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PEG-IFN +RBV fiflifAIZ 551
fAE H7-0 RBV R LGROER

f&" ah*

N

#5|AE : CAHEMIT%, PEGIFN, RBV, SVR, RBV#%

RSN

Bl sooc

CHUE T % 12 %t ¥ % PEG-IFN + RBV fif
A%, PEGIFN BA|0E W 2 X D PEG-
IFN «-2a (RS 44 X 41 & Z ) + Ribavirin (i
$% a4 Z2) L PEGIFNa-2b (R & % X 7 4
¥ b va )+ Ribavirin (@& % L X b =)L)
Airbh T b, Genotype 1% - iy 4 L
ZEIEFNZ BT, WThOBBIZE D
TEH50% D 7 4 )L A% [ %h R (Sustained
Virological Response; SVR) & #ifi X h T3
A, RO D50 % DRERITIZSVR Z FEWK T
ERVONBIRTH 5. non-SVRTH - 724iE
FITiE, ZThETIZHZEWME TN THSSVR
ZHFGTBHRT(@Oy A 2K, OFEE
K-, OFAK )AL &1, SVRAEK
TEAD»HEREZERT S I LIHEETSH
D, KREIDOT A 28R % HAG L 72 G# 4 8
Af T BBRICIERVEARNKRTDH 5.

AFiTix, PEGIFN + RBV{f H# D%
B L OhIE - L 2 ERT A B8 Y

BED A% /1 L, SVRIA EOYKES %2 hR 5.

o PEG-IFN+ RBV&#@&?HD
ot ik ]

A 3T D PEGIFN + RBV#i: 13, 2004 -
12H % 5 PEGIFNa-2b(XZ 4 ¥ b o v)+
RBV(L ~X b =)L) A%, 200743 H » & PEG-
IFNa-2a(X# ¥ Z)+RBV (2 X # 2) H{#
Badal X, 4% Tl E o C RS METE
BEHIBWTHEAINTE L,

2010 -0 5497 k7 it 75 B il B 4 OFF
REVIRESS RN EHE F—s~v 1=V
7 F kA O 2R R S B T A 6f

PR R R 30 Bl A% 12 BT, 2004412 H A
5 2009 4 123 A X 717= Genotype 154 « & ™
A Z 8ERNZ x4 5 PEGIFN + RBV fif H
FEBSHEMNIZ AR 11,9876 TH - 7= (X 1.
Z DOWNERIE, BME1,024 (52 %) ~ %1963
(48 %), V¥4 #i57.5 % 10.6 (18 ~81) w&
ThHot. FMAHTHSBE, BE 60

Satoru HASHIMOTO et al : The significance of the total ribavirin dose per body weight in pegylated interferon plus

ribavirin combination therapy

" [ e A SR R R & — BRIRI &~ 2 — L3R [T 856-8562 S I Akt i A 2-1001-1]
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1 RgEH 278

2 KBRIEHE 272

3 JUIHIEER 203

4 HUERERRE 108

5 SARHE 102

6 HEAEHR 86 B 1,024(52%) F19%E# 56.1£11.4(18~77)F0-2 : 512, F3-4 : 258(34%)
;; ?g%g % 7 963(48%) IR 58.9+9.4(18~81)F0-2 : 574, F3-4 : 214(27%)
9  KBRFEEZEH 74

11 Ky 67

12 &R 66 5001 %4k1.987 B B1£(n=1,024)
13 U5 59 T4 57.5£10.6(18~81 455 =
VR T ¥ TR 0.6(18~81) B it (n=963)
15 m*ﬂ%&lh[ﬁﬁ 53 400 -

16 Paki kb 53

17 KFERH 46

18 WILBERR 39

19 HIASTE 31 Z 300

20 (&R 30 %

21 %%%g 24 %

22 DIFFER 22 ; |

93 HBFLEH 9 B 200

24 EFOLLEH 19

25 PREERR 12

26 PYFLIRAR 12 100 -

27 KR 9

28 tAL#G 7

29 HUR RS 5

30 R 3 0-

10f£ 20/t 30t 401t 50ft 601t 70/ 80ft
1987 (n=6) (n=29) (n=97) (n=282) (n=593) (n=798) (n=181) (n=1)

X1 [E 7 5% b % 8% (National Hospital Organization; NHO) study T ¥ $# X 4172 PEG-IFN + RBV #f FH ¢ 5 i {41]
D5 (HCVIH, n=1987) CZTHk1 & 0 51H)

(%)  PEG-IFNa-2b/RBV (%)  PEG-IFNa-2a/RBV
80| n=1,054 80! n=166
70+ 70+
60+ 57% 60t 58%
< 50} < 50}
w Y]
M 40} M 40}
R R
M 30t M 30!
20+ 20|
10+ 10}
0 0
Exnasl 46:ELL E Ena ! 46EL E
(n=1,054) ‘54 (n=166) w541
(n=723) (n=124)

E2 NHO study {245 % PEG-IFN + RBV {if HHE A D G H M (SVRE) Ok X D 51H)
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F1 Ykt (F % PEGIFN a-2a + RBV (f FHE O S HE A1 RE 1 5

PEG-IFN «-2a (40kD) + RBV  Genotype 1b n=95

H¥ 2RI
- i () 58.4+8.9
Ml 5 & 47 : 48
BMI (kg/m?) 240+34
fF#HEL  FO-2 : F34 n=90 56 : 34
AST (IU/L) 54.5+27.8
ALT (IU/L) 64.6 +38.4
y-GTP (IU/L) 53.5+51.5
T.Chol (mg/dl) 170.5 +28.8
WBC (/uD) 4,876 + 1,328
Neut (/) 2,536 + 1,016
Hb (g/dD 139+14
Plt (X 10*/u]) 152449
AFP (ng/mi) 6 (median)
IP-10 (pg/ml) 453.5 + 256.2
HCV core Ag (fmol/L) 7,992 + 8,117
core AA7T0 W' M 59 : 36
core AA91 W: M 70 : 25

mean +SD, core AA W : wild, M : mutant

Kt £ <, ThETn34361(B35%) -
4551 (472%) Th > 7. ZD S5 B, SVRY
EAREZ 1,220 (12 35 03 B IR & R (1K)
2). PEGIFNa-2b+RBV T %, SVR#4%43 %
(453/1054) TH 1, 46LL LI G5HITIZ57%
(414/723) T & > 7z. % 7z, PEGIFNe-2a+
RBV T i3, SVR#4345% (75/166) T & 1), 46
LB 5HIT58% (72/124) TH - 7-.

