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Table 1. General laboratory data

Urinalysis Blood biochemistry
Protein ) ™ 6.7 g/dl BUN 11 mg/dl
Glucose  (+2) Alb 39 g/l Cre 0.3 mg/d
Occult blood (-) TIT 1.3 MKU CA 39 mgdl
Ketone ) ZTT 39 KU Na 142 mEg/L
) T-Bil 05 mgdl K 43 mEg/l.
Peripheral blood T-Cho 142 mgdl a 104 mig/l.
WBC  9.810/ul TG 114 mydl Ca 92 mgd
RBC 447 x 10l HDL-C 38.5 mg/di 3 3.2 mg/dl
Hb 12.1g/dl LDL-C 80.7 mg/dl
tt 38.7% AST  201UL FPG 182 mg/dl
MCV 86.61L ALT 211U libAlc 9.9 %
MCH =~ 27.1 pe LDH 184 IU/L Cer 545 ml/min
MCIIC - 313 % yGTP 271U/ ESR 29 mm/l h
Plate  27.2x 10%ul CK 43 1U/L CRP  0.62 mg/d

Table 2. Hormonal laboratory data

ACTH (pg/ml) 355 (7.4~55.7)
GH (ng/ml)  0.19 (<1.46)

cortisol (ug/dl) 17.03 (6.20~13.20)
DHEA-S (pg/dl) 138 (13-519)

IGF-1 (ng/ml) 136.0 (42~250) PRA (ng/ml/h) 05 (03~29)
TSH (WU/ml) 071 (0.27-4.2) ALDOST-P (ng/dl) 5.73 (2.99~15.9)
LH (miU/ml) 390 (1.27-9.57) UFC (ug/day) 12 (11.2-803)

FSH (mIU/ml) 10.49 (1.18~15.82)
PRL (ng/ml)  9.79 (4.29~13.69)
ADH (pg/ml) 0.7 (0.3-42)
FT3 (pg/ml) 201 (2.1-4.1)
FT4 (ng/dl) 1.2 (1.0-1.8)

17-OHCS (mg/day) 7.0 (2.9~11.6)
17-KS (mg/day) 137 (4.6~16.4)
Ald-U (ug/day) 28 (0.6~9.0)

Met-U (mg/day)  0.06 (0.05~0.20)
NM-U (mg/day)  0.06 (0.1~0.28)

Normal basal ranges arc indicated in parentheses.
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Table 3. Endocrinological examinations

(%) Circadian rhythm

Circadian rhythm First Admission Second Admission

(b) CRH or ACTH test

First Admission

Time 600 1130 1730 000 00 30 1730 000 Time (min) 0 30 e 9 120 0 30 60 9
T ACTH(gml) | 403 408 321 4 N4 P4 347 349 CRH ACTH(pg/ml) 450 115 665 576 620 395 865 549 463
cortisol (ug/dl) 1507 1302 1465 14.54 1703 1404 1904 1400 cortisol (ug/dl) 1393 2983 2473 1911 2299 19.19 3127 2425 19.0.
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FIG. 1. Dexamethasone suppression tests.

Incomplete suppressions of ACTH and cortisol were observed by 2 mg dexamethasone suppression,

not by 8 mg dexamethasone suppression at the second admission.

Abnormal or autonomous secretion of ACTH was confirmed by endocrinological studies at the second admission.
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October, 2009
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FIG. 2. CT scan and MRI of the bilateral adrenal tumor.

Second Admission

120

487

32033

Plain adrenal CT demonstrated right adrenal incidentaloma (white arrow) (A). MRI of abdomen showed the en-
largement of the right adrenal gland (1.9 x 2.2cm) at the first admission (white arrow) (B). The size of the right
adrenal tumor increased more than that of the first admission (1.8 x 2.7cm) (white arrow) (C).
The size of the left adrenal gland was slightly increased (white arrow head), but no apparent tumor was shown.
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FIG. 3. MRI findings of the pituitary gland.
Imaging films shown are colonal gadolinium-enhanced,
T1-weighted coronal images obtained at first and sec-
ond admissions.
No apparent microadenoma was shown in the sella
in MRI at the first admission.(A). Early (B) and late (C)
phase images of the dynamic serial acquisition of MRI
at the second admission. A small hypointense area
(white arrow) that corresponds to the microadenoma is
visible in the left part of the gland only during dynamic
MRI (B) and is hardly visible on C.

B4 pir B 0 2005 4F 7 H OBE DRI & DFAEREAL 2 U = A b
N2 ABERE DO REER CT M. F 7255 1 [l S A& A B by
MRI #8512 T A B I i K EE 20mm KO FERIPERA &
JERIE & NS Ei R PT B2 5200 72 (FIG. 2A, B). [Al4E
11 HE 1 ol H oK & ABERF Dk TLM MRI # 4Tl M
RIER. Fii. TREZORO SN o Emrt
W%%Wbﬁﬁﬁt@m3A)2%6“%2wumﬁﬁ
ABERFIZIE A N U D LS50 TR AL A T
C(FIG. 3B). #®WMTIEHR LR E O &R R+
2 REISPER A & 52 (FIG. 3C), /N F A& fs rﬂv&zu\
fé By KZ25o0—VElB Y v F 75 LI2B0 T,
L2 MloKEA IO ABERE & & BB S R A
uam\ A7 Il e mﬂmmmwmt (FIG. 4)
ool ARERNE. PRV I U TEREAAN -
FI AP T“?’fif@lflj,'.«;’jﬁﬁfbﬂﬁ'\ PREEIEE & 10 5 T
o TDHkE, 7 vy MEIHBE T, 2010 4%
TOWERAICTIE, FPERAEEEHREL O K& 1241t
7 A, ol & B 995 22 O B4 Kl A 52 T A (FIG.
20).

55 20 [8] B R N 43 s 3 Update Proceeding

Nov, 2005

April, 2006

FIG. 4. ™"I-adosterol scintigram of the adrenal glands.
The scintigram reveals dominant accumulation of the
radioisotope in right adrenal gland (white arrow).
The uptake in the left adrenal gland was within normal
limits.
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