40 : 384 ir3 ;"1 50 #% 7 & (2009)
Table 1 Laboratory data
Hematology Biochemistry Tumor marker
WBC 6500 /uL TP 74 g/dL AFP 258 ng/mL
Neu 68.1 % Alb 36 g/dL AFP-L3 332 %
Lym 240 % AST 30 TU/L PIVKA-II 47,600 mAU/mL
RBC 459 x 10* /uL ALT 39 IU/L CEA 2.1 ng/mL
Hb 145 g/dL ALP 791 TU/L CA199 12 ng/mL
Ht 420 % LDH 196 IU/L SCC 0.7 ng/mL
Plt 282x10* /uL T-bil* 0.8 mg/dL CAl25 8.0 ng/mL
Coagulation test BUN 13 mg/dL CA15-3 122 ng/mL
T - Cre 0.56 mg/dL PSA 016 ng/mL
) sec
PT-INR 101 CRP 144 mg/dL Virus marker
APTT 416 sec HBs-Ag (—)
HBs-Ab (=)
HBc-Ab (=)
HBV-DNA (=)
HCV-Ab (~)
HCV-RNA (=)

Fig. 1 Abdominal CT images.
(a) 8 cm-diameter mass was detected in the right pubic bone.
(b) Another mass was located below the left-sided diaphragm.
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&Ho7:(Table1). CTIZTED LN T\ EEER D
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Fig. 2 Histopathological features of the tumor located in the right pubic bone. Tumor tissue
was examined by immunostaining with (a) hepatocyte, (b) CA19-9, and (c) AFP. Tumor
cells showed strong expression of hepatocyte and CA19-9, but not AFP expression.

Fig. 3 Peritoneoscopic findings.
An ectopic hepatocellular carcinoma, which was not
connected to liver tissue, but adhered to left-sided
diaphragm.
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Table 2 Reported cases of ectopic hepatocellular carcinoma
No | Author/Year | Age/Sex Location Size cm) | Virus marker ;‘t‘;’gs (rf;%,)
1 %gé‘é,cm/ 57/M | retroperitoneal space 24x18%x14 | not described | cirrhosis
2 | ipehi/ 67/M | abdominal cavity 11x9%x6 | not described | cirrhosis 4,000
3 | Ichikawa/ 51/M | abdomi i 22x16%x12 |HBs-Ag(—-) | cirrhosi L
19847 abdominal cavity ) 6x1. Bs-Ag ( —) | cirrhosis W
§ R 57/M | left intrathoracic space 4x37x17 |HBs-Ag(-) gg;‘;‘t‘jgs 1,600
5 | Ichikawa/ 52/M | abdominal cavi irrhosi 1
19847 abdominal cavity 23x15x10 | HBs-Ag(—) | cirrhosis w.nl
6 f;gg%r"/ 54/M | within gallbladder 10x10 not described | ) . 29,851
7| )oowaki/ | 55/M | intrathoracic space 15X6x6 HBs-Ag (- ) | cirrhosis 433
8 {(ngg%hara/ 64/M | abdominal cavity dissemination | not described ?i(:'rh osls 117,000
9 | Jusaiyama’ | 54/M | retroperitoneal space 9x9 HBsAg(—) |10, | 4650
1 § Saee 77/M | abdominal cavity 6x9x5 HBsAg(-) |10 . 1.260
1 lg’lggtzs};da/ 68/M | omentum 12x12%10 ggﬁ;f}fb( (‘_’) o e 12,790
12 | Nakapishi” | 63/M | retroperitoneal space 4 Hoy el 7)) | cirrhosis | 1983
13} o 59/M | left triangle ligament of liver | 15X 15 HBsAg (- ) ﬁ’gg‘;‘gg .
14 | [2KaSW/ | 57/M | left diaphragm 5x4 HBs-Ag(~) |20 2270
15 | Dasile 54/M | right chest wall 65x6x35 | not described |10 .
16 | 1aowabata’ | 74/M | left chest wall 12x6x 5 | HCV-Ab(+) ﬁ‘;;‘;‘;‘;s 4116
Tsujimoto/ . HBs-Ag(—) |no >
17| 19977 67/M | right mesocolon HCV-Ab ( — ) | cirrhosis | 1,000,000
18 i(g%%a]%)a s’ 65/M | ligamentum teres hepatis 5x5 not described ::li(t)'rh — 5,940
19 | Bai 1 : . . HBS’Ag( - ) no
ail/1999 65/F | left triangle ligament of liver | 6Xx55 HEV-Ab { ~ § | cirdhosis
20 ?ggzkgwa/ 64/M | gastric serosa 45%X2x%2 HBs-Ag(—) ﬁggzlziifis 4,900
21 go%alszgu/ 65/M | retroperitoneal space 7%x8 %{{g%&gb( (:_)) gi(x)'rhosis 2
22 | Sta/, 56/M | abdominal cavity ﬁ?i’&%‘( S |- 864
23 go%kfﬂam/ 47/F | gallbladder, adjacency of liver ?; XS ; 38 gg%ﬁng( (__)) gg rhosis 1
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o4 | b/ 66/M | right chest wall 17x10x | EVAR(7) jrome | wal
25 | HOASUnagA/ | 70/M | adjacency of liver 6 %@%‘(1 ’) g‘;;‘;’t‘l?fis 2,308
% ;ggg*:ghl/ 76/M | left diaphragm 4x5 HHBS’CVf\Agb‘(‘_’) 0 s 171
27 | AeuKamoto/ | 77/M | extrahepatic bile duct 52X25%2 gg%f’fb((;)) g’é;‘;‘gfis wal
BB | cBOtE 54/M | abdominal cavity 9 E}é%ﬁng((——)) T
Leone/ subdiaphragmatic lesion, left HBs-Ag(—) | not
29 | 200419 S4/F | ovary, right ovary, caecum | 10%6.18 HCV-Ab ( - ) | described
30 ]2"383% 62/M | abdominal cavity 9x7 gg%}f‘fb((__)) gg;cribe d
31 glo%rg%a/ 58/M | left triangle ligament of liver |2X15 g}é%ﬁgb( (__)) Iclg_ e 14
Tsushimi/ . . HBs-Ag(-) | no
32 200520 72/F | superior bile duct 25%22 HCV-Ab ( - ) | cirrhosis
Shigemori/ . . HBs-Ag(—) | no
33 2006 2 72/M | jejunum 14x10 HCV-Ab ( — ) | citrhosis 99,100
34 | Gardona/ 58/M 37x33 described | 1° L
2007 ) pancreas * ¥ not describe rirrhosis w.n
35 | Liu/20072% | 81/F | peritoneum 15x 10 ﬁgz%‘(:’) m o | 35350
Huang/ . HBs-Ag(—) |no
36 20073 62/F | left diaphragm 10x7x8 HCV-Ab ( - ) | cirrhosis 45,000
Kubota/ HBs-Ag(—-) | no
37 2007%) 56/M | pancreas 6.3%6.2 HCV-Ab ( - ) | cirrhosis
38 | poeonss/ 62/M | left chest wall 15 not described | cirrhosis | 16425
39 | gurrent 70/M | abdominal cavity 8,4 ggﬁ;%‘(:)) s 258

