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HCV 1bA12akE (R BE TR 00 WL, L LI 2 o &
(56.8%) , HCh2A (24.1%) FI3EL (9.1%) , K ILIE
4RSI, 6B D (6.3%) 5 7674 HHI R it
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(84.1%) , TiZHEF TR L “FATHE (PeglFN-a)
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HCVE T WAl (flaviviridae) JF %% 5 )8
(hepacivirus genus) , JAEPIA 0 5l IEHERNA, H
219.6 X 10° M4 . HCVERE A &H — A IT TG HE
(ORF) , ZwiB1043Fhgi by FnE4ify (NS) & (NS2.
NS3. NS4A. NS4B. NS5AFINS5B) , NS3/4A. NS5AFI
NSSBJE Haf HEPUR 2254 (direct-acting antiviral agent,
DAA) W ETHLN ., HCVERE AR, Hurn E=400 %
64N FE IR K 22 AN P i T B AT 10 Uy i, LAR
{187 RRHCVEE R A, LU/ ) 95 30 5 B 3R OR 38 R IE
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2 (PeglFN) kG F 44k (RBV) 7% (PR) , BLK
DAAATT N EAEAEAI M . £ XINS3/4A. NSSAFINSSB
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il (quasispecies) , A HELUHR TE A7 54 W (1 HEFD T RE 52
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Pi-HCVEITE, 34 HJE2190% 85 Hi-HCVIHE . KL
50% 1 A EHC VIR AL S 1T B RIEBR Wi 85, 280 BT HIL
FERE I 125 Pyt 55 85 U RE Rraz 64 A A i b b 12 1k
HCVIELE, BT R %0 55% ~85% . TR REE IR ),
Pr-HCVA AT BHPE . HCVE S PR 1 Pl Febs e 40 3
PEV ORGSR > 254 . KGR O BAEIR . g IR
FWEEAN) - HIVEGH . RBEAHEH . 63—t
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HCVAHKHCC R ERTEE P30 G N 1% ~3%, *
LA AL R R AR AT Ak B, — FUR R R AT AT
1k, HCCIHAE K AR N 2%~4% Y, iR 3k I AL 28 5
HERE PR 22 KB PRI Y AT {2 1t HCCH R 2B . il J5 4 B4
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Siilie il TCDST Tk MLEBRAE ), RO KA
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P AR RS B HCV AR S8 . HCOV AL
B EE2 S AL e K31 5 3 B R R A S, AR AR ek
B R S YEHC VIS HFIE . 86 405 il 46
A LA S Bk AN A e b R, X TR A MRS BR R (M
it AREE A Sk ER A B,
5 LINENE
5.1 HCVAn i 3 #6m)
5.1.1 PUARKN HT-HCVEZI (b2 R A ATikCIA, B
e VEETA) o FHCVIEYS A (i 2. Hdlis Wil nf
DA RS TR AP T-HCV s 0 FPuikBIbER, Nt —UA
THCV RNA, LU AT N IR SY. IL35 PL-HC Vi FE
1, HCV RNAKS H AT g th o™, — 1 [ B G Mo
R AT HIBT-HCVARPHYE,  MEOE TR G D REBI IR a5 3
HIVIEGLH nlHILBT-HCVARBIYE, SRR B 58 38 T R A
PL-HCVE AL T - B IPT-HCVIIYE. Bk, HCV RNA
FrIA B 02 1K 28 R4 I S AFAEHC VIR L

