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HIT. B RHURTEIR T AR BTN BT R
B (HCV) 25 (1 BF 5% S AR R 29 B M T R 0E 5
G FENEZ— . ASORMAEINT FEA 4,

1 KRZZE TR (PEG-IFN) X & FI B H #
(RBV) 3 EAl K% Fi8TT

L1 &RRAR R FmAEYT  Uriel %
— 2 AE N A s B B B CHIV) JE e Fn i ik e 5 A\
oA 22 ) &tk HCV &Yy, 16 i J5 HCV
RNA {5 R &5 16 I PEG-TFN/RBV 697 .
1215808 1 4 LA ERESY  TEIR T4 4 ARG
S RV sH 0 B 2 v & (rapid viral response, RVR)
17 50%0(6/12) s TEVRYT 12 JA I AR A5 11 75 27 B
2 (early viral response, EVR) ik 90%(9/10) ; J&¥7
SEH A2 24 J G M RRSR R 24 B 25 (sustain vi-
ral response, SVR) (5§ 75%(6/8), 75— 2P Al
R B 52 PEG-IEN il RBV Ja97 . A g 1 2
PARIA & E 1 SR, 96 %0 1 R % 3k 18 T RVR,
943k T SVR,
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B I R T Ay FE B0 8 BR 0 AR T A A i
PEN BT R BUs B0 97 B B AR, RE AR R
BT, 2/3 SRR R R YT G 343 RVR, 16 JIRYT
RAFH SVR 51677 24 JAR SVR AL HXT T4 1
WL AEA I B BV ARTS T RVR, 16 AT Y
SRR T 24 Jil. 0 1/4 B AL AR TR
ARG T RVR, 24 FIGIT 5 48 G ST ik
139 SVR A Y 5 i s i # RIME R4S T RVR.IR
J7 48 A RCR AL T 24 JAIR YT RCR. K15
EVR iy 1/4 LR B 48 A 72 BT R RCR
FA 2 AR TIRIT 12 JACH TR I 24 JA A5 0
ZHRSHRIR K& M 2 (late viral response, LVR)
ol H 4 W 9 7 22 & (partial early viral re-
sponse,pEVR) , % 72 {6 Y7 152 Kk L W] BAK
T A48 FMIRYTY . ARG & PEG-IFN ¥ 3iRY7
[PEG-IFNo2b 3 mg/(kg* w) X 12 J&,1. 5 mg/
(kg « w) X 36 Ji] Jik & RBV JGS7 BT3¢ SVR 5
HH PEG-IFN Jin RBV 597 B9 &R A0 L. SEH
RBV Y7 4~06 Jil, S8 5 #REK & W AT PEG-TIEN fin
RBV dRAESR R 1 FEN B3 19 RVR,
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B (1)2/3 BRI p 48 1 D BT 8 B8 345 1
RVR, ] A H4E5Z 16 B PEG-IFN i1 RBV $1i%
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BIRYT s X ARARIAS RVRERAS T EVR 18 #
% 24 JRYURTEIGST . ()1 BB HALG T
WA EE IS T RVR WX HUREIRIT 299 2
JIZEE T2 24 JHPUR BRI s Fofl 1 SE N AL iR
FHLOREIS T RVR WA 37 48 B HUR R IR YT
G AN ISHRBE 1 3 P AL EAE, H3kMS pEVR 5 LVR
M N IER TR 72 B, (4) XFF 12 JE sk 24
BT BE 1R YT TC A 1) FR 3 T 2 A 1k B TR
BELYYIIRYT - SR SO R T A R O B 245 0 1 Tk
HIRYT s BEH/INRI =R PEG-TFN JRYT . DAESE S
Sk