& (@ small accessory liver lobes i3, AN L EE
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A case of ectopic hepatocellular carcinoma with bone metastasis

Kaori Morita”, Eiji Mita”*, Changho Song", Takashi Ohta", Hiroko Hasegawa”, Shouichi Nakazuru”,
Takashi Toyama”, Noriyoshi Kuzushita”, Mitsuhiro Takada®, Masanori Tsujie”, Atsushi Miyamoto?,
Keiji Yamamoto®, Shoji Nakamori?, Michio Kato®

A 70-year-old man was admitted to our hospital with right breech pain. A right pubic bone tumor was iden-
tified by computed tomography. Using open surgical approach, the tumor was diagnosed histologically as a me-
tastasis of hepatocellular carcinoma, whereas no abnormal mass was detected in the liver. Instead further ex-
aminations revealed another tumor, which was not connected to liver tissue, but adhered to the left-sided dia-
phragm. Finally this tumor was diagnosed as an ectopic hepatocellular carcinoma.

Key words: ectopic hepatocellular carcinoma ectopic liver bone metastasis
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Peginterferon o-2b * Ribavirin Bk F#EIZB1T % 0-2/04 ratio % AV 72

8 A AN R T
FE BT HSEBGY BT MBY =W OEHRY mE ER

HE 1 8EY A NVARD C RIEBHISEFIC LT
Peginterferon o-2b - Ribavirin Bt F$##: (PEG/R) 217-
7oA, TR 12 8H F TIXTY 4 VAR 2logw
FKili LS 2 WER, b L<IX248H FTICHCV
RNA 2 BatAL L 2 WIERITIZ, SVR 2 65 BaAA
VT ENHOENTHA Y, L L & b BRI H#E
HEEZFHL, HEPEHZKY AL LATETH
hiE, BN S ICEREENLZ 2 v bATKEL
%A, SREFEAIZ1EIEY 4 VAED C RSN AE
B2k LT PEG/R % BE#E3% 53512 THT V-, 05 BdhE
MO ANARIINTZ 288264 BHDY A
W ZAROBAE, HHBENY HCV RNA Bt % Hwv

T, ZOHEHRMRETUT 52 L ERAL.

MEREFE 2004412 HHD 5 200646 H £ TIZPEG/
REBMBLA1EEY A VAR CRIBYEITF % 94 5
(B 4=55:39, k555102 &, #EIEHE 57 H,
FHEHSTH)) xR E L7z BRI 4 L ARIX 2290+
1420 KIU/mL, /M $id 163+55x10" /ul, ALT
12 742451U/L TH o7z, HFE O A4V ARITH
T22HHZLPTIC4HEBOIANAROBIFEE T
NZN 0-2 ratio 7 & WIZ 04 ratio L EH#KL, Zh A
2logo B2 5 bD% group A, 1logiH 5 2-logwET
Db D% groupB, 1/2% 5 1llognE TO b D%

100
77.4%
go | (24/31)
g
[
-
o
& byt "o
5) . ratio
@0-4
ratio
8.7%
0% (2/23) 0% 0% 0%
(0/10) -(0/18) (0/15) (0/7)
group A group B group C group D

Fig. 1 The rates of SVR according to 0-2/0-4 raitos groups.
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Peginterferon o-2b * Ribavirin BE RIS R 313 5 0-2/04 ratio & FH 7= R A 5 7

group C, 1/212i72%\b D% groupD LEkEL. &
BELCBITA SVREZRET L7, &8 SVRITHERRT
24 A% @ HCV RNA BatEpl & L7-.

2 : 02 ratio Tl&, group A 35 #, group B 21
#, group C23 %, groupD 15 B ETH I LT
X SVRFIIZFNFNTT4%, 421%, 87%, 0% TH-
72.0-4 ratio Ti&, group A 59 #l, group B 10 #l, group C
18 #l, groupD7BITH D, SVR FiZZFNEFN 642%,
0%, 0%, 0% TH -7 (Figl). w3ThdgroupB
THBH O M IMUEA D e hr o 7225, Fls, 74V A
B FHSOBRELL o FREFICIEIN—T
BTHEXZZBO L7 GHEBE2ZHABETICY
AN ABDTERBEO LU TSR S hdo 25,
HLCIZ4AH F T A IV ARDPIEHFTED 2-logw
PTFICh b hd oI, flicBunTiRENL
TANABRUILERLI LB TE D7

EE: SNOFERELY, HRAKK4IAHZITOR
B 4 v ZAEBHE RSO T E TREIZT S
EEZ BN FICERERREERERN 2 DN
ANVAZ T N—=ThE, HHFEEROTEE L) FHHIC
RDDLLENDLBHEIEROHLDDEEZ LN

F5|HE .

