But in the
pseudo- hypoparathyroidism, the PTH level will not decrease, even more elevated.
The major clinical presentations are the neuromuscular symptoms of chronic
hypocalcemia, including tetany, fingers, limbs, circumoral numbness, cramps,
elevated cerebrospinal fluid pressure, conscious disturbance, drowsiness, and organic

brain syndrome,



etc. Twenty percent children due to chronic hypocalcemia will have mental
retardation or calcium deposit in the soft tissue (such as cataract, basal ganglia
calcifications). The treatment of acute hypocalcemia includes IV calcium supply;
treatment of chronic hypocalcemia includes oral calcium and vitamin D.
Transplantation of parathyroid tissue is appealing but rarely possible. The goal should
be to maintain the serum calcium in a slightly low but asymptomatic range (8-8.6
mg/dl), urine calcium level below 30 mg/dl if possible. Regular follow up and
monitor serum calcium at least every 3 months are mandatory. (J Intern Med Taiwan
2003; 14: 264- 270 )