1.3 HwA=FAn PEG-IFN /m RBV & 75 2 %9 £
ZRF WA PEG-IFN i RBV ja¥7 808
{14 R 2 B 7 1) 35 R R0 3 7 28 e DA SR T I A I
ert )b Hopth i) 22 AT HCV L AR 5, R
L FE R S NS5A FER H ISDR 45 #8128 5
B AE Glu70 AR 54 ISDR &Y & 1R TT
JE A% SVR M mTREMER B . 1 SRR YL S L
B EE MR A R SVR BB AR T HAl AFH, <<50
% NN R L STAT-1 95 %1k HOV H 5
PE CD4 B4 5 SVR AHG, = AR g 5 = 4K
U BB TR T RO 2E RIS T SVR (1 & 354
5 Z AR s B N H UK =k kA% 51 i
BN 5 R ICPUR A PR BRI NIED . LR
PSSR BUREEIRIT 0 ) — D EBERE R, 6
B S AT AL SO RE AL I R 3, 49397 5 K18 SVR
(18 R RETE A HR i v s e s
.4 RBREAEFEXFRAFRBEET
Schwarz % % ™ . i Fi PEG-IFNa2a [ 180 pg/
(m? » w) 8§ PEG-IFNg2a il RBV[15 mg/(kg *
D AT 5~17 2 LE AT g N AT R B
A TRITBOR R 47% 1 1 He R R e 3% 4k 15
SVR,E 1 SRR YL KA SVR 24 8020, B I8 5
T PEG-TFNo2a B257657 , HA R SO A 5 BN i
DLAHRL, 29 5490 19 58 PR R R BE 75 224 245 10 ik
O HARR R NEH L 7%, B, e L R
ARG PR 4 B8 35 1 PEG-TFN il RBV &%
M. AT R HY L ZE 4 H PEG -IFN Jin
RBV FHEIT L RN R R B & P25 )5 10
SRR W F LS M N R R B E 2
X PEG-IFN Jin RBV 597 B B AE K I7 2, ek 2 &2
Ko LA B IR T A7 I RGE BT () 18 1 N TR
JHF 9% £ 3 % 245 ) O it A2 M 25 R IR X RBV it
ZME2E M T YR BRI AR . LR TR R 2

YIAEAS[R) B S RE I 2 A B I A HE M s 00 L & LA 24
PIAS RS 5 DRI 27 3R St (R 3 5 T DI R IE R
Ho BUREZ A IEA REMY A2 RBV 200 mg/d 1
F B REIR 1 A7 I TR AT A ek T R R AR
H % PEG-TFN il RBV 3R15 A7 2R 5 0 B
TR EBFEALL, JUEERIF S 1A A dnfed:
Ji % (erythropoietin, EPO) i) &= 8 K. F k25 9E
G IF RN R B BIPUR BRI T SO F 25 25K
MPER 56 AR MPELF 5 187 SVR Al BB &, AE RS
Ik 24 AR s A T8 Dk 2 0 5 0 F N B R &
MIBUE BEIR YT AT RIS S = 1 SVRYY . — 4 1l A
GIFN B R 1 B E 2 PEG-TFN fin RBV & 47
IR T BIFRCHR,57% RVR.94% EVR.85%ETR,
R R I I 1 ™ B R I BN 5 A R A
REI e A2 0k 23 %60 B AN &R0 16 %6, I/
TR 4% Zantut-Wittmann 284§ 80 T
20 PPN S A X P AR BRI BEAR T Ccen-
tral hypothyroidism) B # #5 PEG-IFN Jji RBV
TBIT IR Hoh 12 1] S8 5 R TR Th A v
ARBRIIREAR T 2RI, 17 GRAERIT o B i By,
TRITIG I SVR AL 2950 ¥R Y7 Jo A AS L 24 R 5 X
PERUIRBRDIREAR T AH2C S 1R & 19 3. 83 i, /R
P N R A B AEIR YT BN A T AR BRI RE AP
s DME T AP b BT A 2R K CET R
FkESTEC S PEG-IEN fil RBV {647 PEG-IFN il
RBV Joh 2 0 84 UG 1 84 17 &k, 20 #i1J8
MR B E S IEZ 14 d 19 5 mg/ (kg » d) .10
mg/ (kg + d).15 mg/(kg * &) F1 20 mg/(kg « D)1
KA 2 K S B S 2 HIR K R R 280
mg/d; FEVRITIEE 7 RN PEG-IFN Jii RBV, 7K
KHETRFIKES 2 7 d 5, 1iE HCV RNA /KF
AR 0. 55 £ 0. 5)1g(5 mg/kg) . (1. 41 £0.59)
lg(10 mg/kg) . (2. 11 £ 1.15 )1g(15 mg/kg) . (3. (2
+1.01) 1g(20 mg/kg) . JGIFIEH 15 R UmA PEG
-IEN i RBV 55 7 K. [l i HCV RNA /K343 3
TR, 63£0.78)1g(5 mg/kg) . (4. 16 £ 1.28) Ig
(10 mg/kg) . (3. 69 £1. 29 )1g(15 mg/kg) . (4. 8 £
0.89) 1g(20 mg/kg) ., H 7 W3k T RVR, 5 57%
(8/1) A5 T EVR, RAESeHr il 0 X F
o 22 1) £ B /N PEG-TFNa2a KRB D>
JHAE Ak R ARAZ: 8 I JRE 1 A 2B D B csE: R 3 )i R
57, HARYE 1 4F PEG-TFNo2a fil RBV {59745