GRS - 21

5.1.2 PUERN 5 HZHCV RNAK I 40, W) % ek
ATHCVAZ LB MR, T2 HHCV B3 (1 5 50 %
LR,
5.2 HCV RNA. K E A Fo T 740
5.2.1 HCV RNASE K HCV RNA ZE HoAa i 3 24 5 ] 5 T
PCRY™ M4 RIUE ARG = B Ve [l vk, G
W45 R R FHTU/mIE 77 . HCV RNAE B RS T FHCVEL
SEREGE RN . DO RE AT AT SRR dE R AT, BL2
R TRV IR T SR T A RS N B VRS . /5N T PRYAYT
TR, w AR FTHCY RNAK IR A B T 5 e % 5
RVR, MM Ay ff 5 U 2596 97 97 R4 AL T v] S (R 46 45
N FDAAINRIT JT b, R HUEE RN I,
HCV RNAUH BRI TSI R . AEIXAEIS LT, &
REEIHCY RNART I B AR TN CansilyG 7
KO (1 EEE T BB
5.2.2 HCVIERH 48 HCVIEER 43 B (¥ 5 VEA oy 7L )24 Fl
MU 22 W K2, BT A IEDNAMNEVE . B4 s
Wk BEDE R MRE 22 A4S, JaE R G IHC VR k2
JR SR A W LR S MR i Ads, DR 23 BE DR Y, RO fig X 49 WE
B, TAEYF R R E TS -UTR, {HS' -UTR
AFCAT A L~ S8, ANEE A T 2R (R I A 128 5 6 78
DR A3 IR AR GE X 2 WAL, AT DR 56 T 4%
DX EENSSBX IDNAM LR, HOVEED 73 78 3 24 4E 50
BEAYT ATHEAT .
FEPRIGITIEI 1AL, 2/3 R b, ANRIIEH AL R
RBVIHBEAE, N FHIEIT (RGT) [H 134 55 & Ab,
AR—FER FEDAATRIT )5, HOVIE R AL K T A (1) £
WAL H B AN RIDAAsTT W HE A, HBEAE 2 FE P TDAA K
DAASZLE T, KRR 7 Sk B0 76 A mT e iz i A
M g,
5.2.3 HC VI 251 5 3 R I DAA P25 3697 25 5 3 80 24
MR AR, R A I iR 245 AH DG 356 R 5848 1) J7 1A DN A 7
25 WREPCRAZYE M Pk B — ARSIy 7 i,
DL R AR e 2 3 A, B0 90 9 7 A2 581 i 7 1 2 vk
%, WIECS0ELEC90. H Fy LA IR 24 AH I8 AR A7 i1 2 32
H: ONS3/AARLLAEFE: V36M. T54A. Q80K. RI155K.
A156THID168V. @NSSAHELAHIE: M28T. Q30E/H/R.
L31M. H58DAIY93H/N., @NSSBAE fiAHJ%: S282T.
C316N/H/F. M414T . A421V. P495L/SHIS556G1,
LaHC VI e 5 0 JE A8 K6 28 1 77 45 QB OK i} 2 58748
Pk, X} Simeprevirlt A PRIAGIT WA, Rk, X T 1a%
HCVEE YL R M IR A 36 7 B I8UAE VA 7 i A 0 i 24 5
A JEAEAELS P, {H R A K Simeprevirlt & PRIGIT 1a2f
HCVEG#, J T BRI B gess, H prh o %A 0248
YU BRI YT AU AT BRI 25 R, BRA H AT T g R
Bor, BTN 258K A7 AE LR S X DAASTRITIT 307
FH R
5.2.4 15 FIL-28BE K 73 B &5 F (RITL-28 Bk [A 73 BUAS I 75 ik
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FUHEDNA B #5. TagMan SNPREF LS, 7E 7 PeglFN-a
367 U7 b s BIL-28BIE N 1 2 B S SVRAISE, 4§
I A AT B T I R AR s 4 TR R R P I, H
0 JE R 2 K0 3 78955 5 S e op IR A FH R A7 AT 4 BT TL-
28B[Mrs12979860M CCHEAI I . rs809991 711 TTHE A 1Y L) I
1s12980275 M AAFE R G HC VI YL (1) A KRR TIL R R
I7 B R HATAHOCHE ), FEDAARIT J7 %, 1 FIL-
28BEER 1) 22 A XA TT M 2B RN A TR B

6 ATEFH4EIL R T B2 I

H i H W A S ML 22 RS AR 2P R8s %
D Pl SRR AR 2 M R ER AR IR AL . JErh APRIFIFIB-4
fRT SN AT, AR BRURK R R S BE AN ™
6.1 APRIFF 4 A K142 R K4 MG (AST) AL/
(PLT) M $5%( (aspartate aminotransferase-to-platelet ratio
index, APRD) , w] FI-FHFEALIIVERE™ . A - APRIVE 4>
> 2, HUREHCOE KA. APRIVFSE A X H[(AST/
ULN) X 100/PLT (10°/L) , ULNNIE#H FFR].

6.2 FIB-4 454k L FALT. AST. PLTAIRH R IFIB-415
T T W AT A4tk (AH2S TMETAVIR = F2) 2.
N FIB-448 40> 3.25, TR O8R4 B E T4 4
tbo FIB-4= (4F# X AST) + (PLT X ALTI®FI5HR)

6.3 BEAT b A% (transient elastography, TE) TEAER—Ff
BN A TR A, SCARBONERERIE . EE YL, AR
8 A AP b V3 2 S P 4 A A R 0T o P I 4 A0 sl T
fififh s (HELIN G 1 Th 282 R R W TAD B K/ e 4 AR 2 42
0 S R 2 S, I B 2 T RAE IR AE . IR AR A i
AR5 2 R e . HFREFEME (. (LSMD = 14.6 kPai2
Wk FFAg AL, LSM < 9.3kPa FTHERRAFAififk; LSM =
9.3 kPa "2 Wit EYENT4F 4E4L, LSM < 7.3 kPafifk
HERETENFET 44k, LSM = 7.3 kPa nf & W i & JIF &1 4
BN TEX M2 v 7 2L 26 JHF 21 4k 46 53 399 19 32 1 e o T
S, WPHFREAL Wi e . E AR UGS TEFA 1M
AR EY T2 W HCVAIHIV-HCV & 1R e 2 1 B/
SRYEA/ AL, 35 Bh Ik R AR S ia T IR B Ik
ARSI AT LABE i W HE A 11

FEAb B AT 75 45 55 0 ik B G/ R0 B 070 8 o vk B A5
(ARFI/pSWE) Fl =48y Dl stk it (2D-SWE) , 1l
- 1] LA 58 MR TE AF JE e A0 R 7K 8 3 v i s, /R A AR
Tk, ABJE, FURASUE M AR MR R SR g
(MRE) 5t #E, HuisEEs Fornt.