BRESCY Y—TOARRE

20074-3 H 7 5201044 H £ TIZ RgG X
# ¥ » 4 — TPEG-IFN a-2a + RBV {}f H ## %
Z198FIIZEA L. Zh 6 DEFD S 5,
Genotype 18I LIA} « WG HEFE T 1% 2438 23 % i
LTl « EHFGEBIFARTEET & 5 REfH
R E, WEEA T %248 EARE L SVRH
EEE L5 ANRE L, SVRIZHFS T 5
K+ 4% ET L7, RETEE X, Fi- 0 -
BMI - iF#AEAL - EAALF T — 4 « MEREL -

AFP « IP-10 - HCV2 7 7 3 7 % % - PEG-
IFN 5.4 - RBVf G- RAE L L L1,
BRIMOBEE %2, RUIRT. Bk
49.5% (47/95), F#n58.4 89, 1 v & —
7 O VIR 49.5% (47/95) A )[Rl R
AITh -7 YBETIE, HEEARNIZIZIE
EREMIFAE R AZHEIT L T D, FFERME(L F34
#337.8% (34/90) TdH » 7=. W R5H TO
ITT##HT Tix, WHHAE T B TOHCV-RNA
F& 4 1k # ETR (End-of-treatment response) |3
76.8% (73/95) T, %7 #% 24 TORMALE
SVRI$44.2% (42/95) Td - 7=. SVRIZFH 5
THRFIZONTORERMRMN TIE(E2),
o () - AL (F0-2) - T.Chol (FEf#) -
Neut (&) « IP-10 ({&4#&) « HCVcore70 7 2
7 e (B - PEGIFN B 5 R (EHE) -
RBVEEGR(GHR) PARERTFTH -
7-. WEBRMIT CHEELRO-RFICEL
T, BHEUC AT 4 v 7ARGIIZK 3 5%
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#£2 PEGIFNa-2a+ RBV (i FI#:0 SVRIZH 5§ 2 K-F 122V T O BA R
PEG-IFN a-2a (40kD) + RBV  Genotype 1b n=95

mEe SVR n=42 NonSVR n-53 Pfii
-ty () 549+8.9 61.1+8.1 0.00042
a9k 21:21 26 : 27 0.92722
BMI (kg/m?) 23.3+2.7 245+38 0.13385
IFN G ¥ 23:19 24129 0.35876 3%
FeMEL  FO-2 @ F3-4 n=90 33:7 23:27 0.0117 3%
AST (IU/L) 56.6 +33.3 52.8+22.7 0.85429
ALT (IU/L) 734+ 484 57.7+26.5 0.25455
y-GTP (IU/L) 58.3 + 69.2 49.6 +30.8 0.25706
T.Chol (mg/dl) 178.3 +30.0 164.3 + 26.5 0.02946
WBC (/uD) 5131+1,328 4,674 +1,220 0.23759
Neut (/pl) 2,786 + 1,183 2,337 + 820 0.03170
Hb (g/dD 13.9+13 138+ 1.4 0.68282
Plt (X 10%/pl) 15.8+5.1 147148 0.35080
AFP (ng/ml) 5 (median) 7 (median) 0.11049
IP-10 (pg/mlD) 410 =+ 260 488 + 250 0.04381
AA70 W:M 31:11 28 :25 0.03632
AA91 W:M 30 112 40: 13 0.65672 3%
PEG-IFN #f% 5% (1 g) 748112619 5,356+ 3,606 0.00168
PEG-IFN adherence (%) 86.6 +30.3 62.0 +£41.7 0.00168
RBV##: 5 4t (g) 197.4+67.5 136.2 +£92.5 0.00084
A & 7= ) RBV #4455 (g/kg) 3.28+1.01 2.15+1.38 0.00002

statistical analysis ; Mann-Whitney U test, % Chi-square test

#3 PEGIFNe-2a+ RBV ff FIBED SVRIZH 5§ 50 £1I2 D0 TD
FEOY AT 4 v o RS
PEG-IFN «-2a (40kD) + RBV  Genotype 1b n=95

LES . Ay W B%EMKEM P
-t () 0.921 0.862~0.983 0.01344

F#RHE(L (F3-4) 0.305
{kE#H & 7= H RBV #4555t (g/kg) 1.961

0.110~0.845 0.02244
1.108 ~3.470 0.02077

RN AT O L (E3), FECH v XH0921,
95 % {2 X 4 0.862 ~ 0.983, p=0.01344), HF
BRAHEL (A » 2 H0.305, 95% 15 FHIX [ 0.110
~ 0.845, p=0.02244), K& & 7= ) RBV# %
HROCE Y XH1.961, 95% {5 %X [#1.108 ~
3.470, p=0.02077) B HE &K F & L THlit &
nr-.

CRUSMEITEREBFIZ BT 2 HARRA L&

B 3e, —MChEne & & ICHHEL S
145728, LERMBH T 27 T
& THFRMETL L I3IZITRIFE LTRRT 5 Z
EMTES. HFEEAPIZTATEILDOT
BT, BROEAIKFTH B4, ZO
5% [MAEH 72D RBVELK S8 23SVRICH
HLTw3,
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p=0.00130

%) | i |
80

SVRX

<60

60.0 57.5

60= <80 80= (%)

PEG-IFN adherence

statistical analysis: Chi-square test

PEG-IFN adherence (%) =180ugx48Fix5%100%& LicEZDEIE
E3 PEG-IFN«-2a + RBVFFH#%IC 5 1F % PEGIFN #£ 5- 5 ) SVR #

