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Fig. 1. A 48-year'old woman with moon face and
typical cushingnoid appearance.

Table 1. Result of Dexamethasone Supression Test

Low-dose High-dose
basal Dexa Dexa
s-cortisol (ug/dl)  16.1(7-25) 26.0 26.2
p-ACTH (pg/ml)  3.5(20-80)
24 hr urine free 365.4

cortisol (ug/day)

A A#4d7444 Na 141 mEq/L, K 3.3mEq/L, Cl
104mEq/Lcl. &4 A3kl Ca 8.2mg/dl,
phosphorus 2.8 mg/dl, BUN 9.1 mg/dl, creatinine 0.6
mg/dl, AST 71 U/L, ALT 91 U/L, total cholesterol
200 mg/dl, triglyceride 142 mg/dl, HDL-cholesterol
38mg/dlo|$lx, T 157 mg/dl, A% 247 &
% 218 mg/digich WEul Hap4b cortisol 16.1 ug/dl
(8AM), 12.3 ug/dl (4PM), ACTH 3.5 pg/m! (8AM), 3.
3pg/ml(4PM) o1l erd, 244137k £HAAbolA $2]
cortisol 365.4 ug/dal (10~100ug/dal), 17-hydroxy-
corticosteroid (17-OHCS) 16.2 mg/day (2.4~6.4 mg/
day), 17-ketosteroid (17-KS) 24.0 mg/day(5.0~14.0
mg/day) o]%ict, A& dexamethasone o &7 A}
% 8% dexamethasone A A AAIA EF cor-

Fig. 2. Sella coronal CT showing no gross abnor-
mality.

Flg; 3. Abdominal CT showing bilateral mass lesions
of the adrenal glands. (arrows)

tisol X 25 95 ¢fgich(Table 1),

e FF XA #94 xe] Auidirl glgled,
Hetgd HarsihEag 4 °|"L’L <+ ¢idcH(Fig.
2). % dastg2dd4 2 Ao 4cms 3
7t FE&5F A& 2cme] F347) A%EP"‘D}(Flg 3).

Helu A Saby 274 $&2 249 2
A7 4.5cm, F7 15gm, #H& FA9 Fae 27
1.3cm, FA 2gme 2 Al A Fuje] M4 Baja)
A TEEE 9y vad 2 FHERY g2
727 FA £7F 2o, F4e A4 BAL e
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Fig. 4. Resected right and left adrenal tumors, 14 gm and 2gm in weight,

respectively. Both tumors are round, and well encapsulated.

Fig. 5. Cortical adenoma associated with Cushing’s
syndrome. The cortex adjacent to the adenoma
is atrophic, and capsular invasion is not noted
(H&E, x100).

A%l glglen, 3o Axdd A F43 o
o] BFAEA EAME S B, Wil &
Hoh} a2 gl (Fig 4). FddojAdA &
A% 4EF FHA FU £7L 2ied, FH=
A3 A 5@ AwA Hool A2 (Fig 5),
wlA AWF2E GHobe FuAzel 449 W
& AzAz o]FolA K FFe st §FYPoR
a5l At A wdgle] BFASA EAs A
Aek, FaMo g deof WYL Holx FH7 U

ot MEFde gisich(Fig. 6).
AL A+ Y 1594 FF 74 F
A 2

% Aduster g F ke

Fig. 6. Some of the cells are clear (lipid rich), while
others contain little or no lipid (compact cell)
(H&E, x400).

o}, 919 2595 cortisone acetate 15 mg- B85}
Al gl 24417 AW A A4 §-2] cortisol 833 ug/day,
17-OHCS 19.6 mg/day, 17-KS 14 mg/daysie™ ¢
%1 4294 cortisone acetate 10 mg2 -85}z E
skt
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A Case of Cushing’s Syndrome due to
Bilateral Adrenocortical Adenomas

Uk Hee Won, M.D., Jin Ahn Kim, M.D.
Sun Young Rha, M.D,, Yoon Sok Chung, M.D.

Hyun Chul Lee, M.D. and Kap Bum Huh, M.D.

Department of Internal Medicine, Yonsei University
College of Medicine, Seoul, Korea

Jung Soo Park, M.D.
Department of General Surgery

Soon Hee Sung, M.D.
Department of Pathology

ACTH-independent Cushing’s syndrome is caused by
autonomous production of cortisol, usually by an
adrenal adenoma, carcinoma, or primary adrenocortical
micronodular dysplasia. Cushing’s syndrome due to
adrenocortical adenoma usually has a unilateral lesion
and contralateral site becomes atrophic. We report a
rare case of Cushing’s syndrome caused by ACTH-
independent bilateral adrenocortical adenomas. A 48-
year-old woman presented with Cushingoid features,
diabetes mellitus and hypertension. Urinary free cortisol
and 17-hydroxycorticosteroid excretion were 365.4 ug/
day and 16.2 mg/day, respectively. Both were not sup-
pressed after administration of high-dose dexamethsone.
Plasma ACTH was 3.5 pg/ml. Abdominal C-T revealed
well defined bilateral adrenal tumors 4.0 cm in diameter
on the ventral side of the right renal upper pole and 2.0
cm in diameter on the ventral side of left renal upper
pole. Bilateral partial adrenalectomy was performed.
The both adrenal glands showed all the pathologic
features of adenoma.

Key Words: Cushing’s syndrome, Bilateral adreno-
cortical adenomas
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