HEEL: WJLURAMESM (80 TESLAIZW
A B AW A A IR A B A A . A e B VAR
FIFRE L 2 Wi e+ 0 & I 4P 4tk (AD)

HEFER 2. LT 2 R I 5 j 15 55 52 15 2 JE il
BCA N, AT CABE o BB AT AR e s WA . M
SERR—EN, PG T A AU RIS K. (A
7 BEFiSH

HTH B B A 2 Wik AR I A (US) K

. BTSN RS (CTY FRIIHE (MRIEIMR)
A, RS R MR IS T R R IR R R T R AT G
WAk 2 0 0 P A8 A s ) ek g, U I IR 2
WTHCC.
7.1 JREAR B (US) ok BAEWME. HEW. LoIERH
B USHE T UV AR 75 85 i I 25k . iy ikn]
DA By 40 W S R T (0 /N R AR L P 8 L A 15 oo
FMFNA TG TR, LY 5 52 B AR B iR A
B AR A B AR RN 36 5 DR P PR A
7.2 wF A E R (CT)  H 2 R AR 15 R %
BB EE G ES AT, T WEMES, TR
AR, S A B o 7 P 78 A S Ik o, Bl
PR W T HCCHITE Wi A 1 28R Ry = i
7.3 AZAEER (MRIRMR ) LU PEGRS, 2R
W, WTRLZ AL 2P ARG, 6T IR 4 2 A AR A
MR AE S i 2 R P 454 0 s Rl Fe AR T C TR
US. BlAHY 58 2 STl F e Rk 08 0] S AGO0] ) IRk A
P P o 7 PR AR AR T,
8 FRIBFSHT

FF 3% AL PR 256 N L RT R B T 480 V% ) 8 0 &1 4
A WV S 7 RO TS IS5 T T R O 2. N R
) 20 23973 B 2% 5 FC A 25 1k S e ARBL, oI AT NI P B
[ R A e S S B T LR <8 (TR P v T S R
R A0 M R BRI I X AT LI L SR AR R,
M E IR AT K T UL NI, AN A 4
FIBEIR, 4000 A 85 19 % i L UL F e A7 B T4 505 af
DL 40 A R /NI A O AE IR AR, XA A A AN A
FEIA3HL 1 BRI R A By UL ok T AT 48 TG I AT 4
b, FF4U IR MR Wi AR B0, — MG R MR CIHFRE Sk
WA WK B AR L 0 A 5 A 46 08 1 AN AT IS 21 21
oA

T A R T 98 3 AR i sl Bt R 22 R, HLS AT
AR RREY], TS ALE LR, o A
TERE R DX B BB ST 98, Y7 DX PR A LR L i 2 4
YRR JO U IE L, B o W AN, AR
AR BE R I AR i Ab, BRI X AR GE RS K. SRR bR g
5, Masson = (0 e (0 J AR £F 4k Y (047 B T I £F 4R AL R
BERIREAN . WIS (significant fibrosis, METAVIRZ: = F2)
Rk EHA 2T 44k, (advanced fibrosis, METAVIRZ;H1= F3)
WPk e, ISR RH, g, R
AN R, RURFAEAE . AN BT DX P R AR
Al RE SHCVIE R K367 ROV ARRE . 55 Bpi bRk
i, JORERARIHIE, 1232 B4 R4k S Rk vT S BAS [
TR J3E (1 3 55

18 1 N B R IESRAE IR 43  (G) A4k
Ry (SO, R A E PR % FH FIMETAVIR P />
RGN W LR VA ] 2 A S S A 0, A
WK H Laennec IR AL > 2250, BRIV 36 2T 4 1 Bgd (1 5 %
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Wik ARgERE e
(histologic activity, A) °

0 CE) 0 (s 0 ¢

0 1 CpED 1 D

0 2 (i) 2 ()

1 CREY 0, 1 1

1 2 2

2(hpE 0, 1 2

2 2 3 (B

3CERE) 0, 1, 2 3

TE: HAVENTE AN SR P SRR E SR 5

TEAL S5 1K/, B METAVIRI 2T 44k 53 3017 (K F 440 3 b
F4A. FABHIFACY. jboh, SR UHSALAH B 27 A0 4% 5y
Frdl e A2 2R SR T AR B8 (collagen proportionate area,
CPA) HITIFEF4itb s miFMh, EFIWTIRIKTUS . S5IFET4E
A T GRS U AR G 55 77 1 o] BE AL T METAVIR AT £F 4k 4k 2 o
W METAVIRIESS RS M #K3~4.