ERig 58 ESVREDRF
PEG-IFN a-2a + RBV {if H %% i£ O ## #7 D &%
R, SVRIZFGTHRF & LT, WERMH
THRTH»->7-PEGIFN#& 5B E L UEE
REMTLARTH > -RBVIELGRIZOW
T, SVREDHBRE/RT.
PEG-IFN @ ¥% 5- 5013, 43 o Ifil Bk 8 #F
MREREA T, BLA1EDH -0 180 ug
L0 ug 2545 IR CBIZHE- T,
MERB 7 & A REHEIZ 3 L 72 & 2 IZPEG-
IFN ¢-2a 2 3% &$ 5 2%, WiIZ & - TR
HCILERK A MIE L T, Ko
Hiees. ZHMPH,LEARG BROHM
flckn kb s —ERM EEOE DI
DNRFBZENEBETHS. [X31ZPEGIFN
adherence & SVRE D% %/~ 4. PEGIFN
adherence %% 60 % {2l 7z 72\ VRES Td SVR ¥
7325.0% (10/40) TH A DT/ L, 60%LLE
80 % A i T 1360.0% (9/15), 80% Ll LTk
57.5 % (23/40) T & ¥, PEG-IFN adherence

260%LL EIZfRDZ 12Xk D $960% DSVR
Lisd. UL, AEWIH %2R L PEGIFN
adherence 23 100% LA |- & 7 - T & (PEG-IFN
a-2a% 180 ug TT2A ¥4 558 % § 1 IX PEG-
IFN adherence i3150% & 7% %), SVRHB & 5
12 EA AR i d A,

KIZ, RBVIE G- R TIE, #E5EATXT
BELU 2L O RRMGIRFORE TR L 72
%z [k#H&H 72 ) RBVIEIL 5 & (g/kg) | & EF#H
L, SVREDBRARI4IZERT. KREH-D
RBV#&4% 55 A5 2.0g/kg Al 7= & SVR#E 3 H
T57138% (4/29) TH 5 H, 20g/kg %tz
% & SVRENRLIZEST5. 20g/kgll L
2.5 g/kg A1 T30.0% (3/10), 2.5g/kgld b
3.0 g/kg A il T50.0% (7/14), 3.0g/kgll |k
3.5 g/kg A i T61.5% (8/13), 3.5g/kgld |k
T69.0% (20/29) T&H 5. SVR¥60% Ll E#%
Higd 7oz, AESH7-DRBVEKRS &®
30g/kgx HIEL THGRAMEFT5 Z &2
HETH 5.
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(%)
60

40

SVR=E

20

<2.0 20= <25 25= <30 30= <35 3.5= (g/kg)
HEH-DRBVEIEREE
statistical analysis: Chi-square test

B4 PEGIFN«-2a+ RBV fifIRIEIZ 351 % REH & 72 ) RBV AR 51 D SVRH

(9)
B0 |-~~~ ===

Relapse rates

>97 80~97 60~80 0~60 (%)

Cumulative rabavirin exposure

K5 Genotype 1% PEG-IFN a-2a + RBV fif FH##iLIZ 511 5 RBVIKER O FHARIZ 5 2 %
k2 &0 51HD

e Bl Borprte Jo S Pt il g e 2
5 &S ENONES | ’ :
. R ! N L Tw 3, Reddy 513, Genotype 174

SVRIZHF G T A& L TEZERMIT 12449 % PEG-IFNa-2a+ RBVHF B EIZ B
i e, - TFRMEIL - REH 720 W, RBVPEHRSELOHRGER DL K&
RBVREHE S5 ED S B, HRPICTATES % &, HCV-RNARMAE D LH§5 L) (X
K+id, hfEH7-DRBVEKRGRDATH 5). %72, Furusho512%& % &, Genotype 1
%. RBVIRG-EOBEEMIZ DWW TIX, Reddy BIZ X9 % PEGIIFNa-2b +RBVIZ B T,
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x4 RBVH&%?‘JY% WL RBV?Q%E%H"@ &)@ﬁﬁ&i@f&%

ﬂ i WOLE m ﬂ#:l ﬁ:lﬁ (M#%)f‘?ﬁ . ﬁ{;ig:?
600 mg (33.3%) 600/:1()2;;5 )m !
800 mg (25.0%) 800/30;511;:2)"5 )
1,000 mg (40.0%) 80(0235 "iia

R RBV $¢ 5 & 23 2 & D 60 % A< TI1E SVR
29.6%, 60~79% Ti251.1%, 80% LI LT
592% LB aWME LTS, 561,
Hiramatsu & {3, Genotype 1%4iZ%3 % PEG-
IFN «-2b + RBV fif 1 ## 412 52T, RBVi
RMELBIIHREIHFRII LA TSI LA
HL T3, DEDOLSIZEMTERBVE
F5EOEEM AN T4, BN
IZRBV G- B4 HEFF 4 2 20 12 EENLH
FTWBLEENL DR B,

1. BHEE

PEG-IFN «-2a + RBV fif F ¢ i C (3 48 & Il
IR FIE DT SN TW 58, MEkKD
DDA HTEAAMELTE, WiE
LizZlickpgod, meks gL Tuns
AT, MRRERICHEERAT K5Il Tn
5. LABZ LIS RA2 KT 2 2 DM
DEEENEREELS.

2. XEH/S

RSB ICEEB T3 REZEIR, RBY
1,000 — 600 mg * 800 — 600 mg * 600 — 400
mgDEIITHEIN TV EH, ZOWERE
IZREAE, MEHKICIZIHRBVR SR %25
~40% PR L -3 EICn B (£, £EH3,
WEIXEEY OWMEETIZ AL, 1HH2D
100mg T ODNWRIZEZ LS ICRHZS %
ARATWA, A1, 1H800mgH 6Dk

i3, 800mg & 600 mg Db HIEE & L, Fi
LT1H700mgDARRE &2 &S5 IZHAET L,
WERAZR/NMRIZLTWAS, ZHizkD, @
AR 2 e L, RRMICRBVRRG R %
MR TAZENTEHEHZEATVD. L
Z O EE I preliminary X D THH, 5
HAED 2 ML THBRE T 2L EHOH 571k
THH720, ARTOERIIZOHREIZL E
5.

3. ERES
RBV#ZGIC K 2 BIMOD 7= 8 IC W& % R g
L ENEBA, RBVEESBAZ D0
BRAE X723 — 2FHEIRD & S5 I2% 0.
Genotype 174 « &7 £ )L Z & T3 @ #4858
M5 Th 255, REHEAERET S Z LI
XD RBVREIRGRAWLTIEATES.