C BBMH £,

R vH—7x0 2 -
TEHERR T

N v R,

X#k 0 1) Fried MW, Shiffman ML, Reddy KR, et
al. N Eng ] Med 2002; 347: 975—982 2) Davis
GL, Wong JB, McHutchison JG, et al. Hepatology
2003; 38: 645—652 3) Anonymous. Hepatology
2002; 36: S3—S20

37 : 453

BNEE
0-2/0-4 ratios are predictor of virological
non-response to pegylated interferon alpha-2b plus
ribavirin therapy for patients with hepatitis C virus
of genotype 1b and high viral load

Yuko Inoue”, Kenya Iyoda?,
Noriyoshi Kuzushita?,
Eiji Mita®, Michio Kato”*

To optimize early identification of patients with
chronic hepatitis C who will fail to achieve sustained vi-
ral response (SVR) with pegylated interferon alpha-2b
plus ribavirin treatment, we investigated the dynamics
of hepatitis C virus (HCV) RNA levels during initial 4
weeks of the treatment. We defined ‘0-2 ratio’ as HCV
RNA quantitative decrease at week 2 in comparison
with the amount of HCV RNA just before the treat-
ment, and 04 ratio’ as that at week 4. We found that pa-
tients who showed 0-2 ratio of less than 1/2 or with 0-
4 ratio of less than 2-logw could not achieve SVR at
week 24 after the treatment. We concluded that 0-2/0-
4 ratios were novel predictors for non-SVR patients.
Key words: chronic hepatitis C,

pegylated interferon alpha-2b plus
ribavirin combination therapy,
prediction of treatment response
Kanzo 2008; 49: 452—453
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CHIFF%7 4 )V A (hepatitis C virus: HCV)
BREINTEI LA vy —7 20>
(mterferon IFN) GHRAEA S, CERIFF%
X A IRN IGROBERAEE o7 (F1).
RANZREN] Sz D1 IFN Bigh 24 JHE# T,
Wb W L G & XX 7z genotype 1 BT
MmIANVAE (7T 7)) aT7ERET
1mmwmafu—7&fnmmm,mw
2 7 HUE T 300fmol/L LA 1) FEBIDOEE) (su-
stained virological response:SVR) # |3 5%
WTHhor:., TOLOEELEEH &S
b, HATEBMEIIH LTINS )RS -
O—1%—DHEENERSWLZ LidEh
Tho72. £IRC20044HE 12 FIIRTL Y
¥ —7x1r (Peg-IFN), " /N¥1) ¥ (rib-
avirin:RBV) ffH#EAGET S, HROE
EEREPHEATHITRA L)k ot. £
DAEF SVR A5 L L, S#E T 56
BWOBLOILAKLTELLEVWZ L, AEETIE
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HEPIIERIEL T LE o7V R B,

milinE O C BIFF RO

i E D C BUFFROFHEE ST Ik §
% . Poynard 51, @M KEFEH L LT
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|1 CREFNICHTD ‘Peg-IFNIFNBE OEE

1992 4 IFN BUiG# (24 AOHIRS )
2001 4£ 12 B IFN - RBV i 24 85
CH LB 4 L X RIEH
b L <13 IFN HEh Az )
I & A IFN OFET
200242 H  IFN BB RO RIS 05T REC
20034 12 4 Peg-IFN o 2a BRI DK
(48 BDHIRD 1 )
2004 % 12 H  Peg-IFN « 2b - RBV fif [ 48 ;4
(X% 13 genotype 1 B>
B AL ARRES])
2005 4F 4 B IFN HBGEHEO B CESD AR
2005 % 12 H  Peg-IFN « 2b - RBV #F/ 24 J#7°
genotype 2 BID & A v A BAEF T

A RELS
200743 H  Peg-IFN « 2a * RBV ﬁ?mmﬁé ge-
notype 1 &1 - @& 4 )V A mAEGIZFER
¥ Peg-IFN - RBV #f O R I3 WA SH O b
DTH5.

HCV |ZJ&G: L 7-FeADEE T & B BED (4]
G O PR 2% A £ TORIME ] % RYE
WACRETLTWwB Y, Zhick b L, 30%
F TIZHCV G L TH % { DFEFIAAFRIZ
%A FTIC30ELEOYMEEST L0
L, FEEAE LI ONFEET TIZH
MEEEMIIERSND. S0ErMRb L%
HISELHLVWTHMAEICETFLTLE).
72 Wali b IEF B ORES % #8255 L, donor
DA BEENTHLIFHEICESL T TO
M 2TV BY, 405 & ) BEDORTE %
BHL 7258, BHFPHEZLC25ETO
WIE2S10ETH o 72023 L, 50 o
FHICIIBAE L T2 5 3 2.7 FE THAREZ IS
H#ETL T, 2%, EEEO CBIFRIE
AL D EFTA RN L 2 ER LTV 5
T 72, DAED S X HCV BEGAE RS & IF5
BORMICMT 28EPH5Y. Thbbil
12 & > THCV IZ&G: L 72 £ /A O JF
Fafa e e LT L Twa, 20285
&, BEHBORSIIFRBORY % HEd
T, 20 THmAEL T, 40 EICTREL

522 I

(%)
60 -

50 -
40 A
30
201

101

0..
INFE % IFNBi%k Peg-IFN IFN IFN  Peg-IFN
24) 48 B¥ +RBV +RBV +RBV
4818 24;8 488 488

1 genotype 1b *+ BIAILABBICTH T D 'Peg-
IFN/IFN &% OFENRE

Tb, IREEOS
WILDTHA,
PDEoZ s, SEE TIRRREMA»E
Wb EVvoT, FEENDOERRSIFEED
DAZHBLFTLOEV LTV v, IFN B
MUGHEA R KN 72EHIE SVR EFHE W2 &
bdH D, EiEE TR ERL Thiwn
FlClX IFN iERITEE S h, ) FL) F >
BME LTIV TFAF I VETIET S
F—ANEh o7, Lo LLEROowmED, &
WMELEHSAEZBEGHELFAL LD
(2, FEMAYIC ‘Peg-IFN/IFN iG#E % L &9
EVI)RNEELRILE 2> T 5,

FEERIE 60 RINTHD L

‘Peg-IFN/IFN aff DEREE

&, BAEMICEEE O ‘Peg-IFN/IFN if
B ORMEHBEL T INREEAI2? B
&b L ‘Peg-IFN/IFN {A#E IZId3Bk 4 2 H 5
K+ (HCV HloRf, HETLabbBERMD
W) AEEHREBEL T D, LA LIE
R E DO KEA ‘Peg-IFN/IFN iGH° D HIE
 HCVHERRIZB VT W D2 L, ki
2455 % ‘Peg-IFN/IFN 5%’ |3 genotype X°
EIHED AL L o TIE, B HHFED
HEH LRI RBEIHIC B2 T I L A
e e\, EoEHEETE HCOV HEBR 2 Hfg L
TWTYH, HRONBES A TFERINLGE
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HEZHE I ILRWIZEEEN TS, FT
(X genotype B (23T 72 & 5 & D ‘Peg-
IFN/IEN {6#° OBURE 5 5.

