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EEZONBIET VI —VERITIF% (nonalco-
holic steatohepatitis : BLF, NASH) 1%, * ¥ K
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4l TR NASH % £ - 72 B P3R4 Loxt
T BRSO 1 5% R L 720 T
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X0 YEeRERFEREBE R TH - 72, 2007 4E 3 A D

<2008 4F 12 H 17 H28 > BURIERE © KB #2
T104-0045 XM 5—1—1 EIAFALY 5 —
Hr YL BEA R

SE SN AE CIFIHE R IR 0 Lo 2380, JEE
AR CTHFNIRAE O, AAFE G
PO FHIBEONEICREERET I -2 RO /27
O, FEMFEEICERIABRE 7o 7.

ABEREHE © § & 154cm, fKE 52kg, 7 T A b
£ 95cm, BMI26.1, I+ 130/70mmHg, HRif 64
/5, 4. A, #¥ER L. B, %,
JHFIR & il U 7z o, TR & il L 722 o,

A BRI AR A A - T-Bil, FFIREREEE O L
H%u#AH7-(Table 1). HBsAg, HCVAD iZf&H:,
ICGRI15 & 28% T®H - 72, ZefEREmpE, Fekignh
OLERZRD, TTAMNMREDDETAIERY v
7Yy Fu— a0 ERIZER L7

JEER CT « FFisiid R m MM AR, FFAIEE OB
ik & PEBIRAE 2 & FIERIHAE I Fe FE VN 55 % 52
»7: (Fig.1).

LSRR AT PR H A R oA © T PR 18k
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(Fig. 2).

REOEEIEENE SR B I TR S
NIRRT FLBIRIE S 2 329 (Fig. 3),
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Table 1 Blood Chemistry Values Upon Admission

WBC 4,470 /ul T-Bil
RBC  411x10% /ul ¥GTP
Hb 11.6 g/dl ALP
Ht 364 % LDH
MCV 89 3 AST
Plt 20.6 x 104 /ul ALT
PT 94 % ChE
aPTT 23's TP
Fib 536 mg/dl Alb

BUN
HBs-Ag (=) Cr
HCV-Ab (=)

14 mg/dl Na 138 mEq/!
1,320 1U/1 K 39 mEq/I
1,664 1U/1 Cl 99 mEq/I

218 1U/1 P 49 mEq/I

139 1U/1 Ca 89 mEq/I

126 1U/1 glu 115 mg/dl
4,253 1U/1 HbAlc 99 %

7.3 g/dl T-chol 229 mg/dl

34 g/dl TG 155 mg/dl

12.8 mg/dl HDL-chol 56 mg/dl

0.55 mg/dl ICGR15 2.8 %
CA199 289 U/ml
CEA < 04 ng/ml

Fig. 1 Abdominal CT showed the space occupying
lesion extending from the hepatic hilar duct into

the upper common bile duct (arrowhead).

(TR LT 2 & th LRI & RO 7.

"Te-GSA ¥ ¥ F :HHI5=0598, LHL15=
0942 & IEHIEHEEFHIPAN T > 72.

ABetefEd « DLE X0, FFPIEIRE S O R
TINREZEYIBRM % F2E L7z, Liver damage A,
Child-Pugh 2 27 6 si(grade A), ICGR15(%),
HH15, LHL15 W §h b IEFMETH ) I Fhke
BRIFEZZ Bz *Te-GSA ¥ ¥ FIZTHK
i B BRA T D HE B IR T I RE AT 22.8% TH -
72728, PIRAHI TS % ZERe i 2 JifT L7z, 15
H#% 0 *Te-GSA ¥ v FTix, H#ERFTFHitEX
369% UL, XSICERIREZRE LA

Fig. 2 Endoscopic retrograde cholangiography sh-
owed stenosis of the hepatic hilar duct, in the direc-
tion of the liver, to the left included the left hepatic
duct (a), to the right, the branch of the right ante-
rior and posterior segmental hepatic ducts (b), and
in the direction of the duodenum, the upper com-
mon bile duct (c).

