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A case of adrenal Cushing’s syndrome with refractory edema

Kanako BEKKU'), Hiroki INOUEY, Yu IWASAKI", Naotsugu MURAKAMI",
Yoshiko KANEZAKIY, Yasumi SHINTANI", Michiko NONOGI?), Tomohiro MASHIMA®’,
Terumichi SHINTANI?’, Kenzo UEMA®’), Yoshiyuki FUJII*

1) Division of Metabolism and Endocrinology, Tokushima Red Cross Hospital
2 ) Division of General Internal Medicine, Tokushima Red Cross Hospital
3) Division of Urology, Tokushima Red Cross Hospital
4) Division of Diagnostic Pathology, Tokushima Red Cross Hospital

We report a case of adrenal Cushing’s syndrome with refractory edema in a woman in her 40s. She con-
sulted a nearby clinic because of generalized edema and body weight gain, but the cause was unclear. Her
symptoms did not improve after treatment with diuretics, and she consulted our hospital. On physical examina-
tion, she lacked features of Cushing’s syndrome, and laboratory examination showed eosinopenia (0.1-0.4%).
There were no hepatic, renal, or cardiac function abnormalities. Computed tomography revealed the presence
of a right adrenal tumor 20 mm in diameter. Plasma cortisol level was 18.4 pg/dl, which is within the normal
upper limit, but adrenocorticotropic hormone (ACTH) level was low at 1.0 pg/ml *T-adosterol scintigraphy
showed radioisotope accumulation in the same area of the right adrenal gland. The circadian rhythms of
plasma ACTH and cortisol were lost, and urinary free cortisol excretion was high at 110.9 pg/day. Plasma
cortisol was not suppressed upon dexamethasone suppression testing. Therefore, she was diagnosed with Cush-
ing’s syndrome caused by the right adrenal tumor. Laparoscopic right adrenalectomy was performed, and the
tumor was diagnosed as an adrenocortical adenoma using pathologic examination. Edema occurs in approxi-
mately 50% of patients with Cushing’s syndrome. However, in most cases, other signs of steroid excess, such
as other typical features of Cushing’s syndrome, hypertension, and impaired glucose tolerance, are recognized
as major symptoms. It is noteworthy that Cushing’s syndrome is rarely observed with refractory edema as in

this case.
Key words: edema, Cushing’s syndrome, adrenocortical adenoma
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