genotype 1b& - 94U
ABDEREICHTS 'Peg-

IFN/IFN ;&%

T 4 genotype 1b FITE 7 A )V A ®FEHIZ
MY AHEEEYEZD. 60 ~ 65 K CTEIMTER
%mr*amA%f# T, A RS A4
v (BIHZE) @Y 12 ‘Peg-IFN/IEN A #
fro THCVHR 2 HIEY. WRIEHETD
1L Peg-IFN «2b - RBV, ® L < I Peg-IFN
a2a + RBV il % 48 AMFTH. 4 F
74 OHRFHT, SEICBVTIREE
FtG B VIR E L TR a0 58 %
*HIETZ L2 TWA, {HERIE 128
H X TIZ HCV-RNA 7Bt L L 72 fEBI Tl &
BiE & W R ESVR 1% 6N 5 HEFRIL 70%1
(T, HCV #EBRIE Hariciffc & 5. L
L, 128 H F TIZ HCV-RNA 2B L 7%
W OD 24 HH F TIRMEALT S late
responder (2P L Tid SVR AR 720, &
4F54>@@E$@@inﬂiﬁ%$%
BOWEEFREL T 5D, BKD 60T
7, ZM b late responder (26 L 72 SR #
MM AMLET 252 X125 5T SVREDH L
WRINTVENHETH LD, FADIERZ
FEEEY DRV b, 48 W E B A 7R
BRI L 2 LEEMEEDIETIE (FEER
EEAS 48 WTATON/-720) RIES N TV
Wk, FEEETL.

65 A B2 HIEBIS L L XAPHEX AT 5
FEFNZA$ 2B L VEEIZIT)NETD
%. IFN - RBV ff L ToO®HE ThH S
7%, MEGROEIWEH OB IS (2
%, D7 ORHF ORECIRE S FHE L=
{7 >7T\5%. Peg-IFN - RBV it H# Tt
RBV DEIEH Td 5 B M E M AT ZHU

F, GEPHIIGBEVWATNE S —2AhH 5.

Wkl SVR # (3D T {, RBV O FH
WE & > THIEBIOB IR % A 5 THhH R
SN TwA, Hiramatsu 5 (30F HE SR 2
BHHICHb REA 2gdL UL EIRTF L7254,
;mv%zmmguﬁgié Lok o THEm
HEMOEFEZDETE S 2 L% &
“2by 2" HEHIE LATWA W,

K12 genotype 1b &l - &7 £ )V A& D HIK
HIEBI & 2 B, IFN HiA#R D L < 13 Peg-
IEN HUHGH TR L 72AEBNE, w0 nliGaepl
E[A U< Peg-IFN - RBV fif FI##: T HCV #E
BREHIET I L2 E 2720, IFN Baliasd
L < {& Peg-IFN HHGEE THEN TH - 72856
&, BAHOHFHE (MAREBL L
adherence VA - 72%), K (adherence X
100%T& - 7255, VibH W5 Null response T
Hol%), EHLIIBBFEDODEFAN—T 3
v BN EER L CEICITEEICHD 5
ETh5s.

‘Peg-IFN/IFN &9 O HIE#% HCV HER I
CEDOTIRBIHNE X 2 BV #
ALHE SN TS, IFN HOEFIRBEZ
W SN TV 575, IEN 300 J HAL % B¢
2~ 345 LT, HREAHR AFP HOKK
TZHROLERESRTVE W, 44T
IvCHFREFOEKILZ LN HIZHT
D, ZOL) R MADOHNEAH G EHE
THIESNEZ L2 .

genotype 1b & - DAL
ABDEMEICKTS ‘Pee-
IFN/IFN ;BE

COTN—=TEHA K54 2T, Falikm
%2 & Peg-IFN «2a HUfH 24 ~ 48 JAIGH, b L
<L IFN HUh 24 JH{GHE S HESE S e, PR
b5, SVRHEH 50%LL & [RBV i H
Bk BERRIIEET V] (A K51~
DEEEXZFDTIHIH) Z&h5H, 60~ 65
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WCAPHEDS Wi b HCV HERZ B L 72
GEREEZEZIV. LhL, 65 Bi 5D
RLAEPHEPEFHITIE, IFN D ERIAERD #
R WhBRETH D, FEGIZBL T,
HARIA L TRENTWASED, #E] SVR
BHRONLDo LEREZME L CHERS %
BT RETH5.

genotype 2 & - BigE®D
‘Peg-IFN/IFN ;&%

DT NV—TId ‘Peg-IFN/IFN {&#’ T
80%LL - SVR BAIFEFT X 5728, geno-
type 1b BUZ A S L FERAGIZIEHE X B T
LHONVBEIRTHA). A FNITA THRES
NTWBHEDIE, 2BTETAIVAELR S Peg-
IFN «2b - RBV §f ] 24 JiG#C, 2 BICTH
7 A v A&7 & Peg-IFN «2a Hijl 24 ~ 48 i
GHE, b LCIIIEN J 8 ~ 24 HIGH TH
o 120, 2R - @A NVAEEFTH -
T b RBV %] L % \» Peg-IEN « 2a Hijh
/IEN HLA T 50% 0L 1> SVR IZHIFET
E, BWHREORRICIZOE2EZETLHLE
VhhH, FHERGIZELTE, A4 FIAL4 2T
IRENTWAE D, I SVR A SNk
Mo 7o BRE MR L CHEET e RE TR &
TH5b.

