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ABEREBLIE | B K148cm K E52.2kg M1
148/68mHg & (—) FE(-) < dHkm
BRE (-) LHNCEE (-) TESCFHiE

BHYN, FIZESPH LT 28w L, L&k,
HEIBEETH -2, ME(-) BA TR
FE (-) NBcAMEEeEE (-) RBRES
IFIEETH -7z,

ABERERZEAT R (Table 1, 2) : #m—ig, I
BEE, EASDEITIER TH - 72. FBS 131mg/di,
HbAlc 7.7%:BELHL, BE~—»—i3
AFP 272.1ng/ml, PIVKA-II 1.5Au/ml & F5&
LTwiz, WFEseh & B#4kEIZ KICG0.17,
1543&8.4%, BUN24.6mg/dl, CRTNO.81mg/
dl, Ccrd7.1ml/min & {&TF L Tvs72, 1 HERH
£0A0.32g/day, 1 BR$EIIBEE TH-72.CRY
7 4 nzxe——Tiz HCV #ifk (82 #
), HCV-RNA * L iCBBHTH - 7=, BRay
I IIHER WA X 82 Lo - 72, RIEEE
ZMOERIIETBEERE THN S;Ic R
35X 29mNET 2 —JER %, EHREMCT &R
# (Fig. 1) TI3EERI3 LB 7 low density
area @39, &% CT CREEOERICHA
enhanced $1R» 3 5172, MRI (Fig. 2)
TIXEER T FAE& TR 7 HUISES
B, T.%AEGRTREREERL L (EH LN,
2, B F, Ga vy FCRERERONR
1B Lh -7z,

ABe242:8 (Fig. 3, Table 3) : $5R#%131200
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Table 1 Laboratory data on admission

RBC 449X 10° /el
Hb 14.9 g/dl
Ht 42.1%
Plt 13.4X10¢ /ul
WBC 6000 /ul
ESR 1h 27 mm
2h 58 mm
PT 125 %
Hpt 108 %
KICG 0.17
155 8.4 %
CH50 38.6 U/ml
C3 58.8 mg/dl
C4 19.7 mg/dl
IgG 1735.0 mg/dl
IgA 761.5 mg/dl
IgM 322.3 mg/dl
RA (+)
HBsAg (=)
anti-HBs (+)
HBeAg (=)
anti-HBe (+)

anti-HBc (X1) (+)
anti-HBc (x200) (—)

anti-HCV (-)
HCV #itk% 24 (+)
HCV-RNA (+)
Wa-R (=)

TTT 0.3 MU
ZTT 4.9 KU
GOT 20 IU/L
GPT 12 1IU/L
ALP 98 IU/L
LAP 56 IU/L
v-GTP 21 IU/L
CHE 112 1IU/L
LDH 437 IU/L
T. Chol 202 mg/dl
TG 143 mg/dl
TP 6.9 g/dl
Alb 4.31 g/dl
y-gl 18.1 %
A/G 1.61
AMY 115 IU/L
FBS 131 mg/dl
HbA,, 7.7 %
BUN 12.3 mg/dl
CRTN 0.81 mg/dl
Uric acid 5.6 mg/dl
JVvTF=r7)T7Z7 X 37.1 ml/min
CEA 2.12 ng/dl
CA19-9 63.9 U/ml
AFP 272.1 ng/ml
PIVKA-1II 0.21 AU/ml
urine ¥ (-) Efn (-)
—HR¥E 0.0 g/day
—HRPEA 0.32 g/day
—HRF 65 mcg/day
C-peptide
Occ. Blood o(-) G(-)

Table2 —HIM¥EEBHOEE

— H M HEEE (mg/dl) — B

WAR W&l BAN  AR%  SAa@m Y& PMgc  (g/day)
2/4 140 265 214 129 177 188 0.634
4/26 131 187 130 119 162 136 0.024

kcal DRERET > P o—nENTwiid,
5A17H TAE # B#y & L THEEHR 21T 72,
MR IEER A T — T VBRIEIC TERE N
Zwize, LBHEERER (Fig. 4) 217
fz & AR 2 TRk EZ ML C
FrEbAR, MEIR, ERBIRL & DERIBDHL
nrz, EFFBIIRIIAE BB & DIER L ) ik

L S;8E1RIC 34 X 24mm D FE BB BB H5RH &
iz %7z, PR CHRICEEIIZES LT,
Bio KEMRER 21T bEEEREBH LY
rotz, FAFT74¥XhT7—T 1% LIBHEE)
Bk & ERFEIRICES & 5 L RAB L, BRITFE
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FrapiRiEEsERm (TAE) #&L, FEEMIL
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Fig. 1 CT of the liver area.

a . Plain CT shows a low density area
at the S; segment.

b : Enhanced CT of the same slice after
injection of contrast media shows a
density peripheral lesion with a low
density area in it’s center.
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Table 3 Zefgikimys s REZEH OB

412 5/10 §/26  6/21 6/30 /4

TR (mo/de) 131 131 120 142 - 142
—HR+EA (9/day)| 032 0.24 0.12 - 020

N725% /> (ACR) d0mgByEEB % -
7. Z0®BENL Y /—BEEdE (PEIT)
#6A3HLLTHBIL, =5/ —NVRHE
ARIZ26mITH - 72, &B PEIT LB LT
— T AR % HifT L F B0 MBI K LR

Fig. 2 MRI image.
a [ T,-weighted image shows iso inten-
sity images at the S; segment.
b . T,- weighted image shows high
intensity images at the same seg-
ment.
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Fig. 4 Superior mesenteric angiography
a : Arteryal phase shows hypervascular
mass at the S; segment, and the
obstruction of the celiac artery.
b : Capillary phase shows the pooling
of the same segment.
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Senile diabetes mellitus complicated with celiac arterial
obliteration and hepatocellular carcinoma : A case report
Takahiko OkaA, Jun Tomopa, Haruhiko KoBaASHI,
Nobuyuki SAkAl, Kohsaku SakacucHi, Kazuhide YAaMAMoTo,
Toshihiro HicasH1, Toshio ITo, Gotaro YamMapa and Takao TsuJ
First Department of Internal Medicine,
Okayama University Medical School,
Okayama 700, Japan
(Director : Prof. T. Tsuji)

We report a 75-year-old female with diabetes mellitus complicated with celiac arterial

obliteration and hepatocellular carcinoma (HCC). She had been treated with diet therapy by

her family doctor for essential hypertension and diabetes mellitus and was referred to our

hospital because a space occupying lesion (SOL) was detected in the liver by abdominal CT

examination. The SOL was confirmed as hepatocellular carcinoma by ultrasonography and

magnetic resoance imaging. Celiac angiography revealed complete obliteration of the celiac

artery probably due to diabetic macroangiopathy. Since the deterioration of the liver function

was not conspicuous, it was suggested that the development of HCC was affected by diabetes

mellitus.



