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Secondary hyperparathyroidism commonly develops in patients with chronic kidney disease, leading to
mineral and bone disorder and cardiovascular complications. Hypocalcemia resulting from calcitriol deficiency
and tissue-resistance to parathyroid hormone, as well as hyperphosphatemia are the main causes of secondary
hyperparathyroidism. With the progression of hyperparathyroidism, a nodular pattern of parathyroid gland
hyperplasia arises in association with downregulation of calcium-sensing receptor and vitamin D receptor.
Conventional treatment with dietary phosphorus restriction, phosphate binders and active vitamin D analogs has
moderate efficacy but is also accompanied with adverse effects including hypercalcemia and increased calcium-
phosphorus product, a known risk factor for vascular calcification. To minimize irreversible complications,
aggressive treatment including percutaneous alcohol injection and parathyroidectomy should be considered
when hyperparathyroidism is refractory to medical treatment. Calcimimetic agent is a new type of therapeutic
drug and deserves further investigation. ( J Interm Med Taiwan 2009; 20: 30-35)
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