HHOIC

R O CHIFFIZxt T A ‘Peg-IFN/IEN
GA IRIER OZE BRI IER RS (2
V., MEKROREDOHE LR L2, B
HEE% HCV HEBR 20 O IFBHEIIGZ 2 18 5
wERRALLDIILY, REDTRIPLE
Th2I.
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R

SHE (CH T B Peg-IFNa2b -
Ribavirinf¥ FBE A D 4FEC i

Key Words : aged patients, Peg-IFNo2b, ribavirin, HCV
genotype

i L &I

19894E |2 C BIfF 467 1 )V A (hepatitis C virus :

HCV) E R Sy, KITIE1992E 1 A2 56 C
RUSMHERF 22124004 % 1 > % — 7 = 0 ~ (interferon :

IFN) {6HA6 E - 72, BAAICARIREE T S 7ZIFN
B L), GEAR 2GR ICHIR S
TWwiiz0, Wbw 2 856 & IFEh/-HCV
genotype l I CEY A VAR(T ) a7 ER
#T100KIU/mi, 71— 74T 1Meq/ml, HCV
2 7 HuE T300fmol/LLL 1) EFI D %) (sustained
virological response . SVR) #(3 5 %Kil TH -
7z, TS EAFIIIFNGREICBE O %
G0, EELREVEREZELL L, SR THKBD
genotype 1 B - &7 4 LV A EAEFNIZxF LTS
VA7 - 1a=1) % —OIFNEHEESRIRS T
HhI M THorz., ZDH20014£12H 12
IFNo2b - V) 7N » (ribavirin . RBV) §f F #
PRBE & o7z, £ L T2004F12H (21ER
74 4% —7zua2b(Peg-IFNo2b) - RBVH
H & ED genotype 1 Bl - By A 0V A EFEFx
LA SN, &I R HEROFEEEREHARIT
TOUITRAA L)ool ZOMESVRE L L
L(E1), BEEIHT2HBFOHDILAL

46 437

fmé 2%

T&7. ARTRIT EimED CBFROFF
BEEHROLEN 3L, PeglFNa2b - RBV
B I EOR M B2 (B, AL D[ Peg-
IFN/IFN# JIZRBVEE A - JEHEH O Peg-IFNA
BB LUVIFNEEESEKEZ ST L L T5).

EEEy 3 C T REE

BHEDOERYE0FLLEIZT 2, 65 L
T A20RBEROSPNDLEZATHY,
WEoTHELL. LAL, CHFRBENS
MLASEATVWAZ LT ENDOLVWEETH
5. BEIEBIZAS 5[ PegIFN/IFNiA#E | OSVRE
RS &, IFNHHEGEE L 0 REEH O % v
B, SVRIZEHIZE L - 7-(F1). SVRE[H
EDOTVL—2 Z)V—IIRBV & OHHATREIZ %2 o
22 ElHBH. Thbb#kihe (genotype 1 B -
B AV Af) OSVRERIZIFN BHA B D 5
%A A 5, IFN - RBVHF 2485 T15~20%
T L, HEDPegIFNo2b - RBVH H48:H
BIETIE50%RIEICMELTWwaA, LaL, IFN
HAERD RN G STh S, ZOIFN - RBV
PERHORREH £ TR DA RN, #
OBIZEERIIHBILLTLE- 2L E 2 5.

SEED C B RDOFH

g O C BIFF ROUF# % I A B &,
Poynard & (Z# LR HH 7 L THCVIZERG: L

* Peg-IFNw2b and ribavirin combination therapy in aged patients with chronic hepatitis C.
** Eiji MITA, M.D., Ph.D. & Michio KATO, M.D., Ph.D.: KIR[E# & » & —H1L2#8H(&540-0006 KPR T Ao [X 3
[J372-1-14 ] ; Department of Gastroenterology and Hepatology, Osaka National Hospital, Osaka 540-0006, JA-
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AL & B H46% a5

Peg-IFNo2b

- RBVfit 488

SVR®E

1992 1994 1996 1998

(FERE )

2000 2002 2004 2006 2008

B 1 HCV genotype 1 & - &y 1 )V XBEGIC I T BIFN/Peg-IFNASR | DSVREHE

7-REH A B E T & 5 BEDOTHCVAIES A & FTE
N7 B TORAM | % BRGAFE R RIS HET L Tw
%Y, FRUZL B L, 30T TICHCVESL T
% { DIEFIAFFREZ 272 5 F TIZ304ELL E o
MeBETLHDIIL, FE2E < 2 5IC2Nhf
AT TICh0AEEMIZEMRINS. 50 %8
ZBELHHISEL LWTHFEEISEITLTL
¥9. F/AWali b 3FERORER 25T L, donor
DFFEABEIN T2 LFHEICES FTOH
MAEBRE L TWAY, 40 L ) BEEOFIRE R
L7354, BHFHFEEICL 2 TOHM
DI0ETH 72D L, S0 L ORI T
B L Th 6 2.7 CHEERISET L T,
2%, HiE O CBIF RIS
BWILREKRLTWES,

F 7z, AFA S IIHCVIRSAE R & T8 DOBE
BT 2EVH LY. Thbb, BWlIZLo
THCVIZ G L 724 H 25 D IR & 5AE L
TR LTWS, FhICk 2 e, BREHEO
REIHBEBOBH L BELT, 20 TS
LTdH, 40 TERELTH, FRBOHIRE
60 LLETH A L LT A, iEH, HCVER
L THhLIETEREEINTVD, LA
60RE L L &) “EER ASHCVIZ X B3I
IEETHHEREL TS,

DEoZEhrs, s TIIREME» EY
ol wvoT, HEENDERSCHAERD ) X
T LSV EIEE 2 v, IFNEGEDS

A SNEIISVRESENZ L b H Y, HilhE
THAMALATER L T2 WHITIZIFNG# T
wEEN, F)VFLV)FUOBFRTILYFFF Y
I—VEBERTNETLr—AdNE o7, LI L
FROBRED, HimEdRH S 2 ELTERK
FHEEL L 912, fEMEAYIZ[PegIFN/IFNE# | %
FTHRML 2o TD, HERFBFERRED18
MR ROGET A F2008° |12 % [PegIFN/IFNG
BIOBILIZ OV T ORI D 1), RBVHEFHE
DEM EREZ65~75m e LTwa, 2F ) &g
HTOHLEBELS L WAL, PeglFNoa2b - RBV
PFRBEERE T A& TH 5.