1213 391% LHEE SNz Z D4 BRI T 2 i
TL7-.
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Fig. 3 A papillary tumor was found in the area of

stenosis (arrowhead). Biopsy revealed a well to
moderately differentiated adenocarcinoma.

TR G & FR, AR IR R W IC T
O OB A AR L7, LFE L 2
AROERIRZENER 222G L WE L CHEFEL
7z

YIBRAEAFT A« A FE AR S LEBE IS
P TR ENES 2 32972 (Fig. 4).

TRHALRRZENRATAT L © pat Be-srmC, cire, #L
PHIZEA, 33x25% 1.1cm, tubl>tub2>>tub3,
int, INFB, lyl, v0, pn2, ss, s(—), pHinf0,
pGinfl, sPanc0, sDu0, pPVO0, pAO, pHMO, pDM1,
pEM1, pT2, pNO, pStage [l TH-o72. T &
R OFHLERIZ 13K 30% DRI & MRS O M
JHER A, ) v Bk, BAEERE 2 RO
NASH & #ZWrsh7: (Fig.5).
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Fig. 4 Invasive papillary tumor was found from
the confluence of the right and left hepatic ducts to
the upper bile duct (arrowhead).

Fig. 5 A diagnosis of NASH was determined by
the presence of lipid deposits of approximately
30% in background liver, ductular proliferation in
the portal vein, lymphocyte infiltration and bridg-
ing fibrosis.

LHIEEREE L O TNAFLD &g L. BAE,
NAFLD (& HARPERRIGIT A & Fe VeI 2%, FFRikE
fiE, A F T2 &4 ETH Y, NAFLD O o
R LUAHEERMSNASH E 2 6N T05.
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PRBGRFAZ BV CTHF IR ORBIAR R TH % 1#
2oV T, W OPDRFHDSRIBENT V5.
FeiFci, BFOIERIC B 2 IFHIR R & o R 2R
T d % BHLINL T HE G B 55 103 2 Wa 55278 &
n, ZoOENE L TR COMMERRES, 3
by B 7 EEREAR A, B I M %
Kupffer MilaOBERERE &2 LA S Tw 57,
%72, BB T 7V TIRIFOBREZEOE L WIF
FARESRE SN TBY, MBRIETICBY
LREEDOHEMATRIEINT VS,

INonZ Ehn, REFUERKEICIEZ NASH
OFEAEBEICHBT L2 T b v, —iEl
7 ML M4 Tld NASH O 2 iz Wi T
59 %72, US, CT, MRI I X 5 Wi{§z i<l
SR DL EORRIIITE B % R O KGR TR fE 72
A, HREEENRINI & IR PR o 85 <2, NItk
JF 2 DREBT & 2 IFHIIIESE, ANSENSIE, M
N JRARERIE K & 2 VISR L e E 2 b5 2 &
IWEETH 5. NASH OFEE W I 13T E Ko
MWL ELEZ 2 5 b, NASH TR
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72 NASH & HUHtPE R o> 8 51 12 55 &% CRP,
A A0 Y, TTARLK S F Y, LTF Y,
BALA P LAY —H—RENRNAHEIRTY
59 2S5, NASH 255Eb i B fEfN 34
B X BHMEZ W 2 BT 52 RETH 5.
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R0 FIZED X HITTREES I H.
RERADR, 4 ¥ 2 VPSR, U
B, EIRIMLAE B 7 & 03Y e 1d NASH O
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mack 5 '1&, BRIHIFREG] LA HT O #IE AT %58
COMVERRTTHo 722 Eh 5, Mo+
HIREENEETH L L LTWAE. FOKRED
JFAA T T FRIF O ZERE - BRAE & BHICBIR L C
WA EEFICBWTIRIEE 2 BRIFERED
60~70% F THFAIFCIBREM & S, A
Bl CIEmNEE I NITHFRETFDBRERIZ
ICGRI5 I W TkEES NS, 2L T, €L
D NI B A5 % 2 5 A 1T I3 PR ZEAR AT (portal
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vein embolization ; LLF, PVE) 2479 OA5—#1Y
TH5. NASH IZBWTIZZ D &) 2iF Ak
BHZRET B 720 DOREN R, SROMED
VETH 5.

