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A CASE OF PRE-CUSHING’S SYNDROME

Tomohiko Ichikawa, Yoshio Shiseki, Hidenori Sumiya,
Shigeo Isaka and Jun Shimazaki
From the Department of Urology, School of Medicine, Chiba University

Takashi Terano, Hirokazu Kobayashi, Kazuo Yamamoto,
Yasushi Tamura and Shou Yoshida
From the 2nd Department of Internal Medicine, School of Medicine, Chiba University

Osamu Matsuzaki
From the Division of Surgical Pathology, Chiba Cancer Center Hospital

A 66-year-old female was admitted to Chiba University Hospital for the evaluation of a left
adrenal mass which was incidentally discovered by computerized tomography. The patient had
no clinical signs of Cushing’s syndrome. Although the plasma ACTH level was suppressed, serum
cortisol and urinary 17-OHCS levels were normal. Serum cortisol was not suppressed by dexame-
thasone and loss of diurnal rhythm of cortisol was observed. Uptake of ¥'I-adosterol in the left
adrenal gland was noted, but no accumulation was observed in the right one. Left adrenalectomy
was performed. The tumor resected was 20X 22X 26 mm in size. Pathological diagnosis was adrenc-
cortical adenoma. Whether slight abnormality of adrenocortical function without clinical symptoms
observed in the present case would develop into a clinically typical Cushing’s syndrome remains
to be solved.

(Acta Urol. Jpn.. 38: 1031-1035, 1992)
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PRHCHIHE Ulehh - 1o, & o & 1T Lok
B CHC hemangioma % 4§ & e DS IEEIR D
T BROREEY LT\, 1991 43 AJEH CT HafT
Licd Z ABARCERIBCERLY 3 cm O 15
Sh, BEBEMCUERE_HRE2 L 5 A30ARE
ABEL D, NG WERREDF R Pre-Cushing fE
BEREOZMIC X FHEMCTINIZEI A 4 HYBA
Besins.

BUE : &k 150 cm, A8 54 kg, IMAE146/92 (=7
= V¥ VIREHF 60mg/ BPIRE) AuOtEImig, w8
B, K4 E D@5 Cushing FEERHC
N7 BT RixiBo b g - 7o (Fig. 1).

— R BRS¢ M5 ; WBC 3,900/mm?, RBC 405
73/mm?, Hb 12.5g/dl, Ht 37.1%, Pit 215 /mm?.
m¥AALs: © GOT 121U/1, GPT 91U/I, LDH
345 1U/1, Alp 1951U/l, TP 6.8 g/dl, Alb 3.9 g/dl,
UA 4.7mg/dl, BUN 13 mg/dl, Cre 0.63 mg/dl, T-

Fig. 1. Full-length portrait. No typical signs
of Cushing’s syndrome are observed.

Bil 0.6 mg/dl, D-Bil 0.1 mg/dl, I-Bil 0.5mg/dl,
TTT 09U, ZTT 75U, Na [39mEq/l, K 3.7
mEq/l, Cl 104 mEq/l, Ca 8.7 mg/dl, Mg 1.8 mg/
dl, I-P 2.8mg/dl, T-Cho 249 mg/dl. CRP <0.2
mg/dl, ZEMRF M 91 mg/dl. FR—A% : ¥ (—), pH
7.5, Ket (=), Pro (=), Bil (=), & 1.013.

MG WFAIRE - F ACTH (MEE %R LIk,
2—F SN, TAFATF Y, L=VviEKEIVTHhY
FHFEENTH . 2 —F VA DAREEIHEL
Twte. FHR¥ 24 VAR Qmg, 8mg) KT
me = —F S izl Eh$, CRF AT ACT-
H, 2—F VM ERIETH » fe BRIE Lz B
ACTH HRRABRCTERRIGTS >1c. RFT7 KL
FV v, JATFVFY Y, VMA 33XCTER
PP TH »7- (Table 1). F#- 75g OGTT Tl
RIF 2 — vaR L.