IiIBbDE

A K4 CTIZPEGIFN + RBVfif #1256
5{k#HH 72 ) RBVRIEGEOERIZONWT,
ZhF THBI RO L T 6% il
IZf# 3 L 7-. Adherence DI FiZ & ) SVR#
1260 ~70%FEEETOLRIIMETES ¢
DD, FO—HTEDLS ExIZE-TE
SVRZER T L \VVEREFHET ST LidH
ETHBH. TOLD LREFITIE, BITRER
DAD LR TIZTEETE 2\, HEENIHE T
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(f8 K+ s IL28BSNP, w4 L XK+ 2
7R - ISDRER) HBEEG L TWE DLl
bhd. 5%, 6L 3EHROEMETH &
& 412, Adherence D & DREFKA MG L T
{TENRBBEEEZLNS.

X
D G gh, fho JEE ST R R 2E B AR B & OF
REVRBESHRMABEL) T —s~4 =07
Fik A O 2R 2B RICE T 5 A
2010
2) Reddy KR, Nelson DR, Zeuzem S et al : Ribavirin:
Current role in the optimal clinical management

3)

4)

of chronic hepatitis C. J Hepatol 50 : 402-411,
2009

Furusyo N, Kajiwara E, Takahashi K et al :
Association between the treatment length and
cumulative dose of pegylated interferon alpha-
2b plus ribavirin and their effectiveness as a
combination treatment for Japanese chronic
hepatitis C patients. J Gastroenterol Hepatol 23
(7Pt 1) : 1094-1104, 2008

Hiramatsu N, Oze T, Yakushijin T et al : Ribavirin
dose reduction raises relapse rate dose-
dependently in genotype 1 patients with hepatitis
C responding to pegylated interferon alpha-2b
plus ribavirin. J Viral Hepat 16 (8) : 586-594, 2009
(Epub)
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176 | ®28 rEvSZ

RaBEDHICXT T DHA

Ji& 3h Wt 1B W =

> EBICH T DEARTOENRIZ16.3%THD.

PEMGICT T DBARTIE, PEGIFN/UNEY Y HBRAT2BERZEEAE LT, 1288

D EVRORWERBHDZENKYTHD.

> EINBICH T DBIERIE, FRAVAII IR EMAL SRMBRENETRELDEFTREND.

[EL®IC

CRUBHIF OB Y A L A HMIE, D104
M< WEBOAL ¥ —7 0 (IFN) B
WEN S, R¥ A % —7 0 (PEG-IFN) &
YSEY YPRHEEANE K& SR L. B
b, WHMETHSH [HCVID, my 4 VAH] T
@ #F %h (SVR : Sustained Virological Response)
K, Thbb oAV APEREIE, IFN B R
ROF10% 2 H5850%I12F TLEHA L, HCV2a,
2bBITIE#KI80% IET L L9 o7,

La»L, T®OPEGIFN/ ) /NE Y »f F#E
HWTH HCVIb, ¥4 LV ARETIE, #E8
DBITT A W AHFRAEL, 1B OHERTIIHR S
HHIENTELRY, ZhODFNIHNT 5 FHiHHE
ZEDLHITHINED, DHFEIZBVWTY, £
DRFAPR A IZHEADDOH D, —F, BREKTIE,
PEG-IEN/ YV N E ) ¥k L O BRAER X, D
BEIYSETLTERMESNAZ L2 5, PEG-
IEN/ V) NEY) & B H e iR e, sl 3
5 FHEREBARNZ D W T O K BUBERR B O B A
WEIhTWa, ARTIE, #EPSHE S
72BN 05 2 PR RS IC OV TR T 5.

(1 maploEs

AWM REE, WHEFEORKSEL? S,
(Relapse) # & %) (Non-response) 112 K5l &
A FREIE X, ARG #E RIS o HCV
RNA EAHHREELLT (50IU/m) 1K T3 2% %
G TR HCV RNAVKRIME N 28 TH 5.
—‘73‘ mf)@ﬁ] &, f’“ﬁq:’ ’JKE[P(?) HCV RNA

ﬁﬁ%%W.ﬁﬁ%L%ﬁt&ot%f%éﬁ

2006 4+, KE FDA (& E¥ &R © Food and
Drug Administration) D3 4 W 2K EMER
£TIE, HCVHIY A VA E % - HiR#R O
IWREBIZH S 2 FHAEIC >RSI Ty
VY KFERETOEIH (S B : Non-
response) DEFEE VG T 5 &,

O HIHHOGEHREAR L LT, IFNHEH 2w
LIFN &l & LZHIFHBETHH Z L.
PEG-IFN/ V) N YO H#E: 2 &1,

@ HiHEHFICBWT, 128F TO HCV RNA &
A 2logE F LW, Zwvwl, 4BHOEET
HCV RNA B S hTwa 2 k.

@ HIHEHIZB W TI2:8F To PEG-IFN# 5

[



(6) CRFFARBMAIC T 2EAR | 177

B VN VERGREDTFERDS0%BL L E

BRTWBHZ L.

@ FHBRBIAREL ZVEHIC, HIEHRTOR

etz +aomRETs 2 L.

DAFEHWRENT VS,

IFN&J:, IFN/UINEU A
. K, SHICxT S PEG-IFN/

(L
0% |

UNNEY VHBABRETOE AR

IFN B, IFN/ V) NE Y B, EXH
\ZX9 % PEG-IEN/ ) NE Y Y H#ETO /M
R ICBI LT, REMN LR E BT 5.

