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A Case of Adrenocortical Insufficiency with General Fatigue and

Hypercalcemia associated with Secondary Hypothyroidism

Kunihiro Iwamoto, Masako Murakami
Department of Internal Medicine, Shizuoka Red Cross Hospital

Takashi Oki, Hirotoshi Nakamura
Second Department of Medicine, Hamamatsu University School of Medicine

Abstract: A 74-year-old women with general fatigue and nausea was hospitalized.
Physical examination revealed severe lean, but no pigmentation, no goiter, no pretibial
edema. Blood examinations showed hypercalcemia and marked hypothyroidism, but
anti-thyroid antibodies were negative. Thyrotropin releasing hormone-stimulated thy-
roid stimulating hormone increased remarkably high. Serum cortisol level showed almost
normal, but urinary 17-hydroxycorticosteroid (17-OHCS) and 17-ketosteroid levels were
remarkably low with increased adrenocorticotropic hormone(ACTH). In both
corticotropin-releasing hormone loading and insulin-induced hypoglycemia, ACTH
showed hyper response but cortisol increase remains within lower normal range. The
response of cortisol, plasma aldosterone concentration and urinary 17-OHCS in response
to rapid ACTH loading and prolonged ACTH loading reached good normal range. No
finding of tumor or atrophy were showed in pituitary magnetic resonance imaging and
adorenal computed tomography. With glucocorticoid replacement, thyroid function,
increased ACTH level, general state were markedly improved. It has been suggested that
low bioactive ACTH might be possibly related to adrenocortical insufficiency, ac-
companied with secondary hypotyroidism.

Key word : Hypothyroidism, Adrenocortical insufficiency, Low bioactive ACTH
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