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A CASE OF CONCURRENT BILATERAL ADRENOCORTICAL
ADENOMA CAUSING CUSHING’S SYNDROME

Fumitaka Koca, Shuhei Sumi, Hiroshi UMEDA, Setsuo MAEDA,
Mikihiko Honpa, Yoshikatsu Hosova, Masataka Yano, Arihiro KoNiTa,
Sumie Suzuki and Ken-ichiro YosHIipA
From the Department of Urology, Dokkyo Uniuersity School of Medicine

A 43-year-old woman presented with obesity and lumbago. Endocrinological examinations
revealed normal plasma cortisol levels and a suppressed serum adrenocorticotropic hormone (ACTH)
level. On venous sampling, markedly elevated plasma cortisol levels were observed for bilateral
adrenal veins (243 and 62.3 ug/dl on the right and left sides, respectively). Although the computed
tomogram revealed bilaterally enlarged adrenal glands, "3'-adosterol scintigram showed a strong
uptake only on the right side. Right adrenalectomy successfully relieved Cushing’s syndrome.
Pathological diagnosis was adrenocortical adenoma, 3.5 cm in diameter.

Cushing’s syndrome recurred in 9 years. At that time, she underwent left subtotal adrenalectomy
including a 3-cm adrenocortical adenoma. Postoperative convalescence has been uneventful with oral

steroid supplementation.

All 14 previously reported cases of bilateral adrenocortical adenoma (BAA) causing Cushing’s
syndrome as well as the present case were concurrent and dominant in females of reproductive age.
This suggests that some cofactors other than ACTH, such as estrogen, contribute to the pathogenesis of

BAA.

(Acta Urol. Jpn. 43: 275-278, 1997)
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Table 1.

Dexamethasone (DXM) suppression test

preload DXM 2mg DXM 8 mg

Endocrinological studies

Ist admission 26* 28.4 30.5
2nd admission 18 — 16.4
Metyrapone (3 mg) test
preload  day 1 day 2 day 3
Ist admission 33 22 20.3 —
2nd admission 19.6 — — 28

* urinary level of 17-OHCS (mg/day)

B IR I O I 4% cortisol fE X & M &1 24.3, 62.3
pg/dl & T REFRDUEER (21.7 pg/dl) & HNEEZ
AL

B'1-adosterol scintigram TIZHBIBIZD A5E V&
fatg oz, LEDOBR LY, WMl cortisol EAEE!
FHEHIZ L A Cushing’s syndrome DEZW DT, hor-
monal activity 24FIZEVWHBIBEBIIF L, 4 A 24
BREBENARE2MM % 1T L, "'T-adosterol
scintigram T up-take % 528 7% W BB FEME (L ik
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ERERETH 7.

Witk 2 77 B H U CTHITE steroid EX B FIEL,
% D14 M 4% cortisol fE 13 15.0 ug/dl LLTF. M iE
ACTH fHix 4 ki@» 5 5.0 pg/ml THEMBL T 7z
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cortisol fi¥ 16.5 ug/dl & L RIEAAEDO SN, ¥
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7z,

% 2MEE AKRREB : & 150.2cm, AE 63.0kg,
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Fig. 1.

Computed tomogram demonstrated bllatcral swollen adrenal glands at
first admission.
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istopathological findings of left
adrenal gland. The adenoma was
dominantly composed of compact cells

with clusters of enlarged clear cells
(HE stain, X200).

o

Fig. 2.

Fig. 3. Microscopic examination of right
adrenal tumor revealed clear -cell-
dominant adenoma (HE stain, X200).
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drome * 2% 5 ACTH JFEAKTF 14 /8] 14 28 i & A
KiEE B (ACTH-independent bilateral adre-
nocortical macronodular hyperplasia: AIMAH) ®
RERF L LTHLESIFEN TS, ACTH D
FIRFEOHM AR L CRIBREVRIEMEBNK % Z
TR VEREE BB & 72 B 2 & ik Cohen 59,
Smal 57 L Y WESNTEY, &512 ACTH &
U EBATR 2 5 ACTH FEEKTF HOBRE~D
BITEBREEXONLER, T74bb ACTH KFHE
DIEFEBIVA L cortisol BREMFWFEL b DIRIED
BHEBY OFES T DRFEORBE 25T 5.
% B, ACTH KFMH D@ 5 Cushing’s disease
ZBWTLT LY ACTH ODEENRED SN D & IIR
LRWIZ e, I TWSH “ACTH 0:@% % i
WREE” 1, EBIZME ACTH DM BB E T %
¢, Hermus 5 4T3 L5, BEH*FHT 2
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Table 2. Sex and age distribution in
Cushing’s syndrome

Sex distribution Age
(male/female) distribution
Cushing’s 1/4.2 20-50
disease (peak : 30s)
Adenoma® 1/4.7 20-50
(peak : 30s)
BAA? 1/14 42.5+5.5%
AIMAH? 13/5 51.6+7.5%

*

D.US.M.

mean *standard deviation
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HRHIZ 7% <, BAA LW HER I, ACTH KEM
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