9 IEFRISHT

9.1 ZMERAAT K 695 i

9.1.1 WATHI S A W ik i2 T 64 H LA I 04T 903 2%
S, AL sk I S B AR T HCV B R
9.1.2 IRRKRM WHESZ . SRR O FA 2
PR, D, BRI, 4 R I
Ko DECRE T I . S R E W Bk, R
Ko e

9.1.3 L =M A ALTH] 2RI T A, AR I
Bl i, HWMmre ™ HUANS-HCVA (5 HCV RNA
R 0 BF v 25 BRI S . HCV RNAT] 7E ALT K 5 1E 5 6
HE, HWAALTRKE EH MHCV RNAFRLLFHEE .
A EIRT+2+ 3802 + 3E TS HT.

S 2 4E4L 3 1 (Fibrosis, F)
T4k 0
IR YR, AR TCEF4ERR T 1k 1
I LYY K, D EET 4R IRIBR TE Ak 2
LA ATCR ST 3
JHgAL, 4

9.2 1&.h AR T K 4975 1
9.2.1 Wil HCVIEGSEBERL6™ A, 56 3 LART it
2, wR H IR . BI-HCV ZHCV RNAFH M, ATFIE4L
LU B2 A A I PEIT 48 o BOREER . RE . Segh
KRR A REEA 0T, IR 2T
9.2.2 AR TR LI A LA T BILAE 12 I ] DL I T 98
KEA> HRNEFYEAL A . HOV S e bl /D> 5 | iR AL AT
HCVEZHIV. HBVAEGEF g 5 O 5 H T 25 1
2it, AR EAIT R
9.2.3 1Bk A B 2 I AR R B A1 i IR 38 B a5 11 ]
AEAR MR T8 o S B I 80, ARG R T 26, IR D
FIREEAAE & e, NIRRT 2 WA RABRE I
i« Bk T8 AR 2 R Tk bR 2%
10 AT BHR

POW R 10 B ARG RHCY, R0 @, 35 e
BHCVAHSCHTIE, WA 4edb, BH bk b IR AL |
PACEE AT AEAL . BT Sh AR oI E (HCCO) , #mb
KA A7 3 5 A i, TRBTHCVAR R b gt e 4t
W £F 4 Ak S AT ARAK 55 5 HCV R T B AT B AR AT AL 2R AR B2 1
KRR, WBECHCCH R FMAR AR R EE, &
KR MHCCI R AR Ol A AL B FH HCV IR)TE
KR T BE R IF R A 0 T 3Kk, WPz o A h KW AR AR
HIRE M 75 3E— AT 90 AT A A3 RS AR BT Ui 2690 77 1T i

HR5 PeglFN- a BREH BHMIETT BYLE 3T ZE SIEFNHE I EE RIE
CIFNEX & 7] B H RS B FPeg IFN-a S LI 5R)

UES LA RIE FX S SR
LR ST A AT SR ) R B R < 1.5 < 10°7/L

FLATHG 0 3 00 B0 T ARSI 503 5
AR 22 RGP WG
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PeglFN-a NI fE S |

