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RBC 338 X10/mm®
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RRELEERE %84% 1%
a2 10,8 %
Jii 85 %
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&l
PRA 2.43 ng/ml/h
Aldosterone 7.8 ng/dl
17-0HCS  0.3~0.7 mg/day
17—KS§ 2.8~4.1 mg/day
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TSH 3.82 pIU/ml
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A case of isolated ACTH deficiency
manifested by hypoglycemic symptoms

Katsumi Hirahara®

We encountered a case of isclated ACTH deficiency manifested by hypoglycemic
symptoms. The patient complained of nonspecific symptoms such as general malaise,
fever, and anorexia. Considering that the patient had undergone washing drainage of
bilateral chronic subdural hematoma, cranial injury seems to be a possible cause of
isolated ACTH deficiency. However, cranial MRI and CT findings were unremarkable.
When middle—aged or elderly patients complain of general malaise, fatigability, weight
loss, hypoglycemia, anorexia and so forth and the cause of these symptoms is unknown,
isolated ACTH deficiency should be considered in the differential diagnosis.

Key words: isolated ACTH alone deficiency, hypoglycemia, chronic dural hematoma,
cortislo, CRH
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