2004 4, Shiffman & (X, 604 %D ERhH] 1253
% PEG-IFNa2a/ V) 2N ¥ 1) ¥ BF H 9 i 48 8 1] ¥
OB L BE L TwDY . % B604HIOH
EHEEE (X, IFN B G # X 2196, IFN/ Y N E
U OEHREEE 38 FITH D, /2 HCVI RO
BE1X89% (539%1) TH 4. 604H 18% D I T
SVR A b, GHRIEEASIFN HUGRERIL 28 %,
IFN/YNEY) BRI TIE12% O SVRFET
Hotzlw)., SVRIEFSTHIHT & LTI,
HiGEHRO KL, A, F#, Genotype, %51
ANV AR, FE%Z, AST/ALTHZ#E LT

w5

[l Bk 12, 20054FE, Krawitt 5%, 6661 &

50 116 B2 3 %5 PEG-IFNa2b/ "V 7S ) P
A8 AE OBt E, TNEN55%& 20%D
SVREL#EL T2 Y. #3116 51 TOR T
D SVRHE X, F2-2-101IRT LI, RiHH
IFN Bighis # B2 27%, IFNa/ V) 8EY) Y HEH
13 18%, HCV Genotype A8 G11317%, G2/
3TIX57% T, FMu40mE K TIL38%, 405K LA
ET17%TH Y, #E%HITiZ HCV Genotype (P
=0.03) &4 (P =0.03) 2585 L T\w7z & #idy
LTw5,

20054, Jacobson 51X, F2-2-111ZRT L9
(2, PEG-IFNa2b/ V3¢ Yl EOHxRYS &
HRLEBTO N2 L TOFERLERBZ1T-
TWwaA, IFNa/ N YRR/ EEFID SVR
#138% (17/21941) T, PEG-IFNa2b 3 X UV
NEY) OG5 TIE SVRE (10% vs 6%) I27%
DARLNEhol L BELTVS Y,

2006 4=, Sherman & (&, 212%1 @ % %h # &
SVR #1323% (48/212%)) T, wiHHE, HCV
Genotype ® SVRFE 2 F2-2-12D £ H IZHE L
TwaY,

IFN Mgl IFN/ ) /SE ) > BRI, A p)
\2KHF % PEG-IFN/ Y /5 ¥ Y o ff 88 i 00 B
2Lk, SVREIZ%HHT, W
A5 TFN HUBHICI IFN/ U /S E ) o BRI & D

HRR SVREAHWMAIZH 1, Genotype Tl

®2-2-10 HAEAUR (SVRE%)

T -
%) Pl me  PH
(23/116 : 20%) (36/66 : 55%)
SVR¥ (%) (n/N) ~ SVR¥ (%) (n/N)
HiTH#
IFN BUgh 27 (6/22) 0.38 60(9/15) 0.77
IFNa /RBV $:H 18 (17/94) 53 (27/51)
HCV genotype
Gl 17(19/109) 0.03 53 (26/49) 0.78
G2/3 57 (4/7) 59 (10/17)
A i
<40 38(5/13) 0.03 53 (26/49) 0.44
=40 17 (18/103) 59 (10/17)

RBV : Y/8¥ Y > (Krawitt, EL. et al. : ]. Hepatol. 43 : 243-249, 2005% & b 51H)
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®R2-2-11 BAEMR(SVRE%)

N , - PEG-IFNa2b
HIEROME & BUSHE ‘; e | + /Rﬁ”‘i’ﬂfi8 1/,";:;1]:13/ day
 SVR¥ (%) (n/N) | SVR¥ (%) (n/N) SVR¥ (%) (n/N)
IFNa/RBV B /F# | 42(23/55) 50 (15/30) 32 (8/25)
IFNa /RBV Bt/ #%) 8(17/219) 10 (10/105) 6(7/114)
IFN Hiph/ %) 21 (10/47) 16 (4/25) 27 (6/22)

(Jacobson, LM, et al. : Am. J. Gastroenterol. 100 ; 2453-2462, 2005 X v 515

im0 S ;
‘ SVR¥ (%) (n/N)
R
Gl 47(7/15) 31(17/54)
G2/3 63 (5/8) 52(12/23)
4%
Gl 22 (8/36) 20 (29/148)
G2/3 44 (4/9) 37(7/19)

(Sherman, M. et al. : Gut 55 : 1631-1638, 2006% X h &1H])

PEG-IFN/ U IKEV Y # BE
i, FEMBICHNY D PEG-IFN/
= UNREY VHARETOEEE

RE#R

HHET b 2004 4E 12 A %5 PEG-IFN/ J /N ¥
) Y PFRIEREA - R E LTHRL, 15
AL LD CRIBHIFRBH IS ShTwb.
PEG-IFN/ VXYY »BER#E, EHHICHT 2
PEG-IFN/ ) /X ¥ Y ff FIRR I C O B A A RIS
M3 aREMLZHLE, UTOZOTHS.

20094, Poynard & 13, il ## 4% PEG-IFNa
2a/2b/ ) SEY YR D 8655 & IFNa/ ) N E
YUy 01,4250 % & L EF2,333 8 IC kT 5
PEG-IFNa2b/") 7S¥ ) ¥ B8 H 48 B4 5 D A%k
% Wit L7z EPIC3 Bk (% B S Midk 3L 7 HE1E 5
L BGAER) OfR R (FR2-2-13) x BEL Tw
57, T RE 2,312 6% HCV 1 RIS 80

% (1,859%1) T 5. LBRITHRE % 5722293
BITHSVREIZ22% TH Y, ERHITIL14%,
HRFITIIBB TH 7. T/, HiihEEED PEG-
IFNa2a/2b/ ) NEY Y PEHBIICRET 5 &
SVRFIIEBFITiZ6%, BB TIEI3%TH-
7z. Genotype 2/3Z X3 % G #RF X, Geno-
type LICH LB TH-72E 19,

2009 4, Jenson & (&, PEG-IFNa2b/ ') /N ¢
) VBRI O BN T A HRBEY R L
REPEAT Bk (% 4% i i 3¢ 17 S AF 2 {LECBGA
B) OfR (R2-2-16~18) 2 LT3,
HCVIR OBHE1Z91% TH 5. HiHEH L LT
PEG-IFNa2b/ YV /N ) » # 5Btk 12 LA
HCV RNA Bt TH o 72942 % 72w R A
(A#E), 48 HFHEEA (BR), 72 HFEEME (C
), ASEEHREME DH) 04 ICH Y {17,
PEG-IFNa2a i HEE A OF K & I 5 MM EL K
KL TORBZT -7z (H2-2-16).