I I e FE A T R KT R AT (1 43 )2 43 A U e B
Hymaa PR S 5 8109/ il & PEG-IFNo2a
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IBYT BT AR A5 0 T E 48 0 F0 2T 4 A ok 3 A e (R
DI 54/ PEG-TFNa2b[0. 5 pg/ (kg *
w) | KIIEST 657 Bl TC I 2 18 M B R B

7 G AP HEALBOR T AT B35 s 1097 6 4F . 8
WEVTR LT 58 500 . 2595 il b 4 170033 ik
PR T IFREAR R AR BT A

1 HUMNAST AR IR R R T R ARF- 5/ R PEG-TFN2a JEIF7 8 R & (0)

RAETCT GG B A 08

LT YEAIT T Y A B

<2 lg* 2~4 1g* >4 1g” <2 lg* 2~4 1g” >4 1g*
PEG-TFNa2a(90 pg/w)iGyr4l 26 37 65 3 19 60
papisEil 17 17 4 - 14 -17 22

* TN ATHIAST S5 A LR 4 T Bk F

1.5 3% RVR#&EZH HCV 1 AR AR ERDF
K& 789 SVR - RVR ZHIN g N B &R
PRI — D EZ R, SRR, AR 1
FEPR A B A TR 1 PR A B R P
IRIT G REARAS RVR, I 8026 LA B [ 3 RB AR A%
SVR, 1 BLPRI AL R e () 28 2 R 56 B A8 1
AL 2 B EBUR IR IT 345 SVR 19 Ll 8k
RITIE AR RVR A5G, L, #m 1 JE P A al i
T XEIE PR PE T B B E B BEA T 1Y RVR U
A AT REHERAIT G 1 SVR. Zeuzem 2 ELA I
Telaprevir(T) il PEG-IFNa2a(P) il RBV (R) J&J7
1A 2 e B R B PRIAYTAL RVR Oy
15%, TPR B AR Y7 AL AEH RVR 42 5 5 6926 Jir
AT SVR 43514 480 (PR)FI 687 (TPR), B
A FH iy Mk 2 R (nitazoxanide, NTZ) il PEG -
IFNa2a(P)fit RBV(ROJAYT 4 K KB 18 11 Py AU JiT 58
B IRYTIE PRIAIT A RVR A SVR 4305108 38%
M 50% ;0 NTZ Jin PR 697 413545 RVR fl SVR
M A3 50k 64 % F0 79 %65 SLBHER B IG 9T fE
PERRITIE M RVR, Y REHE mEvA M R 1936
1.6 #HAFHEHR HCV &9 K& % Kuzushita
SFEHN LR B iR IA JT PEG -IFNo2ab fil
RBV iRy 24 AR BB & & . 17 1
B 24 FESUR TR B 3MU. #likei2h, 2 1k/
d, 3 14 d, X5 PEG-IFNa2ab Jil RBV & 72
Jil. TR BIBITE ARG . 11 BB W e B %% . 1]
52 65 00 s F R BRI A 1 11 B R L 6 461 52 A
T 72 BT 5 BIARAS TR YT 45 AR 2 Cend
treatment response, ETR), Trepo £ 438 T —
Pl TFNa2ab i 5], TFNa2abXL jf 97 18t P 7l
JH 5 B — 3t PRAJE 5% 45 2R« 245 7 A Tl ) £ 1) TF-
Na2abXL,1 %/, EI7 2 )G, 27MU B 55 7
YEH R, 5 PEG-IFNo2ab HuAs, Ho a8t 43l

TR 0. 61 1g #10. 21 lg; IFNo2abXL 400 215 1
38 F PEG-IFNog2ab (P<C0. 05), Tfij A B 52 v 0] B
B/NTF PEG -IFNa2ab, 3 %! T4 %, PEG -IFN
lambda(PEG-RIL-29) 1b HJIifs JR 45 B 3 0, 13X Fh
RITH R 2 4525 1 IR, RedEHr A ik e,
BIT 4 FG MR R R = TR AE R 2. 15 1g
(0.59 1g~5.18 1g) P,

