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%iﬁé%ﬂ 11.1 pg/ml ACTH - Cortisol HNZH)
Cortisol 18.1 pg/dl 6 I e
PRA 4.1 ng/ml/hr
Aldosterone 74.5 pg/ml ACTH 11.1 5.3
DHEA-S 383 ng/dl .

Adrenalin 0.013 ng/ml Cortisol 18.1 14.1
Noradrenaline 0.384 ng/ml
Dopamine <0.001 ng/ml 1 mg DEX #iill5ER
Free T4 1.1 ng/dl
Hif #

PRI
Free Cortisol 18.1 pg/day ACTH 1.1 <5.0
17-KS 5.13 mg/day Cortisol 18.1 9.5
17-OHCS 8.74 mg/day

= (HE &)L —~1g) el

2 WEARECRIEMEME (HE &%)
AIEENMERIB R E B (Macronodular Adrenocortical Hyperplasia)
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1W # 1M % 6M % 11IM # (HAL)
éf CT fifg
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al ACTH ?gf 17.7 6.0 pg/ml
22 Cortisol i 12.2 8.1 12.9 ug/dl
B Aldo. 33.8 67.0 pg/ml
& DHEA-S 310 201 ng/ml
GA 20.9 19.8 19.1 %
i HbA1c 7.9 7.2 %
1t FPG 137 168 235 123 mg/dl
it IRI 9.5 12.2 5.0 WIU/ml
HOMA-R 3.21 7.07 1.52
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Improvement in Insulin Resistance following Unilateral Adrenalectomy
in a Diabetes Mellitus Patient with Adrenocorticotropic Hormone-Independent
Macronodular Adrenal Hyperplasia (AIMAH)

Keiko MIYA!", Eri KONDO", Yo NAKAI", Eiji YAMAMOTO", Sunao SHIMADA",
Yoshiko KANEZAKIY, Yasumi SHINTANI!, Norio ONISHI?’, Ryozo SHIRONO?’, Shigeki ISHIHARA?®

1) Division of Metabolism and Endoclinology, Tokushima Red Cross Hospital
2 ) Division of Radiology, Tokushima Red Cross Hospital

3) Ishihara Clinic of Cardiovascular and Internal Medicine

Adrenocorticotropic hormone (ACTH)-independent macronodular adrenal hyperplasia (AIMAH) frequently
causes metabolic dysfunction and hypertension in the patient without typical Cushing’s appearance ; therefore, it
is called subclinical Cushing’s syndrome. We report the case of a 5l-year-old male presenting with diabetes
mellitus with AIMAH, whose insulin resistance was diminished following unilateral adrenalectomy. He was diag-
nosed with diabetes mellitus and dyslipidemia at 41 years of age. He visited our hospital when he was 51 yeas
old for poor glycemic control despite medication. Abdominal computed tomography (CT) revealed unsuspected
bilateral enlargement of adrenal glands (right side 37 mm, left side 17 mm). Both adrenal glands showed in-
tense "I-Adosterol accumulation. His serum corticosteroid levels had no diurnal variation and showed no
response to 1 mg dexamethasone loading test;however, his basal corticosteroid level (18.1pg/dl) was in the
normal range. Predominantly enlarged right adrenal gland was resected and confirmed as AIMAH based on
histological and endocrinological findings. The basal corticosteroid level of the patient was reduced (12.9ug/dl)
11 months after unilateral adrenalectomy, and his glycemic control improved due to an improvement in insulin
resistance (hemoglobin Aic (HbA1c) 7.2<7.9%, homeostasis model assessment for insulin resistance (HOMA-
R) 1.5<3.2). Following this clinical course, his insulin resistance was recognized with features of mild hyper-

cortisolism. Thus, unilateral adrenalectomy was an ameliorative therapy for subjects with AIMAH.

Key words: ACTH-independent Macronodular Adrenal Hyperplasia (AIMAH),

Subclinical Cushing’s syndrome, Insulin Resistance, Diabetes Mellitus
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