BHRTREOBHARIIZEH T3 %, 33%,
31%, 28% &M% TdH o745, SVRFIX72H#
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®2-2-13 WAFAR (SVREY%)

: “f 1 PNV | P
| SVRH (%) (n/N) | SVR¥ (%) (n/N) | SVR¥
it 22 (497/2,293) 25 (348/1,423) 17 (149/863)
Hil 90 SIS P
R 38 (243/645) 43 (130/300) 33 (113/344)
Gl 27 (123/452) 32 (67/208) 23 (56/243)
G2/3 61 (106/173) 67 (54/81) 57 (52/92)
%) 14 (188/1,385) 18 (158/903) 6 (30/476)
Gl 10(117/1,198) 13(98/761) 4(19/431)
G2/3 46 (63/137) 49 (53/109) 36 (10/28)
Genotype
1 15 (270/1,846) 17(192/1,135) 11 (78/704)
2 59 (44/75) 58 (28/48) 59 (16/27)
3 55 (159/292) 58 (111/192) 48 (48/100)
4 28 (19/67) 33(13/40) 22(6/27)
Genotype & METAVIR score
GIF2 21 (110/525) 24 (79/328) 16 (31/196)
GIF3 16 (82/529) 19 (63/3,399) 10(19/188)
G1F4 10 (78/790) 11 (50/466) 9(28/320)
G2/3F2 68 (69/102) 73(53/73) 55 (19/29)
G2/3F3 55 (61/112) 54 (39/72) 55 (22/40)
G2/3F4 48 (73/153) 50 (47/95) 45 (26/58)
HCV RNA &
HVL (> 600,000) 17 (239/1,441) 20 (170/864) 12 (69/573)
LVL (< 600,000) 30 (256/848) 32 (178/557) 27 (78/288)

(Poynard, T, et al : Gastroenterology 136 : 1618-1628, 20097 X v §1H)

TR

ollow-up (24 8)

0 12

24 36

60 72

84 96 GH)

2-2-16 REPEATHERFTHY1 Y
(Jenson, DM, et al : Ann. Intern. Med. 150 ; 528-540, 2009% X 1 §|H)
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p=0.006, * v X1t 2.0 (95% CI 1.21~331)

360/180ug

180ug

360/180ug
72 H G A 4B ERMR 72 ﬁgiﬁﬁﬁiﬁ 48 :&E#‘%Eﬁ
AT AR (C#) (D #)
(A#) (B#F)
2-2-17 #’5ERD SVRE% (REPEAT &5R)

(Jenson, D.M., et al. :

EVR #
17%
(157/942 #)

/

2 BE (n=942)

\

360/180 g 72 ¥ 5 F Al ARE (A )
B 180ug 72 MEEHEHELRE (C #F)

Jk EVR #1
83%
(785/942 1)

Ann. Intern. Med. 150 : 528-540, 2009%' X v 51H)

(%)
100 1 (SVR %)
80 1 68%
60 4 53%

40/75861 8/22% 17/2581 12/358)

(SVR %)

1172429 2/134% 4/131% 15/278

(7] 360/180ug 48 s H B AR (B #F)
[ 180ug 48 MELHE BB (D B)

I2 -2-18 EVRh 5= SVREY (REPEAT ER)
(Jenson, DM, et al. : Ann. Intern. Med. 150 ; 528-540, 2009’ & b 3] H)

DA CETEIhZNI6%, 14% L%, 48
Hx5 OB, DETIZERENTY%, 9% THD,

728 (A+ CHSVR¥E16% : 74/473%1) Ti348
BB+ DEESVRESR% : 38/46941) ICHL L AR
KEVWRERTH -2 (K2-2-17). F 72, Hih#H
F§\Z EVR (Early Viral Responder) & 7 - 726 T

DFTIX, SVRFZ728%G5 D A, CHETS3
%, 68%, 48 EE5 DB, DHT36%, 34% T
HY, RPAKEGFATHRECENIEZ2HRELL
(K2-2-18). &b E HERIIBNTH
EVRA# o h, 728556 (A+ CH) ® SVR
Hi357% (57/10081) TH 5.
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MEDZ E#5, PEG-IFNa2b/ /S ¥ ff
IR BIIC 3 B PEG-IFNa2a/Y) 7SE Y ¥
B T OB IBM TIE, BEL T SVRERIEL
boo, 488K%G XY b 72HEKG THREIZ SVR
FhEwI L, FL128HOEVRFRLNLH
EIDDRBDAKY)TH ST &% Jenson b i
BELTS., b, AEFRIIBHARGHL
T2HRBEGBHTEIRELREIAON o2 LW

20094, Camma 51, MEDLINE %5, %)
B3 5 PEG-IFN/ U N ) Y fEH#ETO
HEBRICHLT AXCHRESL-URARO
38BHTHHME T LDOTVEY. FRBRIC
2T, NRFOERAT, HREB HHEICIX
WAHEIENL—BICVZENLDOD, 2D
SVR#316.3%TH Y, SVREFIZKIFTHF L
L Tix, HCV Genotype, KEZ EAHE L Tw
L@ LTw5S,

;z iﬁ THE e
1) Dieterich, D.T., et al. : Management of Chronic

PEITO e

HCV : Maintenance therapy for nonresponders and
relapsers. J. Viral. Hepat. 16 ; 833-843, 2009
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dations. Hepatology 46 ; 2014-2020, 2007
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1015-1023, 2004
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5) Jacobson, LM, et al. : A randomized trial of pegy-
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100 : 2453-2462, 2005

6) Sherman, M., et al. : Peginterferon alfa-2a (40KD)
plus ribavirin in chronic hepatitis C patients who

HHEHUT NN e

BHb(C

0100 1HORRTHX LI TRV D
®, PEG-IFN/V/3E Y v ff R 8 B 03
BRI A NV AF FH O TOHGRERI R
TiRBEsh22H 5. L {IZ20094 10 H ok
E 224 (AASLD) Tid, PEG-IFN/Y /3K »
-Telaprevir ff F # ik T O F i #8#& (PROVE3)
DEABAOHE S h, BHHICBVTD AP
B TOFEARD SVREIZ38~39%Tholzbw
3 1), 10)_

sk, BB 2 EHRE, FREIAV
AFNEMA T 3HIPEHBES TR E 25 L FRE
NoA, ZhECICEHAICHERET ) OTH
1E, PEG-IFN/ /S ¥ Y ¥ ff B 8: 72 8 i i
REAREL LT, 12HD EVROKIE % R %
SEBKRYTHLEEZ LN

