R ST IR AT R B R B R TR 5 e IR SO IR 7E 2 5
TANVAERF R ORI CTZT AV AR F OB LR IS
SRR TR &

B BINFA R OCHRIFFR AN ADE B LFFEE, 1R OBEER

SHEMRE BAXFE ERABRELFHEGESREOMMER Hgt 57— ER

MFEES  C BNEMRTFRIER (genotype 1b, BV ANV AE) 1254 % NS3-4A protease inhibitor Ty
5 Telaprevir(MP-424)% Pegylated Interferon (PEG-IFN)& Ribavirin (RBV )3 F #1518 550 21| K
F a2 BETL -, SBICHIENEP(PEG-IFN+RBV)E S HEIZ 35175 TelaprevirtPEG-IFN+RBV 3%} F
LT T B DUV TERREY , U A NV AR 21T o7z, F-BEVE MR BIZHE A SN OB
7 e A ORI E T, ZRIIHEY ANV AOHBRFE > TOD, BEE TOMMEY A LA
DB LE DB DI RIZ OV TR L 72, C B ; TelaprevirtPEG-IFN+RBV (24 1# [#]) 15 D
SVR i, natve f5i] 76%, BTIAEE RG] 90%, VAR ERNF] 27% Thoi=, BIRICEFR TR FLL T,
/1.28B 085 T2 HUSNP)E HCV Core aa70 FOBEBRNEE TH-7-, £-R 59O Hb EIZEU
TiX, /TPA gene @ SNP 23BIfRL 72, HIENAEERNEEIZIS1T S TelaprevirtPEG-IFN+RBV D3 {Jf
WEEETIL, 15619 SVR 13461 Th o7, SVR BEOFHEIX, BN £, HCV Core aa70 1324 wild
type. PEG-IFN & Telaprevir @ adherence (X4 100% Cdh-o7-, 18FERALEFD NS3 fEIR O E & F
GlZ ARt D&, relapser FIOD 1T T64S DEREBO =, IHICHE G H O NS3 kOB L TERIZ
OWTRRETL72 & A, relapser9f F 741, NVR26B|HF 24T Telaprevir WI‘@'?/(}I/XﬁﬂﬁHjéﬂto B
PRI 5%, 737 20 BB B oF OFE B CRY A7 —-E5HiE ¢ YMDD motif mutation 23&&d> U7 5E FlIZ
N YMDD motif LA rt SEIROD T I /B RAMRES L7, 390 9 13 51(3%)iZ YMDD motif uﬂtf
7T 7 AENEI T T HE T AN ADOHBERD T, ZhH136055 8 HITIFIT VU ET
T 7 A VOB RREEHIT U, 8 BT 45T DNA OF LEB RSN, $2T737 V07T 74
LOFRFEEEITL S 316 B 9 BIGWIZHEFNI R 3BT AV AR AEERIZRD SN, I
OO ZRIETANABEB TFOB T HENLNE I THENL+T T 74V EER L3
Bl CTIX =L T HE T A VAR SN, — 5T /748 2 R UTER T AV AR
(LA FEREL TVD, C BUBMIF XTIk, I ECRER 2B E LT — 7 — AR ER B LB TH A,
7= BRUMBME R B0 9 5 7 2 7 A O R # 5Tl ZAITED A V203 IR D5 B
o1 . BTG EE O R BEIFENS,

A. BFREEH
C RUEBMATR DIBE O ERIX, Pegylated  HY, +HRIBEDEELB/B TRV, 22 THHM
Interferon (PEG-IFN)& Ribavirin (RBV)D {3 BRETHLTu s 7 —¥HEAL
ETHDH, LINLAFITE U genotype 1b Y & PEG-IFN+RBV ffRH#E ORI ITTHOIE,
TANVARIEGNCH T D PEG-IFN L RBV 4 o7 a7 7 —EHLER D& L2 RICBHRT
SEMFE G DTERENSVRIEL, 40—50%T  AUANAARE T, AEME T2 OV THREL

56~
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BEUBMATE BOHBEFRITI, A —T =z
(IFN)ERZBE T a7 AL TH D, IFN ik
11358 LA EDJEFNIZIZFN R D ipnizd, 35
LA EOFEGI T, BT T u s BB A A
FiREI > TWD, R T a7 WAL, LA
IWAHRNEL, BUWEH D2 HZ L DIEF]
THEASNTWS, LILERET T a7 fMEloRk
HE I BT IRANmE Y A L 20 HER AT
HHND, BAEETIIAT THEAIN T DIEE
T usZ8ENIZTIT T T I, o
THENLVOIEENRHD, ZOIHTFIT IV DOH