LEHI $5(F B Peg-IFNa2b « RBV
HREEDFEHSH (M 2)

20044F12 B DARBRETT L%, 20084 1 A T
2B ETIZ41960 0 C RS MERF % B % IC Peg-
IFNo2b - RBVBEF#EE 247> T b, HCV geno-
type 1 RIOE 7 4 )V A BAEF]IE34260 T, #EHE
521260, ExEHF130BTH o7, Thb
A AERGHIZ AT B & Wl 560 T 605k A i A 141
1(66.5%), 60~64%A%34%1(16.0%), 65mLLL
AB761(17.5%) T - 72, B 5H112605% KA
6561 (50.0%), 60~647%A3326(24.6%), 65m%LL
EA33361(254%) ThH o7z, BEEE60RL L&
EFELTH, 65EFEFLLTH, WEIKGHIIC
HAERE5FE#ME I ERTH -7, BEIFN
B TSVRAE H 1Y, Peg-IFNo2b - RBVHEH
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genotype 1 &Y genotype 1 & genotype 2 & genotype 2 &
L EPIFS ELEPIFS | ELEPIYS ELEPIFS
#E S5 Bigs5l YER S5 BREAH
(n=212) (n=130) g (n=53) ’ (n=24)

65

141
(66.5%)

| (50.0%)

(11.3%

(86.8%)

(] eomki

60~644%

B 650t

E2 4RI B BPeg-IFNa2b + RBVH EREEE O FE iR

%1 Peg-IFNa2b® & URBVOIEMRS &

Peg-IFNo2b
Pt k! VPSP
35~45 60 pg
46~60 80 ug
61~75 100 pg
76~90 120 ug
91~120 150 pg
RBV ‘
BEOKE (LA R=® 1% 7+)200mg)
1 HoxER  Wli#k ARtk
60kgll 600mg 200mg 400mg
60kg % i 2.
80kg bl F 800mg 400mg 400mg
S0kgk 2 5 1,000mg 400mg 600mg

L FEOMICERMILLAZEERLTVA,
HCV genotype 2 BIFEF] b [RIFR O % 728 72,

Peg-IFNo2b + RBV BEEED
B & RBRDREFHE

A3 TldPegIFNa2b - RBVHE #2172 5
HRBEHFRBTHIR SN TS, Dgenotype
1BTEIANVAEES I L TIZ48:4,
(@genotype 2 BITE ™ 1 )V ARFEFNIZ L Tl
24;H DOPeg-IFNo2b - RBVHE FI#EENZBDH b T
WA, HEMBUNOERORS HEICELT
EELCLTHA.

FHOWELPIHIISVRELXE L KT SE5
720, HohLOTRGHOKRMIMLT — % TihH#E

WD RE L BEEFE LIZY ATV, T
bbb, HIMEEA,000/mm3Ll b F 72 i34F sk
¥451,500/mm*LL Lk, [/ MR EA$100,000/mm?® LA
E, NEFOE Y (Hb)iREA12g/diLl EH S Z
EREFLWwEENRTWS,
Peg-IFNo2b$ & URBVIIAEE 2 H b4 745
BEARESINTWAS, PeglFNa2b(~_7 4 » ko
YO IAE 1 kg2 70 1ougx B 1 B FiET
5 (F1). PegIFNo2a(~X# ¥ A®) AUKE D
bLbT—EREHKGTHDLIIMNBHTHS.
—7, RBV(L X k= ® 174 7+t1200mg)id
1 HE & L THRE60kgLL T 7% 5600mg, 60 ~80kg
7 5800mg, 80kglh b7 51,000mg& %2 b, AR
BEABBIZTITTART 5.
FRMF—7 %2 b &I LzEE - kD
RESNTWA, PeglIFNo2b (w7 A » k1 ®)
(2 & 2B BEEIH T B LR/ S AP ER B R L MR A
KT L7354, $/2RBV(LARP—®)IZL A
& M CHbEAYE T L 723541213 2, 3 178
L7 ISR > T D L < IEHIE%1T) . Peg-
IFNo2b - RBVEF#E: 2 B1) 2 KA1 (F MR/
IFrpEkEL, M/VREL, HOE) OF = v 7 13
&L, REMG,S 8EE FTIdEARIEL,
FO®BIZAEMIZIEF =y 73500kl
THhAb. L5L, IFN - RBVHEH#EETOHRED
THAHD, Hka TRMEROBIEROERA
EBEE (HARE L, ER ORERARE D HEE
BEL hoTwd, FOOMEARDKREDH
Brie Lo, HEEELZHCVERED L%
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F2 AMIR/FPERE - M/ RHEEFEFIHEEE
RBV Peg-IFNo2b
RERHE B (LA} —L®) (RFAL 2 rore)
[ M Ek 1,500/ mm?®# {if§
I ER 750/ mm3#:{if ik L Rl AR
JIIRR 80,000/ mm?k: il
F ML ER 1,000/ mm®#:{j
I Bk 500/ mm®Aifi ok ok
iKY 50,000/ mm®# i
F£3 AMICHTIERRERE
1, DEBZ I ZOBREED L VWEE
ANEFOE Y RBV Peg-IFNo2b
353 (LA =% 1% 74EN200mg) (7L v has®
10g/dLk i
(600mg/ H—>400mg/ H HREEEZ L
800mg/ H—600mg/H
1,000mg/ H —600mg/H)
8.5g/dLA: i k.
2. LEBFELRITOBREEOHZBEE
ANETOKE Y RBV Peg-IFNa2b
353 (LAXP—=® 1% 7EN200mg) (RTArar®)
10g/dLA i
(e, HGATEICIE (600mg/ H—~400mg/ H HEEELL
AT 2g/dLU EOIET 800mg/ H—+600mg/ H
A% 4 8 ) 1,000mg/ H—~600mg/ H)
8.5g/dLA i
(a4, 4 MEREAL ik
T b 12g/dLARH)

BHHNC D 25 BERRLRDIILZY, &
EOTERPVLELL D,

Genotype 1 & - ST IV AEDEEE (C
3 ¥ % Peg-IFNo2b + RBV{# B %

[Peg-IFN/IFNifi## | H3#) [A] @ genotype 1 Y -
B ANVAREF TR E TR L, SILERLHE
IR EDEBREN L VRY, HA FF7 4 95l
Y IZPeg-IFNo2b - RBVHf #2417 > THCVHE
Pz o &9, GHFE128H £ TICHCV-RNAA
BEMEAL L 72fEBI T3 B E CTHSVRE B LN HFE
#370% < T, HCVHERRIZ T4 TR T & 5.
LAL, 12:8H F TIZHCV-RNADSFEMAL L 2w
b OD24H F TIZREME{LT Slate responder|Z
B L TIESVREME -0, H 1 K74 DR
HIFTII728 3 CHBHHOERZREL T

5. BRAKD»SOHET?, N blate responder
W L72EICEREBE 2 ERT A2 LI2E - T
SVREDMA EATRENTWAEDNLTH LD, Bk
DIEFNZ I IEWEI L b, B8R EZ 7
EHAB OIER 2 X A2 Z &M IR T (KRR
ERDUSHE Tt b)) RESh Tl wnl
L&y, FEEETS.