FHRHB I

LHHEHETH

failed previous interferon therapy. Gut 55 1631-
1638, 2006

7) Poynard, T. et al.: Peginterferon alfa-2b and
ribavirin @ effective in patients with hepatitis C who
failed interferon alfa/ribavirin therapy. Gastroen-
terology 136 ; 1618-1628, 2009
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1. # = g

1989 4127 A V) 41 @ Chiron # OHFZE 7 L —
TN & o TIEARIIE BRI R E 2 5 B A5 T W
FasssEsh, CRIFF%&7 4 VA (HCV) L 40
SNz 1989 4E LA HCV PR Ol &
RRICED, RERIFEAFEBRIFRL STV
LODELBCRFRTHAZ LN LML R
YA

CRINF RO BGAEMICE LT, iz & ol
WEN L TR TEHIEIIWEL o7
25, I DA O R GAREG 2B L TIEH S 2 Th
V. BRI & B R B RIS
EBERE K, BRBOLIZET A4V A
BAMPTBEFREIANZAITEE L vt
ZZOHNTWA, HFRTIE 6 k3
HAZ) ==y ZEELT, 1989405 1R
THOTHCV YA (C100-3) Z AL, &
1992 FE0 613X ) HRETH 5 HE 21D
HCV iAW BICEE S L L L 1, 1997
ENLIENAT L V) BIZFREZBEALZ
EAETIE, CheooEFov 2 hHRICED
HCVHRIMBEDRAZ T ELZ EH D,
BUE, itk C BT RERGIMAEIREBICE L %
2 TWah,

CRIFF#13, BRIFFRLRLY, oI
ERLTH, BHICEE, B Ts CHR
BRI, R, BEEORAEI L,
HRUE 2 Rl L 7 BRI 2 G B A% <
1), 50 R HiH THAEZC, 60 W LA HFHE

19

§ NiE 3A

NEERT D KAOEDRHEDOF 70 % 13 CHY
HEAE A v A S S 5.
2. & # %

AT E O — M At # (2B S HCV difk
FPERIZ1-2% OHPATH Y, FHAENIZIZH
150 5 A5 5 200 75 AD HCV * x 1) 7 HHEAET
bEwbhTwad, —F, KETH—-#&ALOD
1.6%, 400 H AXPHCVHiIAEETHH, R
WX 1E8 T HADOHCV BREE VAT S L
Wb Twa,

KAEOBRINE D5 — & 12T WT, 2000
ARG JL DA ISR U CTHEER L 72 HCV Hudk ks
PHHIL16-19T0.13%, 20-29 T 0.21 %,
30-39 i T0.77 %, 40-49/% T 1.28%, 50-59
T 1.80%, 60-69/%T3.38% LML NTH
D, BmEICBVTEHVEEEREZRL TV
(E1).

3. & &H o

HCVIiZ—A$RNATA VAT, 7594
NAROHTTIFIEIAL N RABRRAF AN
ARE IR BE=DANNRY LV ABIZHE
ENTW5 BIHMETOBIES S, HCV L
1% 50-60nm OIRKD 7 4 VAT, Sk (x>
Ng—A)kary s ElEERATS.
F7: HCVIZY 2 L L TH9.6kb D77 A8H
RNA%# b2, YA VAN FZ2HRETLHESY
v 7237 (core, E1, E2, p7) &L 74 VAN FIZH
TN WIEHE Y 7827 (NS2, NS3. NS4A,

Hiroshi Yatsuhashi: Department of Therapeutic Research, Clinical Research Center, National Hospital Organiza-
tion (NHO) Nagasaki Medical Center [E /.95 be bl oW Piste » & — BIRWFZEL ~ & — HBHFZETE

0047-1852/10/ ¥ 40/ K /JCOPY
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NS4B, NS5A, NS5B) 72/ S 57

HCV Y/ K213 % { ot{n R AE L

BUEE T I0MHL Eodiz iz sd s hn
Twb, FEAEO HCV @iz RIS L T
i&, HCVI&H# D 70 % X HCV1b % Cie 3 $%
A% <, R 20 %X HCV2a %, 10 %ASHCV2b
BTH5.

4. RELFH %]

a. CEIZMAR

i (= & % CRIBPER 2 5 A 3Pl IR g
oz IIBWTY, ko C AN %
DREBITWA L T, BUED CRIAMER
RIEHAEIR L LCid, S L, SEREAME N &,
PRI, #il5 (7 7 2 ¥ a » TATTO), €7 A,
RS L EXHE SN TS0 KKEAYTH

LEED VR R

HCV &G A L TH ARSI L 2w AR
SRR B DB E 1349 6070 %, HE HBLEIE
20-30 %. MFHE AN T 2 v BRI -
SATANHE - B & v o 2 RE AR I BLBI T 10—
20% Vb Twab, HCV2MENIZA - Th
SIERDMBLT % £ CoMKBIMIL, 2 8MHH
SR, FT6-THMTH D, RYFERTIC
MR 7 < BB PEIE L, 2B b 50—
90 % L MG XN TWw5, &b CRIAMIT£OB
SE{LRIIMD IR 4 W A2 LTI 0.5%
LFTH 5.

Gerlach 5”12 & 5 &, CHIGAVEN %o HEkG
M) & ARPEALE) T O HE o HBUHE o YT
T, T 2462161 87 % & 34 il
20 B> 59 % L AT F A (p=0.02) 87z L v,
HIH G TIL 50 %, MEFIAFICLE 90 % 23 M1t
L7zt LThh, #amaipz & fRme
T 5 REtEAS . 72 C RIS R T oI
RELE) /Y% — DY E LT, ALT fliAsE %I

2WEEL W LB AR) 2R T L% v, AR,

B RIAYEN 25 TI3389E 3 4 H LU O ALT 28 /<
Y — I THRMET L0 LN TH 5.
CDONFRREEL BNy — o L BPLER & I3 EELC
MR L, 2t TI278%. %tk T3 100 % O
WAL TH L 2 L& HBRBITHREL TV 5"

RIAYERF ROBESEIR & LT, EHBEAEIR,
?&b%%ﬂ.@mﬁ.mﬁf&ﬁ&bn.%
DHBBEHEAE, SHEERK, TR - W2 20
FALIER L & DICHEASHBLIT 5. W2 FRE
EPELTVD I L2 RTHBNARI A TH
5. FEYE C RN 220 FLELAE IR O B 13,
I 55 %, FRRANR 69 %, 45 EEIK 70 %,
Wi 5 - W 50 %, BT 26 %, 5 6% TH 5.