P ST ERICTET ANV ADEREZED BN,

FIT MR ERIIT T 7 E VKT
THENDMET A VA BT DIEFD DD,
ELIZTIT UMM AN AT THT T TAE
JVAF RS TP IS B AN Y A L 2D B3 5 5E
B35, ZHIZEANMEY A VAT DI
RAED A BN TVRVY, ZO K57 £ A it
M7 A )L AR IRF OB E & F D% OTRFREIEIC
DWTHRETLT,

gk

& @ P 9% BT (2 T Telaprevir (MP-424) &
PEG-IFN+RBV fi BB 1k 12 B M & &
(T12PR12)Z Wi fT L 7= 20 Bl 24 @M & &
(T12PR24 Telaprevir ~ (MP-424) &
PEG-IFN+RBV ffHiRiE 12 BRI GLED%
PEG-IFN+RBV {f H#ik 12 B & fke) 2 hE1T
L7 61 Bl W TRIR LT AV AR T £
AR T2 DWW TRET L=, SHIZRITEERES)
BHZ BN TI3HE P ARIEEEITLTEG DR
R LAET AN AT DN THRETL T2,

FTI7 VU EME 5P ORERF TR AT —
PHREEK D YMDD motif mutation 23 §&do 407 I 41
IZBW T T 74NV ET s T HE e
ANWVADHIRLEIQ0H| THRET LT, F/27317
DU AN AR L CT T 74 NMER L
SEFITOT T 7 A EIVIET AL AHBLUZ DWW
THREL T, EHICF D DNA L JA2 RO

57-

BT T HE N FITIT )7 A VE A OB
ERRETLT,
(R~ E)

BB B Hik, BUWEAR, BEICETD
EAEROTHMER, BEOHEFREFICO
WAL R B Z CE T RIS TS L
REATHT=,

C. BFFoAs
(1) Telaprevir (MP-424)¢ PEG-IFN+RBV
3E DFRIEIEOREETERBRICHE
RIS

T12PR12 DRHED SVR KX, naive §il 70%,
IFN B # 2 ] 33% . PEG+RBV @
NVR(non-responder;nul) i 0% Cdh -7, —FH
T12PR24 OiR#D SVR HiX, natve i) 76%, Al
1R EAE) 90%, RITAW L) 27% Th o7, %)
RGBT IR T LU THE BT TI, IL25B
DBAEF 25 (SNP:rs8099917 /¥ major home) &
HCV Core aa70 DO E# (wild type) 23HI
7=, F-# 5 %0 Hb {EIZBIL T3, /7PA gene
@ SNP (rs1127354)7% major homo DJEH] TIEHF
FtA28 B, 4 B CREICRTLTWE, 48
B {Z Hb 231 1g/dL RIS T 352 LR
TR T, R M), BMI@3 LLF), /TPA

gene (CC genotype) , (50 LA L) TH -7z,
W2, AEIRFEDHEIZBITD
Telaprevir+PEG-IFN+RBV ®3F Jf AR L BT
15 Bl DN T A VA FERIRRETE (T o7, ZO#E
X, ATRRESDFI CTHL-DTA N AFRNTIE
HCV core aa70 {% mutant 23%<(57%) . 1L.28B
1% minor allele ZFfD%EFIHS 93% Tdro72, 154
3 f FHEIE TP SVR (144, relapser 23 9 {5,
NVR 26 T 7=, SVREEDK L, BHENS
< HCV RNA Ot kiR #iX 2-6 38, HCV Core
aa70 X2 wild type. /L28B gene X1
TT(major homo), 3ffA% TG, /TPA gene L2
CC. PEG-IFN & Telaprevir @ adherence (X2
1005 TH -7, —F RBV @ adherence I
51-93% To7=, IR BHAARED NS3 fRIBOE



T B E R DL, relapser D 14T T54S
DEREBOT, SHIZEEH O NS3 k&
GTFERIZOVWTRFLIZEZA, relapser 9
74|, NVR245 5 245 C Telaprevir ittt r7 A LA
BRI, RS izitE T AV ADZ A
i . V36A, TH4S/A, A156S/T, T54S+R155K,
T54S+A156S, V36M+RI55K Tdh-7z, #Hi K
(IR A T 8-32 8 (#& T4 8H) Th-o71-,