AFEF)TIZ LA SR fEf ST D,
BEPRIE, BRI, BB & Vw72 DY X7 7 7
7y —EAFLTWZE, BRI B TS
LHEPORENEZED/-Z &5 5, NASH OFF
TE % 58 { %t /2. Child-Pugh 43, liver damage,
ICGR15, *"Tc-GSA ¥ ¥ FIZ & % IR ZERE 5] | 2
U7z aeaFili2» S R E I Fiige 2 A L T b
EER, 60% £ TOHYIBRIZWTRETH S &ML
7z.

PVE IZ & 2 BRI FEREZ L DM 5E 1213 CT volu-
metry 5% L b b, L L, FEERETIE
BHROBMEL FICHREDBINATE Z 5 Z & 2364
ENTBY?, CT volumetry (ZHIZJHFEFR 2l E
§ %7213 Td %723, PVE $ ORI T ifE O 5 il
ELTRAT D THLWRELS L. ZOR
"Tc-GSA ¥ ¥ FTlid, PVEHOD X ) IZ%ERTEL
FFERTEL VI DR % IO WT, Th
ZFNOMEETM 47D 2 LD TRETH 5%, A%
BITH *Tc-GSA ¥ ¥ FTD *Tc-GSA DHGAR
o SIRIFTlRE 2 57l L 72. PVE 12X o THR
HEY R OKRIF P 1E 228% 55 369% ~
EHRL, ARIREZR AR L72HE1213 39.1% &
e I NT728, Tl aE & FIT L 7z

Ltk KITHOHIMT 5 TH A9 NASH FERIIC
35 KREMYIERICB W TIE, NASH AR
GIHE - ECOfERKTTh s Z & 2k L, H
M E AR, WERPLETH L. T
NASH (2B 2 OB Lo 7012, 5%
LIRREDOMY], P RERFlE DR, JEBI D
MPLETH 5.
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A Case of Extended Right Hepatic Lobectomy for Hepatic Hilar Duct Cancer Complicated by
Nonalcoholic Steatohepatitis

Seiji Oguro, Takanori Aoki, Chikayoshi Tani, Sachiko Kenno,
Tatsushi Shimokuni, Kouji Okuda, Jouji Takada and Hiromi Hamada
Department of Surgery, Nikko Memorial Hospital

Hepatic resection in nonalcoholic steatohepatitis (NASH) requires a cautious preoperative evaluation and ap-
propriate resection due to possibly decreased hepatic function reserve caused by NASH. Our case involved a
71-year-old woman with elevated hepatobiliary enzyme and diagnosed with hepatic hilar duct cancer extend-
ing from the confluence of the right and left hepatic ducts to the right hepatic duct. Her history of diabetes,
hyperlipidemia, and fatty liver led us to suspect NASH. Hepatic function reserve was considered sufficient be-
cause ICGR15 and HH15 and LHL15 of *™Tc-GSA scintigraphy were normal. An increased estimated hepatic
function reserve of 39.1% was obtained by “"Tc¢-GSA scintigraphy following portal vein embolization, and ex-
tended right lobectomy was done. No signs of postoperative hepatic failure were seen and the patient has pro-
gressed well. Histopathological findings confirmed a diagnosis of NASH, suggesting that surgical methods and
evaluating hepatic function reserve as in cases of liver cirrhosis which center around ICGR15 and “"Tc-GCA
scintigraphy are useful in cases of NASH.
Key words : NASH, major hepatectomy, cholangiocarcinoma
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