b. HCV ¥+ U7, CEMSMITR

—#ZMIZ, HCV e i&dens6 H H DL Fdik: L
2B % HCV ¥ v 1) 7, HCV ##  ge IR ig 12
ALTESEH 25 - 7B % CRIEMEIF R & %
LTwa. HCVFx Y 7®OHTALT i F5# 1E
WBliE, ) persistent normal ALT (PNALT) &
MHEN D & 92k -7 PNALT I3 &thic£ <
W ISR LR B S D, e
IIHMARERAFET A Z L, ¥ 72 PNALT
FALT REGNH LERIIER 2 TIEH 5 A
AL ST T WA H L E LWL E L -
TWnb,

B ZO RS LT, — iz 4
GEER, BRI G, LD, T
W, A, BB, RERD, AR EAEET
OML, L Lo EER S v —ikf
HEAIZBW T FMOERIZ LI LITRED S h,
RIS CHRUBMERF RBIT L ERIE VW FasE &
AETHAH CHREMEHEEZH SRS,
Rl RE, WO, BEERELGE. B, A
7 EOHEMERZ RO T2 HEI12E, EfT L
P2, TREERITH LHE0% .

CM@%M%@&%%ﬁuowfu.&Am

BB EE T 5 & HARGERB IO Th %

< RIEIMIE BFREZ, i~ E RS 50
HEME2 AT 4. RO, LR 57—
LB RA ORI IR S, BT
HAEAL Stage BIEMIZEHE RO BRUL,  FO (R
B L):05%., FIGRHEALEE): 1.5%, F2
(BRAEL RS E) 0 3%, F3GHMEILESEE) @ 5%,
FA(IF%): 7-8% Td 0, Stage DiEfig L &
HIZHRMOY A7 b AR5 (K2). R
{b Stage (X, FEREORESR, JEH T TOWeH 2 HE
ET 5 XATHHLEETH Y, HCV Rk
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A
fids
7-8 %
B (F4) |
E 5% L3
: 105 ULF
% 3% (F3)
2| g M
;{ ' 15 % (F2) 10-13%
y l : AN R ;
(F1) 13-15%
T
iR B 15-18%
1875 LL L
(bt IF4) < MR % N
: : >
BE, 4 50i 60k
2 CEEMFROBERAER, H#M Stage & EHREE
e g To X 0 BFH: pan DY ~ -
eI D E D R Z T TR ) 5. S & BRI

7 RBBT DL ENEE L. FFERA W7
i M/REL TR L~ — 7 — &2 e
5 Z LT, MRHEAL Stag DHEE 13D 2 FEE 1L 0]
ETH s (H2)
— )i, CHEMBYENF R & FEEA e 297 5§
SHfELTUTOHH»HE S h T2

ThI— VKB (Y 7 —VET1H50g M
b), @i X 2 BRECGEMFEHE L L
T), ®HBV, HIV:OEHEEGL ETHD. C
RSBV B E~O HE ST A1RE L L
T, BB, BESEELRIEZVITTL RV
C RSV RIBZAD, HRIZY AV ADWE
LTHBT A LIEIBMOTENRTIEH S5
CHMBMENF B AR, WA, Il ER
TH5OTELWZ LWL ERSTWVAS,
Poynard 5”12 X % &, CHRIEMN &EHD 33
% X 20 ELANICIFREZ ICHERE T 5 D, 31 % 1
WP CHE R L w32 & LT 504

a 2 W

HCV ¥ x ) 7R CRUBHIF OB IrE: L L
Tik, FFRA7)—=v 7KL L THCVH
AR %2 TV, HCV $LfkREYE#I Tl HCV RNA
DA FEET 5. HCV HUkB % HCV RNA B2
PEBIE, CHRIFRICEST 5D ARGR L 72—
YR EFI OB A L HOV LA BB
YtAd A, I HCV RNA B2 235 &
ETHCVF v U7, CHRIEHINRELEF LD
W%, — 4, CHRIZTER REITIEEEmLI
THCVHAR DB TH 25604, CHIZ
PR OBW %179 6121 HCV hufkbat
Tdh-TH HCV RNA L3l L il %
L,

b. $&3IESHT

CRIEBMHIFREENTREREBLE (EHOR
4 v B #MCHIEE T 5. OB BB % (HBs
FUS AR, @ BRIERF (B CT, B o —
WA CTHRIIFOFT R, 3 B C Rt % (bik
PUkB ), @ EEYERRT RS L ba



FF - REEREMRE (B2 hR) 1 FFBE#R (E) 23

N 7 HUREE), © 7V 3 — VPERFRE (8K
BE, y-GTPEfH) 2 LD 5.

6. AEEBRETH K]

CRIFRIGHEDOIEAFEANL, 1 vy —7 0>
(IFN) T 5. BUE, M 1RO T HFFR R
DFFA L E D FWHTH LTS
®72R7 A v —7 0 (PeglFN) 5L 1 v
AFITH A1) 7€) ¥ (RBV) & HI\> 72 PeglFN/
RBV A & % » T4, HCVIbHD
C BUSPERT 42 8.3 (2 0h 3 % PeglFN/RBV i HI ¢
20 A8 B HHEHE D 5EHFIEIH 50 %, HCV2a,
2b B> C FRUEPERF R EF 23 % PeglFN/RBV

CRIFRIEGTH D720 D7 7 F ~ SO
RIBBAELEITLTVWE Y, WE2E ERLIC
BE-sTwhw, LoTHB72Fr0EH %
R PRI EAMEAE L e W7z, RYei & %
fil % BV TR A RIRICB C 2 LA ETH 5.
HEMBTOHCV IS h7:8H & 28
Hil LR X 5 HCV IR BT 313 4 % & ity
ENTWDY Ml LB PR, » 7 —
NS VRS RO ¥k ko LAl Sl F SR
PR H B e ZE 2 5hTwah, ]IS
ERAH L L, CRIBMEN &% L2 BBT
b, CHRIZMHFRO IFN O BB R L, #
90 % DR THEHIWIFHFTE 5.

WX 73
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