(2)F7IT VU BEMB ERICT T E L Ei
(LT T HEIVIHE DT AV AD B LT SE B

FIT Vv B 5 R OEH] TRY A7 —PHE
D YMDD motif mutation 2387 JEFIZ 5
VT YMDD motif LIS rt GBI D7 I Eds BeA
fRETL 720 390 B9 13 $il(3%)(Z YMDD motif LA
TT T 7 AN E LT T HE L0 TH D
EHEINTOAHEBICT I/ BERERDT,
ZOWERIL, rtAI8IT A% 6 4, rtA181T+rtM2041
B1 #l rtA181S 2% 1
rtL180M+rtS202G+rtM204V 7% 3 i), rtL180M+
rtM204V/1+rtM250L 23241 Tdh-7-, 281 34
DI BB TIIT VT F 74 OB E
ZHATUIZ, 8 Bl 44T DNA OF LR A RN
A TIIT L T HE N ~DIGEEOEENRTD
nre,

(B)TIT P UMMETI AN R T AT F 74
IV 31T AIltHE T AV AD R ES

BF B HEATL 7= 316 51 9 BRI Az
X AMET AL ANERO B ILT-, 2 genotype
C T rtAI8IT/S/V DEBRERDT-, FDHH 14
T rtAl81T+rtN236T AERHLNTZ, ZhHDHH
5T DNA B0 LR EZ§O 1, 26 CIREE

OEBMTON 1 FlITI=THENL+TFT7
AN 1B TIET /73O E R T,

(4) T T 7 AENRMEY A VA% T DIRED
)

LEE 4 BRI RE R L, 2Bl T T
AENVERA~DOER 1H T THEN+T T
TAENAHA 1 FITT /7O E R T
Nic, =7 HENZFEHALZ3FITIEZEDO#%
UTFREITRET AV AR ENT, —H T/

58~

T AN EAFE A LT EF TIX T AL ADEME L)
FrftL T3,

D. B

MEBEOEARTHSD C BB M IF £
(genotype 1b. B ANAR) 2535 PEG-IFN
& RBV (F#RIE 48-72 BREHREDOIBERFIX
45-60% Th D, KRR H4DEF TIX SVR 12
BEoTWRW, Far7 —FPHREXR THS
Telaprevir (MP-424)% PEG-IFN+RBV 3% {3} ]
B, BV SVR BERDH TS, ZO%ED
FHRIE T2iX, 12288 @ SNP & HCV core aa70
DEBPEBRLTHVDIIEEREL 2,
(Hepatology;2010;52:421-9) 33 3t I EIZ B\
TINGDORFE#RETHIET, DR THICE
ERZETHD, EHIT, ZO3FHREEFICH
B4 2Hb DK TQHEE ., 43 BNZIX /TPA gene
@D SNP BEART D ZELHLMICL,
(Hepatology;2011;in press)L7=73->7T /7PA gene
7 CC genotype DIFHIT, HILOHRIZEEL
HELBENLEEND,

61T, KLEIRTHS PEG-IFN+RBV ffH#
EEDBIHT 53 SFREIEO D RERTL
720 423 SVR 1Z72o7=28, BN £<, HCV
Core aa70 X2 wild type. //.288 gene {X TT &
14511 SVR, PEG-IFN & Telaprevir @ adherence
1326 100%Toh o7, FUANRFERNIIL, IR
PERI1D Telaprevir METY AL A& ZBHT-FEFNT
R (relapse) 7=, ¥/~ relapser 8L NVR D1
1515 9% T Telaprevir MiED AL AN HEH,
BEDFEIETORRKEESE ZLN =,

B BUS MR BOIERIL, BT s RAl
DOFENEEKE2->TNBN, B 513
TANADOHBEL-6F, EIZTFIT VT,
YMDD motif EASAO rt fEIRICHTE 2 DB R AE
Y, AR OFH 2 OREFTIE, HE XDV
DOT T 7 AEINEIT T HE At L %
TAHAERPBDOONT-, ZOLHIRIERTIX. T
T IAENEIT T HE DRI E DR,
DX BHNIMET A N ZRERD I IEFIT
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[L.28B ¢ SNP & Core IO 7 I/ BEEHADBILR
%, F1- 81551 THS PEG-IFN+RBV TDO NVR
@liz %135 Telaprevir & PEG-IFN+RBV ffH #&
BT R ER OB G EPVETHY Core
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SRR IR S E

