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A 63-year-old male has GFR 15% of normal. What is the most
likely effect of his renal function on calcium homeostasis?

A. Hypercalcemia, high PTH and
negative Ca++ balance

Hypercalcemia, low PTH and
positive Ca+ balance

Hypocalcemia, high PTH and
negative Ca++ balance

Hypocalcemia, low PTH and
positive Ca+ balance
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