IS EN

M /NRH$ < 90 x 10°/L
AR I AR R 95
JUIHZT 25> 51umol/L

> 70 B

fep P BH A i S R

BYEHb < 13 g/dl, Lok Hb < 12 g/dl
A 20 R

B oyge e, MYLEF> 1.5 mg/dl
AR AR B
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SRS A A (0 Th 8 S TR B R A S TR, R
I7 Al A A
1 R EIRTT HIERIE
11.1 PRI& J7 693 JL4E fEDAA L1722 HI, PRJS A/ Fe B
M BEHC VIR G 2 2 U TR0 97 M 27 &, Tj%%%
IR RHCVIAE &S, (R I TC IR 7 28 I (1 R 1
ﬁ%%ﬁﬁ“aﬁ@%%ﬁﬁaﬁwmﬂ“aﬁ(%w
Qi HAT 40 55 R AE, N2 BATH LD A As Ry HEAil 1) 77
Fo B B AERAE, TDAAsZYIEREL R AE, TR
PO IR IRF R . XA sz AERE R AEHCV I
GLAH IR AR ()™ AR . R R R LHCVAH
SRk G LR g A R R, ATV 5 755 R 2 15 M
PR %
11.2 DAAsY ¥7 #4938 1 iE DAASTE LN EZ O 2 25k
e BT, A DAAsTERRE AL TIRARIGIT B, LA 3R
HER HH TR . LADAASG LR B 55 )7 ZAFE 1 DAAKK
PR DAASH(ATRBY, LU ANAIDAARK A 35 A 417007,
B 7B DAASKE RAREE I BEAL 51 4 28 ZF 4, H Ar iR
I AT L T DAASZYY AT AL SR IE, FIRDAAs
(1) = 7 ZE KL AT] DU 25 T A R AL HC VBIURE G 38 1113
I7 o DAASIFIIE NI [ 52 55 R A L5 25 W A R 28 2AiF 1 5%
Wi o 5 DAAsHIARI =2t B Dy BE 0 s R A i, R
B IhRE S B E AL T EE™, DAASZIY A T e ) L3k
TN B AN, M T D R e s, Xt
EDAASH T FICHAEH TPRIGTT 6 B KBS R PRIV 2 AR 4
MR VA RE WSS DAASIN T &, LIRS
P, FEmi 2 ISVRE . MEHAHIFNEIT A RIFR, W]
ZREAFHEIFN % MEEBRBVEEZIEN, w25
AFIDAASEEA BUE Gl AFRZEUDAAsH AR WS
Ji %, DAASANF 294 a5 18 0 B ge N AE 2 i 7 22k (A
RUBR R, A7 B3E AT SE R, AT A o 5
.,
11.3 657 A% JIHTHCV RNAMHYEM B, BRI =
B, TRITEERAE, N2 PR RERIT « (HTEIRST %
HRMEO T, NS EEH R, SR AT &
PEMIERE b, ARE BB R ENAIT

FLAT B LT A SO A 1 58 7, & 9FHTVT
HB VST, [ I A7 AE FAF 0T =l 305 K5 ek g 1y ek A
R MEFERTT, SRR E B RE B TTHC VIR,
ﬁ%ﬁ@ﬁFﬁ%mwgﬁm%%mm AELEI 1% DN (1) =
PR, TE SR TS BP0 85 7 BT VR YT RE R R I
SRR G o KA R NAR SR RTT

8 ZMHCVE G AR I B (RFTHC VI
A SV BRER (1 ILAE K 6 3000 R0k i 467 HCV
KR AWM E R, ARE RSBk e, A2
TUBE PRE A RS 5 IR Rk R R s B L B 9 5 1
IR, RAE T R E I RAE, 8RR 6y Z
ITVRI7, nTLAESS MR, AR I A 10— 20 In 7 (19 X

PUWR B IA

oo KU A AR VR TT

WA R KA 255 et A E S, T E R
WA IR B I E L peE b R WﬂA“w”,
u&ﬁﬁﬁﬁﬁﬁwmg%kﬁﬁﬁ%%mw@%mﬂ
B, X RAEE T ERT ), A HBRIRN
[ A A1 AT 2 SR F AR AR L, RIRE AR SR VA7

ERALSEIRIT AR, W RAAEIFNAIRBV (145 R UE B
ANBEMN SZIFNFIRBVIGYT, T 2SR DAASIR YT

LRI TN (i o A0V 2a ki ) = P % ok Rlepad
i T X b A AT PP A, SR AR 2 5 2 A A R 1) R A P,
DRI, o 5 T 7 AR (R 02 1 TR 2RI 2% Rt N RRUR % 1 v
T o FRPEIF A AL B AT 4 Ab IS A B 96 R0 ke S
R R, BN R BT . R R N 2
YT eV R B A LR 2 % SR AR VA YT, B I VAL
SRR . TR B AR FE R 5 I RRE R AR, IF
L8R I R B AR, G RS AR S A IR VAT
(PR, JEIE BT PEAL

WEBEIS: JTHHCV RNAFIM B, HEHRTE
J&, TR, BNAEZPURTERT . (AD

HFENA: PR ZEZIRIE I BEHCV IUIE B i
SRR I e T, W T T R A HC VG
FIN T T2 BRI % . (AD

HEEI5: LIDAASH IR #7 RO FEDAAKK
APR. DAASEEARBY, LLKEAIRDAAsEA BUE A il
SR E R LT T AT R HC VIR G . B BT
WATIR, e 8 B R s S 2 n] J v v 3k
by FHCER S PURTRRIT IR . (AD
12 PRIAFTVIIA B E R I

— HLAfi2 o i v 9 2T 28 FLIR h K T BIHCV RNA,
BT AT RS I PUR RV T . YRYT I N AR R Ak 5
Koy R HFEF4EA o 01, DL AT U a5 18 97 28 2k 25 45
EVEAEEY

Howir, B e 18k 2L & a0 A
PeglFN-a. MIFN-afIRBV™, PeglFN-a-2a%5 255 & N
180 pg, B NGt #&h E E KAk Jr 4 PeglFN-0-2b
HEFERI RN 1.5 ng/kg BER1UUR T,