65 A2 BIERD LITAIHELX AT A%
Bl HEBE L VEEITIRETHS.
ThbbH A P74 iR EIN T2 T,
‘Ekn, APHEPE, Hb - BMEREAER 2 &R
B COHEECIRRWERF LS FH S A AER] (2
LTSRS 5 IE R ICREE L T (48~72
M) EFEEZHETILIICL TR,

2RIz, genotype 1b%E! - &7 1 )V A B OHIXS
FEBI A Z 2 5. IFNBEHER D L < (ZPeg-IFNH
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MGH THE L 7ERN, #RREHES & F <
Peg-IFNo2b - RBVff H##iE CHCVHERR % 0 '3
ZExER, IFNEMERD L < 1ZPegIFN
HMGETE TH-o 256, BHOEE (N
AR 7 Tz 8hadherence HED - 727 &) -
1R (adherence(3100% Td - 7275, v H W BNull
response TH - 7: 4 &) S HIZITBEDEF N —
vary HEBMhEERLT, #CIEEIIRD
ARETH5,

Genotype 28! - U1 IV ZABEDEH#HE IC
9 % Peg-IFNa2b + RBV{} B %

Z D7V — 713 Peg-IFN/IFN &% | #0165 % &
Peg-IFNo2b - RBVHf HI 9 T80% LL_EDSVRHE
DHIFFCE 57-%, genotype 1bBIZH <5 &
BHIZERETTOTVLIONBKRTHA ).
A FTA L THREINTVWEDIR, 2RITEY
A W A% HPeg-IFN - RBVHF 248158 TH 5.
F% 5B L T, genotypel B - iy A L A
RIEFIDSE LF LT, #E[Peg-IFN/IFN{GH# |
TSVRA G L Nl o 72B R/} % 54T L CiE A $
ERFATRETH .

EbH i

& 1233 % Peg-IFNo2b - RBVf 5 T
&, BIfEHZ +9 8L, B&EIZL-o20 3N
TEH L)L, —F, BENFLIHRT
ETVL0rHMTAZ L EELEbNS.
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A va=7 IO B EUYNE)

2B, ®UVANVAEBEHICEITS
UNEYHRANT A 22— 2 OVFE

T

Aw L

EY G 24 BERTH 5.
O RE - MERSNREEMATILENH 3.

@®genotype 28, EYANAREFICH TS HCV HERR %2 8 & L 1RERARIE, XJ142—T7z0>+UN

AEPIMBRREE=2) 70T, ZHORBSLUBRSHEEHELETRELS B,
®H1RSALRBEDOLSICHETENZ -, BIBHOLDESEITIVEN H 3.

genotype 2 &), MU A VAR

A vy —7xz0r (Peg-IFN), 'J/SE1) » (ribavirin), ¥%h (sustained virological response : SVR),

HARAD C BFFRY 14 VA (hepatitis C vi-
rus : HCV) F %1 7 ®O#) 30% %% genotype 2 %!
T, 2095 2a BIHH 20%, 2b BAH) 10% T
hrY. 12 EMBHETIT genotype BIEA R
BEANDIzD 0y A TERPET HH, Loy A
7 2 #liX genotype2 Bl & E 2 TE LI Z %\,
—H HCV OEIANVAREW, Ty 7I)aATE
BHET10KIU/ml, 70— 7%T 1 Meq/m/,
HCV 2 7$HUJE T 300 fmol/l LLEDFERI % 5.
genotype 1 B2 BT 58T A WV AEREH : K
ANVABEFOUEBBEZ3: 1 THLDIIH
L, 2BICIX@EY A VARER &K AV ARAE
BIANZIZFEETH 5.

genotype 2 iz 1 BN, 1% —72 0
~ (interferon : IFN) {HE#E DO EX) (sustained
virological response : SVR) ZASEH W 2 & A4
LNTEY, IFN HMEFE LPERTE 2h o
R TE X, 2B - KT A WV AEERNICHT S
SVR X 80~0% & HmETHo7. Lol 2
B -my A VARIERIZH T S SVR FiL 60~
0% &L W< BABEPo 2D, RIS T —T
1~ (peg-interferon : Peg-IFN) + 1/ ¢ »
(ribavirin) BFRIFEEIC L 5 57% % SVR D
EIN S = A (NGRVAS

Peg-IFNa-2b +
RBV 3 H 24 ;8745

Peg-IFNa-2b -+ RBV tH 24 BiaH

’ Peg-IFNa-2a -+ RBV f}# /8 24 ~ 48 :BiaH

F 1 genotype 2 RICHWT DA 4—7x0OY
Pt
2R-BIOANARICHTAHEROEKIT Peg-
IFN+ U ¥ 24 BHIETH 5.
Peg-IFN : peg-interferon, RBV ! ribavirin

[J Peg-IFN+ ) /NEY Vi ASGED
BENAREELD
Wik BT genotype 2 Elod C BUEMERF412
o A EHEREREL, YA NVARIIODLT
Peg-TFN+ ) NE) Y BEH 65 HiEHTH 7.
HA&IZBI} 5 Peg-IFNa-"2b" + Y/ E1) Y HEH
HEDGBERIL, F1TL T [genotypel Bl
A NAE] BETENZELH-T, [geno-
type l BlpoBE A W AR A ERRE L,
IFN+ V) EY) v BRI 5 I tERER &

*E R ARERE 5 — LR
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&1 Peg-IFNBXVUNEYUORER

(a) Peg-IFNa-2b D58

(b) UNEU>DES5E (Peg-IFNa-“2b", Peg-IFNa-“2a" i)

WO TERINLY. 2BDOE Y 4 L 2GS
D#RIZTERF DL L, Peg-IFNa-"2b" +1)
NE) BEH 24 R IZ L - T, genotype 2a
B @& AV A& 22 B9 20 1 (90.9%), geno-
type 2b &Y - w5 4V 25 21 B 18 B (85.7%)
ASVR &4 ), AAEomVWiERETHLZ &
PRI N ZOMKE, HETH L9 %< 2005
12 A6 IFN KiG#H (= wdks) o2 8 -
w7 ANV ARG LT Peg-IFNa-"2b" + V)
Nguymmm@%@%ﬁﬁ%@@mt&b
("2a" + Y NE) LEISAN), H RSO
vt v AR L OEA AT m@ﬁ4r74

