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A Case of Adrenocortical Adenoma Causing Subclinical Cushing'’'s Syndrome
Mistaken for Liddle's Syndrome
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Jang Yel Shin, Soon Hee Jungl, Choon Hee Chung

Division of Endocrinology and Metabolism, Department of Internal Medicine, Department of Pathology'
Yonsei University Wonju College of Medicine, Wonju, Korea

ABSTRACT

Subclinical Cushing’s syndrome is defined as an autonomous cortisol hyperproduction without specific
clinical signs of cortisol excess, but detectable biochemically as derangements of the hypothalamic
-pituitary-adrenal axis function. We report a case of a 33-year-old woman with subclinical Cushing’s syndrome
caused by left adrenocortical adenoma, mistaken for Liddle’s syndrome. The patient complained of fatigue.
Laboratory findings showed metabolic alkalosis, hypokalemia, high TTKG (transtubular K concentration
gradient), low plasma renin activity, and low serum aldosterone level, that findings implied as Liddle’s
syndrome. So we performed further study. Hormonal and radiologic studies revealed subclinical Cushing’s
syndrome with a left adrenal mass. The adrenal mass was resected and pathologically diagnosed as
adrenocortical adenoma. After the resection of the left adrenal mass, patient’s hormonal levels showed normal

range (J Kor Soc Endocrinol 21:58~62, 2006).
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Table 1. Hormonal Profiles in this Patient

Measured Reference Value
Serum aldosterone (ng/dL) < 1.0 4.0 ~ 31.0
Plasma renin activity (ng/mLj/hr) < 0.01 1.3 ~ 395
Serum cortisol (ug/dL) 8 AM 37.11 5~25
4 PM 33.84 2.5 ~ 125
Plasma ACTH (pg/mL) 8 AM <1 10 ~ 60
4 PM <1 6 ~ 30
24 hr urine free cortisol (ug/day) 355 20 ~ 90
17-KS (mg/day) 54 7 ~ 20
17-OHCS (mg/day) 10.9 3~15
VMA (mg/day) 1.2 0~38
Metanephrine (mg/day) 0.2 0~12
Epinephrine (ug/day) 1.3 0~ 20
Norepinephrine (pg/day) 0.7 15 ~ 80
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Fig. 2. Whole body scans were obtained 3 days (A), 5 days (B), 7 days (C) after injection of I-131 NP59 1 mCi.
Adrenal scan [59-[131I]iodocholesterol scanning (NP59 scan)] showed nodular activity in the region of left

adrenal gland.

| | | | 1 I
Fig. 3. The tumor (3.2 x 3 X 2 cm sized) is well
-circumscribed and bright yellow in color.

(8)

Fig. 4. Microscopic finding of the tumor. (A) The tumor is
well defined and composed of clear cells and
eosinophilic cells (H & E stain, x 20). (B) The
tumor cells have abundant clear cytoplasm and a
small round nucleus (H & E stain, x 200).
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Table 2. Hormonal Profiles Change after Operation in this Patient

Reference Value Measured
Before Op. Post Op. 1 Mo

Serum aldosterone (ng/dL) 4.0 ~ 31.0 <10 54.8

Plasma renin activity (ng/mLj/hr) 1.3 ~ 395 < 0.01 3.1

Serum cortisol (pug/dL) 8 A.M 5~25 37.11 11.46

Plasma ACTH (pg/mL) 8 A.M 10 ~ 60 <1 8.37

24 hr urine free cortisol (ug/day) 20 ~ 90 355 133

K (mmol/L) 35 ~ 51 3.1 4.3

CO, (mmol/L) 23.0 ~ 31.0 31.1 232
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