MG RS 45 R 7R, PRIBIT48 J&, 1525f524)H
SVR# (54%~56%) B35 T HMIFNIKGRBV (44%~
47%) U7, [ AMIF ST HE R HC VEE K 2 80 3 5 1 37 PegIFN-
0-2ali A RBV il PeglFN-a-2bIk A RBVIAIT 24, HSVR%E
HT6%H82%; HLINITISVRA WAL THEK 28479,

TEDAA LTHRT, PeglEN-alit & RBVAIARE B [E H i 12
PER R R = B PUR EBRIT TR, RS Sl IFN-0 5
RBVIEAYF L, BT HMIFN. Ex “+— 17 BEAAE R
93 L TN U R I R T 4 SRR I, ) TR R 1 b 2 sy
AR (HCV RNA= 4 X 10° TU/mD) IWEa 8B, FH
PegIFN-a-2alt & RBViIfIT 484, {EiHIT 12JHHCV RNA
< 15 IU/MIf R, 90.8%1E & T LASRAFSVR: 45 RIEF



HCVRNA fETRBI TR

Hcv RNA ftE
|

HCv RNA TR TR Hcv RNA FTE (b |[HovRNA FARE (3
HETH>2logu) ETH<2logn)

1
[ HCV RNA TEFH#I TR [ HCV RNA FAfE

24 [

—0—0—0—10
=

IEEENAS PegIFN/RBV {4 PegIFN/RBV fEikibT —
g, PeglFN/ 57 48 WY 72 A
RBV 1597 24 @

e #IAEO. 4. 12824 R H R AE T HCV
RNA (AR T4 < 15 1U/mD ; “M&FHEEE: HCV RNA<
400 000 IU/ml; RBV: F[35 Mk

E2 HCOVEF1E & 1EF Peg|FN-a

BENBEHRETIEPIRBRSFENERSIEIT

cEVR#, PeglFN-a-2alt & RBVIGIT72JAFI96)H, HSVRFE
ZRTG 2 EE T KN/ S G 24)5, SVRE
990.0%, FHEHR6MEFHSVREN100%. Kk, IJERBVIT
AR RAE, YNCRABCETRIT
121 S BTAER

{EPegI FN-alft 5 RBV VA Y7 i 2 H BRI V6 97 o 252
NAHHATRGT, I AT LIBIT 4 120 24 S8R o R B
SEI E EPCRITVE M MHCV RNA LUV 5 75 24 v 2 K45 &
BRI
12.1.1 B B R 6 T vR 97 5 % OE Je e HPRIA
I SEARITRERA8F o AL VAT I R AR IS AR 45 T
AN ARFE, DL 2B, @k fE B IR G R A FAIDAAsI
IT7 o
12.1.2 BEF2AL, 38AY7 5 %€ OPRIGYT 1% : XJ/EHCVE
[RI2 7 37 1) 15 S A7 7 5. RBVES 245550 800 mg/d; 1H
FRFAACN IR =, kR =YL, R ss
fE FEEATEF AL s AT AL . SRR R, RBV I R 5 44
AR 20N Y57 PegIFN-aE A RBV AT 1 A5 H1 W AR
PEAS RN 45 TAHN AR FE, L3041 @ulfE P2 T 5
T IDAASIATT
12.2 3#ZIFNILERBVIS 77 i3 42 o B4 49 M7 A= U5 )

12.2.1 W67 AR DN 67 AT ST B D RE . IR R HOIR
JRDise. ASPUA. MR, BREML IR, ARIIIL-28B A
Ko

12.2.2 ZEWEEEARFREGIN 7 WIS HRS AT ALT, V897 45
HIE6NH A2 HAM 1R, Bl EEHCVARERG B, B
IR AALT.

12.2.3 ik A 7Ry il fE bR U HEIHCV
RNARTI AL RIS 7 2. FEHELR FiRIT4. 12 24, 48 LA
KOERIT G5 244, KiEHCV RNAZKE- A B 1 iy
TR IR R .

12.2.4 N RS N R I i A A0 3 70 kB U7 v 3 PR A AN
RN, ™ EZ I AL JR . B Ik 5 R IR TR

- JEE R fEIE - 25
|

Tgé‘%

IR I p——
|

EHIE Hev RNA PR (HE Hev RNA FAPECH:

O wA e || Y RMET ) paig,) || BT <2l
aNE ERTR BERTETRR TR %% 24 AR
i

b ‘ BT
PegIFN/RBY PegIFN/RBY 14 PegIFN/RBV
Y 12~16 724/ 7 a8 [

W FIAEO0. 4. 128244 K A UE kR HCV
RNA (fRAN F2E<15 TU/mD) 5 MMV EF R 25 B kT, 18
WA TEFFLFAEAL BT . AEE R RBV: R AR

El3 HCVE[F2/38 B HIEFPeg|FN-a

BEF B FHaTdiERiREFRSENEIRSIEIT

MESE . IFNFIRB VOO LI 27 B AS R 5N A0 46w PR 41 A sk
Ao FRIML. N E (PLT) BRARANI CL 40 My . 7ETT
GIRIT I EE 1A H PSR RS A 1k M R, DA )B4~
SR LR A6 H, ARJER3/N R A 1R, Wi i 4 i
SRR, AT DA 0 ofn o B A RS I A e o — e P A S
0 Pl bk 0 4o < 0.75 X 10°/LAT (5} PLT
< 50X 10°/L, MPERIFN-afflE; 1~25 8, Wik,
)3 4 2 s k. R PR AN 4 XE T B 0.5 X 10°/LAN
(5 PLT< 25 X 10°/L, WM B4 FIFN. b kg
HLOA 8 BT, AR T R A AV R (G-CSF) ik
AN B AN AR I (GM-CSF) 877 -

FEVRIT LA ST AR 2 102X I SR T 510 S A B
R T B0 A R, LA B T < 100 g/LH.=
85 g/L; oM O M PR I, AEVRIT IR AT =4
AWML & (A T = 20 g/LIFRBVV #2600 mg/d (FL/=
200 mg, Mi 1400 mg) . AHEEVKE 2 HAI0H 255705 .
BH T RO M BRI, 28 FREESS g/LLLF; B
RO PR AR N, FEWR IR YT 4G A )R
B T120 g/L, MiZEHRBV. 40K 5 15 FH )G AT EH T
RAEHRBY 600 mg/d, FIAR I R SEBR o 1% Gl — 2235
£I800 mg/d, HAMEAZ L B IAINIFI . Fr BE{ERTT
RERE R AR 128 BT &5 S RE3 ~ 64N ARSI FFOIR R T
WA ST 5 CAFAE HURIR DO Re w0 A G 7 IR R
Lifige RT 2R, 18T R0 MO v RS A A0 D e A
W7o B ST VP ARG TR A, o6) B S AT R AT 1 A
W, NAEZIFE IR, T AR 1,

WEZNG6: PUNEHRIT . BIT I VAR . 3
BRI 20 R 40 20 0T DL AT JCHUm T 1R )7 25 S F S5 45 A
PPl (AD)

WHEBERT: (FHZPeglFN-allt - RBVIAYT i 12 R AR
PEVR T TR B A N B DU AT MR VE T . BT AT AR YT
4. 12, 248 R s R BUE T THCV RNAZKSE, PR
R B AR ST . (BD
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WFEINS: LI FIAEREAL, Qiyhy712J8HCV RNA
TREEAE< 2 log, BR4RATRINE], W EES . (BD

WEBE NI (EVRYT LR o e W I M i 2 ARk
ZIPRATHCV RNAK, DLEANR KN Z.  (B1)
13 PREARIRIGSVRESE

2 PRIV FEVR T S5 U0 B 4 A ANREIRTESVR,
J6 LR REAE P EE 907 7 RAEE, W A S @ IFN -«
o PeglFN-a; ifi JT] 3 W IFN-alpt £ RBV 2k 4l T] PegIFN-alt
ARBV, {HEWIHIFNa. PeglFN-afll (H) RBVHH| it
A JTRRA L . PO FEIRIT R IRAFSVRIN B AR5
RTEIN DL LR OW§TE%¥ 2k (virological
relapse) : JAJT SR HTHCV RNARKINE], (H2E5 25524
JHP HBLHCV RNABA#: . @JEN 2 (null response) = ¥HIT
KRB IUEHCY RNAJIYE, HA i EE 07 128 HCV
RNA Fp&< 2 log IU/ml.
13.1 R BHGFRET NIZHEHIEDAASTHIT T E .
TEDAASA T K OLT , BEAE 5 4 7 @ IFN -8 PegIFN-o
WITERIEE, FFIRYE FPeglFN-0-2afk 5 RBVIAJT 48
M, HSVRHK93%: REAEAL I MIFN-alk G RBVIGIT &
KB, PR TPeglFN-alt & RBViIAIT48)H, FHSVR
FH85%. WEIEL IS M TEPeglFN-allt A RBVIATT B K 11 &
H, TR TPeglFN-alft 5 RBVIAIT48H, SVRHE H71%.
cEVRZSVRIJEZTMIA 1, #HAFcEVRINEHE, 86.4%
SRAFSVRIO . [H A — 15 25 A 53 A7 2L N 184 B AL A 50
(randomized controlled trial, RCT) 5%, XJHR1ME K
B, NS AR PeglFN  (PeglFN-a-2al i1 £5270~360
ug/fH, IFN-od %6 MIU, qod) Ei%IEIFNECARBVE K
WIT A SVRE, 543%~69%", WGk EE, A
AEAEE VIR K, Bl DL R E oL R 2T 4tk
AL (F3~F4)  HIVE(HBV & H &G4 SRR
fi. HBBEEBEHCVE K. WEAFANEIL. RRHHCV G
ARG, LR E 20, SR 2 kAT
E IR
13.2 R A BFH ARG NILH LHEDAASTHIT T 5.
TEDAASA T KBS OLT , BEAE 5 H 7 @ IFN-a8PegIFN-o
BT LN AR B, FRIRY FPeglFN-a-2alk & RBVIA T 72
Ji, HSVRENT75%; WEAAL FH @ IFN-alX & RBVIRYT B