T OERA AR L TR ST WA,

—%, AiAlO IFN "B EEPERD L <
R C [F%S ] 2 £ 2 Tw5 2 BEFIA L
TWEHIE, YA NVARDOEZE I D»DOLT, 24
HE D Peg-IFNa-"2b" + 1) /N E' 1) » fEH#RE:
L {i& Peg-IFNa-"2a" + ) /N E") » fEH#EAS
RBEIG & 7 - T b, FIAlEHE T SVR 73S
N o725 EIWER, $hE 5% &)
PIRGT - BRE LD A THBE LSRR S
VENH %

2RIDE Y A NV AEFEFNIRT LT F Ul Peg-
IFN HipiA# S L <13 IFN BAHGAEIThNL D
CENH LD, BBOUREBAHGIREEE
£ Peg-IFN + 1) /3 > fif FIF AR 722 %
BlcRSNS (B1).

[ REROI|E &

1. BEE

ROGHEERCTE, tuy A 718 - Ey o
N ABAEBN RS 2 PE R L L Th B, 4

DL, Peg-IFNa-"2b" 3fAE lkgH7- Y 1.5
pg E 1 AR TET S, EBICIBENORS
fERREAVRSNTEY (FR1a), 1.33~1.74pg/
kg D¥H L % 5. —F, Peg-IFNa-"2a" 13k
HIZh2»DOF 180pg # A1 ML TFETS.
320380 P3RBT & SREIZ X 5T 600~
1000mg/E1 FREOHG 35 (F1b). HFEBEG

W7o TUEY ) TIREMERARDOSEHAFEE S
ncTtws (F2).

2. 5ﬁﬁﬁmlﬁﬂofi’a‘< NEHOHLIEEIA

- HERGOHEBIIRBIEICDE 70, #

L}HM 2“9“4 M SCETHERR L T o2& 72w, 4
IR ZEDIFnwZ EE LT,

DOEBELRZOBREHHBERIL, HRBAMES L
UNEY VEBEEODANTI/OEVEEICELOE
o<,

QMBREMASRRT BN BB
HATAZLHBRTHD.

QEENSDOK ARSRFLRZERCRLLENEE
DOEBFRE, FERZOBEPHIBLLRET
&%,

Q@ RBEESLVOCRESHBE LB D, BEFB&
VRERT 6» ABIERER LO/N— N —OFREE
2B,

OERFEBNFAAH L ABRETCERRMOEEEE
(Bim, <SETHMD) ZRETIAERESHD0
T, FBEETS. AOBHEFTPALHEL L
BLEBRETHAARESE L EEhDED, EFG
SOUHPEIZHES, BTHOEEREDOY R4
KL TIRBEEREICERT ANETHS.

LREDVBHITONG.

3. BREPOIERER

MEADEWERIZ & - T - HIEE#EITR S
NTHH (F2), HMBE/ PR, MM

0, INERR%E
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&2 Peg-IFN+UNEY VHAREICH I Z20RROF v /HE

FERE  4000/mm’LL k
BFRERE  1500/mm’BL bk
/MRS 10 /5 /mm*BL E

NEZFOERE 12g/diPE

BfEk%  3000/mm’LLE
FhER%  1500/mm’PLE
fi/MR# 975 /mm’ Uk
~NEZDYVRE 12g/dI UE
HERRL T b Bt

PEELW

e 5-pinh 8 3 % Tid A,
TOH%IE, 4HIC1E

#51EHIE2E. 208
538, Peg-IFN H:5-HRATIC

@®Peg-IFN
@ynreyr

1500/mm’ ki ¢
ES b 3
EERL

1000/mm*4:i# T,
Peg-IFN - Y231 ¥
Wl & bk

750/ mm°*:i# T

@®Peg-IFN
L DPARR) IV

FRICEE
EEZL

500/mm’#i#% T, Peg-IFN - Y SE ) Ylj#| & H Hik

8 J5/mm’*kiii T
@Peg-IFN
| DVAY-R) VY

ES 15
EELZL

57 /mm’&iliT, Peg-IFN - Y XEY Uil & bk

10 g/dl K& T
YNREY @R @ 800mg/H

@ 600mg/H —400mg/H

mmmmg/a}'°6°°"‘E/B

8.5 g/dl KT, Peg-IFN - ) /SEY Vil & ik

Peg-IFNa-2a+ 1) K

U BERANEICKE, BMIREOBER RV,

**Peg-IFNa-2a+ Y S E ) VERMEDIC, A8 I/MORD I L 2 B 2BEHSE S TS

9, M TId Peg-IFNa-2b+ ) N EY ¥ BRRIREDIHE X BE I THEICHIBL TV 2,

DWW & - T Peg-IFN # i E b L { I3M#H %
kS5, BINEEMIZ) N I 72 8
EHT, RMERAHL) ~BRILBERZ R hvwiD
YNE) YHZY) YEALERD F ¥ ERE LINENE
MEERTEIZODIRZS, F07/80, NEFO
CVBEIZE->TIR)NE) y2EED L I3
AT 5.

MM OB 1 Peg-IFNa-"2b" + 1) /N E Y
YOERFREOS S, hHELE 8 A H F TidamH,
Z0H%IZ4BIC I EERILETHEIN TS
A%, EIMER/AF P EREL - /ML - NES B Y
RS - PR ISR OV TV A AILEE
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EHEEReTREZEIIE)TTHLWN. —74,
Peg-IFNa-"2a" + 1) N VO R#HIE, &A)
DO 1EBIZ2E, 20Ok 8E Peg-IFN %54
BICMERRDF = v 7 2479 LOBESI AT 5.
Peg-IFN+ ) /¥ » fEH# = Tid, Peg-
IFN B X ") /3¥) » @ adherence B RIFHR Z
&, Thbblklix SR HERRE D 80% L LT
HHIEDSVR 285 ) 2 CEELZEFTHS
ZEMRENT VWA, ZO-OBEMMEENMIZE S
EROHBET - FIED WX 5 UNEY v o5 H
BB L TR a2 EOTRBIN TS,
Thbb, NEFOVVBEEH 10 g/d] Kz

— 321 —