T ANVAYERFR DIFREIZIEG Ul AV AR F O AR BA LG5 -
AV B —T 2l ARG B D A R F O AT

SEBRE P EER S ERERERKRE - HERNE - B

WREE : /27— 7z (IFN)IRFRIETEICBE D AR F O A2 BROLL
T, HEELMBICBERLI-HCVa T E AL BRIER R L HVVZIFNS S
TNARIZBT D ANIALMNHIEE ORI ZIT, UTORBEEE-, 1)
HCV= 7 B AL BEE T 7 A L AP ORNAK X UVE A& R IT B ARk & b
BLEZE LIITLEL TV, 2) V2 7T EAERBETIIY A L AR
RIENTWELOD, RIFEMBLVTWMET 2RO, 3) V=2 7TEAE
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I — T BEMICH A A ZNIZIR

69~

TWb, FO—F T, IFN-afkHitE 0
FBHZiE, HCV 18 ERIE 700 J7 03B
HL WA EE R T DR,

2008 735 2009 4EIHNT T, Fex 1 TRESR
? HCV #FFEIZ % FSh CE e MM
fafk HuH-7 SITEEMNE R ERLER
AT fAaE Li23 2 AW CGEE T8 1b T
O BRI EO 2K HCV RNA # 3
(OL8 %> OL11 fifiasad) #BREL T, HL
HCV &M EeE &N T v AR
(ORL8 & ORL11)®HBHFEL T, M
HCV HlOFEl&1T 72, £DRE R,
HuH-7 kD7 &1 % (OR6 #ifR) TH
B TW=KFEH HCV AloiE ML,
IFN-a R0 AY F L Fla & TELDHE .
Li23 F3® ORL8 R° ORL11 7y A% D
JFCEWIENSY, ORLE R ORL11 |18
NI=T AR THHIEDRIBINT,
B RBV (2T, OR6 Ty AR T
13 ECyo A3 100 puM LA L TH-T=D&iE
*fHRAYIZ. ORLS %° ORL11 7w A%T



IXENEN 8.7 uM & 15.9 uM LARv B
I H R EE R T O 3BT, £ 2T,
F % 1Z IFN-a<° RBV (ZEZHOBE W
Li23 B304 & HCV RNA # 8UHIEA 5
ZNENOEANIEDIEZ R T /B R
EHRAZENTENIE. ZhH0EE O
MR A AR TEXAOTIEAROIMNEE X,
SEE | LLTFIRTIOREREI T,

B. #2515
(1)Li23 DL E HCV RNA R
kD5 IFN HEHTMERR O 5

4 HCV RNA Rk ThHD OLS,
OL11 LT OL14 #Mifa (£ Eh 2x10°
fE)% 10 cm 7L —MMI#Ex, ¥ H IFN-a
(0, 50 FB3LTX 100 1U/ml) 2L, 4H
T LI IFN-ox ERINL 22238 G418 1#1E T
K LT-, BVIO7 L —MNIFNER2HL
(BRALEONDETHRIN M=
—OHEFEA) HELE, iR EL T
HuH-7 #3304 & HCV RNA 8 T
H5H O ML FEREIZ IFN-alZ TARHEZL
77

HCV OBEHIZEMEL IFN-offifiit s
DORERE TR RD71-8, 2FERARR R L
OL8(2Y). OL112Y)BXTr OL14Q2Y)#fifa
WDV THEERIZ IFN-a
WMEHEITHT-, £, BB EL T,
HuH-7 30 O Hifas 24 Rk s L
7= OY)ffE fvv-, 1 7L —MZoWn
Tk, IFN-af& 5% BB Tb 26 HE
WCHBLZan=—% 27~ —7 VU7 b
T —(CBBIZ TR LT, VDT L —
MZOWTE, FRZENOMAaKT LIZHE
faz 7 — U CHERESH IEN HEHUPE RS
(DWW TOERRMTAELT-,
(2)RBV Ot HCV &M VE B O fig
B

ORL8 et OR6 #ifazZzhZh 10
em 7L —MITHEEL T, 2FLLTH
5 x 10° B %Y (272> 7B 5 C, RBV (%
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(3)Li23 H3ED4E HCV RNA #HEHE
235 RBV DR