W2 m : JEE CT & TAEB LA ot—
IEEGE»Dt: (Fig. 2). BB ERRE T AR
EH %R e low echoic lesion % Fdfe. BU-
7 KNAT v —AEIB Y v F TR ERE DR ERE SR
DORENDERIIED bhish -7 (Fig. 3).

DIEX b, KEIMBREC X% Pre-Cushing fEfRR
LBMI L. 191469 AI3H & HEB T B S TH
Kk LU Y FIBAC X b R ERIB AT 2 BT
L.

FHFR - FBLZCE L TEREY Scm OEES
Bdlz. THILB TS TS R EY bt
2, TR O BERAGS SRS SC S h, K3
FHIRA SR UBES &M L, 85 ) v o
JERLRRD Bhieh o fe.

A 16g OLRIBAMK CEHE X EREE
MAx RECEST 5 i R 20x22 x 26
mm DOEBEOMEEI FEDOh BEHHSLEELT
o (Fig. 4).

REEMAT R - BB R oI PO L F
Bt DRtk s 453 5 LM (compact cell) ZE &
L, RIICH Ik E RT3 L BOBFEME  (cle
ar cell) # B HRAMORETH -7=. EEMED
—H Rt BAOBRENARD bhis. FE
MR AR LA R S i, B BRI &
DEAEX LR HFRERED bhigd -1 (Fig. 5).

WA MBAT = 4 FIXBCHFT Lich -7
BEIME 4 7 A0 L BEREAS b EXL LS
A Bicu.



Wl &b

Pre-Cushing fEf&ER

1033

Table 1. Endocrinological examinations
1. p-ACTH (pg/ml) 7.8 (10-40) s-aldosterone (pg/ml) 125.0 (10-180)
s-cortisol (zg/dl) 12.0 (5-20) s-DHEA-S (ng/ml) 543 (400-1500)
p-renin activity (ng/ml/h) 0.69(0.2-2.7)
u-17-OHCS (mg/day) 5.3 (2.2-7.3)  u-adrenarin (ug/day) 6.4 (3-15)
u-17-KS (mg/day) 4.4 (2.4-11.0) u-noradrenarin (ug/day) 56.8 (26-121)
u-free-cortisol (ug/day) 149  (30-100) u-VMA (mg/day) 2.6 (1.3-5.1)
2. Diurnal rhythm 8° 12° 16° 20° 24° 4 8°
s-cortisol (/lg/dl) 14.8 14.8 15.4 16.6 13.4 14.2 14.7
3. Dexamethasone suppression test 2 mg/day 8 mg/day
p-ACTH (pg/ml) 0.00 7.52 —
s-cortisol (zg/dl) 14.8 13.9 12.0
u-17-OHCS (mg/day) 7.1 7.9 7.0
4. CREF loading test 0 15’ 30 60 90’ 120’
p-ACTH (pg/ml) 7.8 9.1 11.4 27.6 11.7 10.9
s-cortisol (ug/dl) 12.0 13.1 18.4 22.4 20.7 19.5
5. Rapid ACTH loading test o 30 60’
s-cortisol (ug/dl) 11.7 23.9 28.0
s-aldosterone (pg/ml) 125 408 462
p-renin activity (ng/ml/h) 0.69 0.51 0.43

p:plasma. u:urinary. ( ) : normal value.

Examinations underlined demonstrate abnormal values or results.

Fig. 2 CT scan shows a homogeneous tumor
(arrow) in the left adrenal region.
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Fig 3. '"I-adosterol scintigraphy shows good
uptake of 'I-adosterol in the left
adrenal gland (arrow), and uptake of
131T-adosterol in the right adrenal gland

is suppressed.
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Fig. 4. Resected tumor shows yellowish brown
and black regions.

9% 19924

oSO My 1% . 'f,#«vi 1
R R L .0 2
e R LAY SN e ;',»/i-%
Histological examination shows adreno-
cortical adenoma consisting of large
amount of compact cells and small
amount of clear cells. H&E stain. X
100.

Table 2. Pre-Cushing ERIEDHREH

No #®EE  fm dy oem X Gy BRE® CHEER
1 Charbonnel” 55 & &  7.5X6X5 ! » ) ® M| o
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