2 REFRBRUEERIURESET

PN BLTF 98 45 S P B 1) 0 7516 U (specifically
targeted antiviral therapies for HCV, STAT-C) /&
BRESEIEA S HCV NS3/4A Fl NS5B # ik £ % il
YEFAR 2 E B4 150 9 5t HCV 3897, R IE 4ok
HCV B a7 25 WE 5 B it e . Ik 23 U
ARSI SIS Y 251 (045 HCV NS3/4A HH
filg #10 #i] 5¥]: Telaprevir (VX950), ITMN — 191
(R7227 )., ITMN - 5489, BI201335, MK7009,
TMC435350; NS5B #% R 2 B W # Hl 7.
BILB1941., PF00868554, R7128, PSI7851, PSI
6206, IDX375, ANA598,GI60667 (LDI133) 4%, 1%
L2515 Telaprevir #E A =il RBFFESL . HAth 2}
Py R 40 Tl R T B — S IR RIS B B i i 2t
G WIAE RLNR YT I AN A SR 5 e i 1 T 2578
5o MERTT R I R IAE AR T STAT-C 259
R E RN AR 2588027 I, X 2K 259
PRI SERTT & 22 10 1 2R 25 ) e 5 0 S R 2
2R PR IEAE 0 Tk S it 24 3 A . AR
R B Z RS0 TG FZ5 058 il
T I A PR A2 o s et HCV 40 i 55 5% &
5 WEFEAS [R5 BRI R85 0 8l STAT-C
254 5 STAT-C 259 i HE 5 0 H i WY il 3 5 %oF
HCV S il iy 400 bl R B0 Tk 24 748 S i g = A2 i
KWF3E 2 STAT-C 2545 PEG-IFN Jii RBV Bk
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A W PG MEVAPE S P T BT, B T I B Py
[FIfEFT . 7T #E = RVR fil SVR,

3 JESTAT-C RS HYWHHAR

PRAMIFFEUE B, f e JE 4 RE A il HCV & i
1) R B B, IR RS T EIF2A F1 PKR 8RR fk A H)
T HCV & il ; e e 55 STAT-C 2498 &
N AR S HCV & B [FAE L A 7= A4
Mif 25 AR S, I RT3 WA g e Je ¢ 55 PEG -
IFN #il RBV B4 FH24 , figdi & RVR fil SVR, AR
S BTRERH i e 7 5 PEG-IFN #il RBV B G
I FH AT BB R e A M N BU R IR AL R T iR e . E
15 W ] Fab WEE RS (Fab phage display library)
e BT AR AR3 XYL HCV /N R4
PRAPVE R S R RD 22 A AR AP 3838 100 %0, AN ) B 5 7
PR3 40 %, TA R X Rl PTG o] REAE M 18 1
HCV YL #4183 Wi B HCV B IR 7T
Fak EwAPT HCV PR 0y 0k 55 76 40 ffL 9 3% 38
IgG1 BIBTIRAEIM S HCV Bl 405 HCV
S5 T IR P — S 448 A A B R R 1) 43 B Y
MG AR A, 52 HCV R A R4S sk i 8
A [/ 25 5 09 9 o, 4 0T g 4 i HCV &2 4, an
CF102.KNK — 437, ME3738, ¥ #f £ £ . SCY635
4= &% HCV NS5 fi1 CD81 (1 shRNA 1, E 411 41
HCV & .

4 HRIE

FIHHFM 1E . PEG-IFN fin RBV J& AU 4 1
FERIT MG . SMEN R R B E 9020 DL iR
B HRMEER AR EERG G0 16 LN, Hit, &
PEN TR NPT B IR YT AR FE Y 16 J5 LS IF

&, PEG-IFN 5% PEG-IFN Jii RBV 5579 SVR A~
ZI LR B R, I REA ) 900 L b, 18N
RUIF R ()67 T2 B DS PR TR R 75 2 g 225 ) () Sy
FEETIAE AR I AARACIETT . AR SR Bk R
B1,1 B A HOV YR YT 5 SVR AR H A E VR
PENBUIF R B EA G R 1097 J5 1 SVR ¥ 5 HA
AEFRTS RVR A, k. #5 RVR 28 ExEia
P9 I6 97 ROCR 1 8, W20 45 R R, PEG -
IFN /it RBV 5 Telaprevir 5§ 5 i J& 47 B¢ 5 0
e 4 1 LE A HCV Y& i RVR F
SVR, HAh STAT-C 2545 PEG-IFN Jii RBV Bt

R RE AR W] BT 75 A PR R4
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