£ HCV RNA #Hil#iia TéHs ORLS
R OL8 75T OL8(2Y)Re OL11(2Y)#H
JaiZ RBV Z% A ZLiZ@mL (1 uM 225
BELR 2T TERML W ik
50 pM 20X 100 pM O— EREZ IS
HH ) RBV IZHPIMEIZ 2B EH ik
RETL 7=, BT 7 EE LT ORLS Ml
Bt EHMMICLY T 25— P IE M A
EL T, RBV @ ECg s EHL TDAE
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IFN-odEHitEDan=—IEIL -, £
NThL, S —rHIm010ERE Th o7z,
OL142Y)Hiffa i OL14 MR & LRk,
IFN-adE itk an=— (3o 7-< B o
/RNy

OL8., OL11, OL8@2Y)I L T* OL11@2Y)
HiaASBLN IFN-adEHiE O fMin=
n-——%ZFNnNETN7— VL THIFra—
FA el E L Cllfaa I,
Lt INHOMBOMEBLHCY ©
BB ZITI T E THD.

(2)RBV DHL HCV TEMED 1 O fif
Hr
BT, 413 ORLS #ifa CE#lZsn/-

RBV OFHE 2L HCV ISR T T /2D
wnizkh®rrransdzes /gL,
ZOWBHG, B2 X RBV OHLHCV G
3A 72— Bt K FEEEZE (IMPDH)

DIEEZI, ZHUIHEND GTP OL~UL)s
AFIVR T4 LICERTADTIEA
Vs E 27— IMPDH 259 siRNA % H

VT ORLS il 35175 IMPDH O fhE%
FLET5E . MBI D HCV RNA ORI

~ULHPBEEICIR T 3228038 LT,

FIZT,. 41T, RBV AAEE X0
@ GTP ENFERRIZIK FI2Z&5ERN
ICHED DA LE LT, RBV OHTHCV iEHE
A3EAZE 72 ORLS #ifind RBV Ot HCV {&
MERHEVBIEINRV HuH-7 BIZkD
OR6 HfiEIZ->\ T, RBV I IZMAR N
DOXIVFAFREMHL T HPLC &2y
GTP AR EETHEREI T,

ORLS #ifa & OR6 #lifeliz RBV (ORLS #f
BT ECq ICF K% 50 uM) 2L T8
MR IS DXV AFRERIHL .
HPLC fEfr&17o7-, tMEL T, RBV %
whnlze o ikas Hv vz,

ZORER, ORL8 MfaTix RBV ALPR(
BEIC LD GTP 239 60%K 452808
B KT, RS To OR6 HikRIZ
175 GTP DR T EHIL 30% 55 THHZL
735 ORLS Ml Ti% GTP L~V AE EIZ
K T3 2IENRENT, SHIT, ZIUTHE
-, ORLS #ifTix IMP OFERENIEE
IS TWAZEN LA 57, ORLS
T IMP DL L3 RBV ERINETNIC
TR 30 fETTEEL -, 2SI xRN
(2 OR6 HIIR TIZIMP L~V OOBEE . B
IFEAE RSN T,

(3)Li23 H kDL HCV RNA # R
FEH5 RBV $EHIHE DO ST

ORL8 #ifalz RBV #EHIMTEML T
RBV PR DR L A BTz, £77,
RBV % 1 pM T3HMBLEL T, #D%3
AR RBV #7U—IZL TH#&. IRIZ RBV
Z 2 WML T3 AL, £L Tx/z3H
M RBV & 7U— {29 ALV REZ 0K
L7z, RBV @I 2BICIBEL1uM T



D ERIFETVRNFEFTIO M ET EF
SHT=, UnL7enG, MiIFFL7-R, RBV (2
T D ECyy L EHET, ZOHETIE
RBV HHIHEOMBEMENELNNZEMN
ol

WIZEHEDITRR T 50, RBV D
FE % B 9175 50 pM TOMB &R AT, =
OEAETEH, RBV BRN3, 4E H b
V72T BIEENR TR TETLEN,
RBV (%195 ECq A EH- 35281372
ol

INHDOFEEN G, ORLS fiaz WL
T N7 27— PBREFEEERWER
HCV RNA #HilncHs OLS Hijase
OL11 fifa% AT, G418 f£7E€ T T RBV
AT AZLIZIY RBY (iMoo =——%
BRI TEREITHIZEELE, B
&, a3 OLS Mif<e OL11 #ifZ 24
RIHEICEZ2E LT HCOV OB BRI EEMEN
WU S W0 T, ZH0OHIR
ZEST7N RBV AR LD Al GEMEAS
BEADOTIIR W)L E X -, RBY OB E
bR B NHF IR OB ARET
H5 100 uM L4 A FEIZEE IR A 1T
BEIZRBY 23Tz, G418 fF/E T, 26 A
MBL#E L7,

