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A case of ACTH-independent macronodular adrenocortical hyperplasia
complicated by muscular atrophy of a lower extremity.
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Masanobu Kawakami, San-e Ishikawa
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Abstract

A 68-year-old man was admitted for evaluation of Cushing’s syndrome. He complained of muscular weakness 4 years previously,
and had been treated for diabetes mellitus and hypertension for 3 years. A local physician noted bilateral adrenal enlargement on
an abdominal CT scan. On admission physical examination, no Cushingoid signs were found. Laboratory results included 34.9 u
g/dL serum cortisol and less than 2 pg/mL plasma ACTH. Overnight administration of 0.5 mg dexamethasone did not suppress
serum cortisol. An abdominal CT scan depicted bilateral adrenal hyperplasia, 100 X 50 mm and 80 X 60 mm, indicating ACTH-
independent macronodular adrenocortical hyperplasia (AIMAH). We suggest that vasopressin receptor may be expressed in the
nodular tissues. Because of this patient’s serious concurrent conditions, including paroxysmal atrial fibrillation and herpes zoster,
adrenalectomy was not possible during this hospitalization. The present case illustrates that AIMAH left undiagnosed for a long
period produces muscular atrophy and reduces anti-inflammatory activity.
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