FOFERE.RBV 222051213
FUT R #Z confluent OYREEIZ/ 27, L
L7755, RBY B L/-HMDIFEA L
(X, RBV ZIRIMLEAD THH20E [MiZ L7
LEEMER R\, 26 B HICIHIFLALTE
W7, L L7e3in, G418 itEan——
ELTOLS #ifans 3 fHlooarn—=—_ OLI11
MBS 10 BEOan=——nEoNn=, =
AbOan=—ZHEEL T, G418 fFEF
M-, ZOBRE THE T au=—
HahoT, AT OLS Mfasslan=
—. OLI11 #BfaA5 10 2m=—% RBV &
PFLMEMBaRRE L TE -, 5%, o0
DM E 5L OV HCV OBEENT 217
FIETHD,

D. %%
(1)Li23 3D 42F HCV RNA Ml
R0 PN HRHTHERR O 2

Li23 f3kd OL8 MfaEh 613, HuH-7
F s OMIBE O MRAT R R oK
NTWZIZE D IFN PR SO N
Mot=, -, HCV OB SR A4
TWHEEZONA2FBIRERL-MAnIC
BT, FAESMC IFN HHitE e o7-=
o= — ¥ Do, HuH-7 #ifd
Li23 MR CIIRIEMRLNICR->TND
IFN & RBV EOHF RFEIEIZITHIEHR
RERETHEEZOLNSIL28B O# s T
SRINEZY HuH-7 H T LA
P Li23 M Cl3pi st oz 5
Thotz, ZOEWN, SEIOEERIZIS
THRHNZES7: IFN koo =—nH
BBEE DB TOB FTREME A B,

F7o, IFN iHitEmn=— L THELN T
Ry SAPNE VAR i DN I A A E - )
BRELEERT A LD IFN (T8
PEDEVRERIL TVv% HCV EfmT-0
EWEHT 95 T E THD,
(2)RBV OHL HCV {EHEO1E A DR
Br

ORL8 #fZis\W T A& RBV ©
BEE2HT HCV JEHEIT, IMPDH ORREIZ
X2HDTHHEBEZXTWDT, 4,
RBV #¥ANL 7= ORLS Iz THA
D GTP DL~V OR6 fFAD S A
HATHFIR T DIEAMETED
LI, BrxDEZELIFETHLOTHDLE
Ebihd, TR IMP RNERBLTABD
EWGoleD T, A%k IMP OEFEN
HCV OBERIZE DI BE KT 50
DWW THIRET T DL ERHA,
(3)Li23 FkMD2E HCV RNA 155U
BR72D RBV HRETHE O 3L

4A1El, ORL8 HifaA5i% RBV #EHiMEHE
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OL11CY)HHEHA S RBV EHIVEM
Rk 3BT LT, Z4Ud, HCV OERRY
ZAEMEA G L TOBON, HDOEEE A
L7= RBV DEEE(100 pM)AThEFELZD
PTEMN TR, ZOEZRALNIZTS
7=, B 5 RBY OB E LKL T
thDLH OL8 #ilas AW CRIBEDE
BRa1TOmENHD,

A, RBY #EHitEzu=—tLTEHN
THEfAREE U TR S U= Rz DU T,
BB s+ A2 8123 RBV 12k
ARKZHIZEDREDEDHHINER
AP ETHDH, £7-. RBV HKFIHE Ml
B THERL TOAHHCV EEFIZRBY
IZRF R B RPEDONDNEINIT
OWTHRHT BT E THD,

E. i

LAEEORRLLT(1)Li23 AEROE
£ HCV RNA % 8@ 5 IFN-olZHEHT
AR TR E G772, (2)RBV DL
HCV {&EMHEA R ETE5 Li23 H3RD ORLS
A TiL, RBY OEIMICEI0HEAN O
GTP B2FHFE 2K FL, IMP OER)
ZAZEERALHNC LI, (3)Li23 kD2
F& HCV RNA £ SRR (2 AR IR AR &L
T AR 0 RBY (ZHRHUIEZ =3 H B ik
15T,
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