NIRRT PeglFN-oal G RBVIATT 728, HSVRAE)
76%. [EAE 28 YU Pegl FN-a kA RBVIA YT LN I 3
FRRE T PeglFN-alfi S RBVIATT 728, SVRE Jj47%. 12)E
AESRTFCEVRIN B 91% 3 AFSVR U, [ A2 o34 3L
NIEIANRCTHIFL, AIEFIRC N 2 i3, N w3 e )
PeglFN (PegIFN-0-2at )1 41270~360 pg/f) BLARBVIAIT
MISVRE < 18%"% . 5 —TZE AT 45 RtoR, TN
L H IR PeglFN-a it 5 RBVIAYT IISVRILU K 16.3%, {HETG
AR T L R 2/3 T S SVR R . TE N 25 R B O
PegIFNIC AR L MRIGIT I, 24 AR BN 253, WY
fE bRy,

EEE 10 BEEPRIAYT 5K sl UGN 21 5 B 1 4
ZIEDAAsIHTT . (AD)

WREZI: BRI AR HPeglFN-alt GRBV,
FHRITMREAY . SR EBE RN EE, ST
PeglFN-allk S RBVHJGRYT, 71484, a7 Il i 24
SRS . (B2)

WEER12: BFERTERNER, WRERFAEY]
TBIT B K, A DL S O e S T AT A A T AL
(F3~F4) . HIVE(HBV & @RS, SR E. HE
MGHCVE K R ITAMRIL. AL FEHCVIF = e MESE,
LRSSy, ARG G RAYTRIT. (A2

WHEEW13: BEARIT R KM PeglFN-al 5 RBV,
WFRIT R EAE . TR LNEN SR, ThT
PegIFN-allt A RBVIFIIGTT, TR T2, Hy7 Il
RAs N FETE . (B2)

WEE 14 BEAERNEPRIGIT LN B, W 25EAr3k
PIEA W] R TT, (R AT TR 1 S R
LR3I TDAASIEYT . (A2)

14 DAASHIIA R ZIREHE

o H HATHC VIR bR HE 1B T )7 %8 & PeglFN-alit &5
RBV, ZUAIT A A S — 8 B #H A R8s BISVREGH A
REM 22123007 T % A20114ELLK, DAATHIZ R E
el s e AWM 2t 77, BT i ke,

ANFHCVE T &, RAIIDAASIRIT I EFITFEA
[i. Pk, &35 HDAAYUREEHAITHT, — TR NHCVE
R, FLARERf R R B, X A e 1aZid 2 1b 7Y,

F6 2015FXE. RERSBHTXERIE ETRETREFLAY

Sl ETLES Fiks A )

NS3/4A & (A 171 Simeprevir 150 mg, B DKL, 1R CREEJIRAD

NS3/4A & (R Asunaprevir 100 mg, HRHE R, 200K CRUEARAD

NSSA 51 Daclatasvir 30 28 60 mg, S5 VRS TRER CREERAD

NS5B ZE A HE % A7 Sofosbuvir 400 mg, Jil VA, WRAR (CRERAD

NSSB 5 AR UM  NSSA R oo 400 mg Sofosbuvir, U TR G R
/Ledipasvir 90 mg Ledipasvir, }i 7

NS3/4A £ [ BF M1 77 / NSSA #4615 /CYP3A4 53

Ak bl Ombitasvir
NS5B SRAHAE R A il 71 Dasabuvir

Paritaprevir/Ritonavir/

75 mg Paritaprevir,

12.5 mg Ombitasvir, 20,
50 mg Ritonavir, J 7

250 mg, Syl 1A,

1R CRE D

2R CRIAD
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14.1 A B 1A 40756 3 PRI 77 R WMwy &4

14.1.1 PeglFN-o. (17%/J) . RBV (< 75 kg, 1 000 mg
1//K: = 75 kg, 1200 mg 1¥X/K) . Simeprevir 150
mg. VIR/R, BBAWRIT12M, 25, XTYEFEEE
53 0% B B T BN JT PegIFN-a FIRBVIAYT 125 (g7 FE
2458, 0T BRI B O N N VR YT SI36)H (I
JYFRA8JH) o 2 1B R B L £ A7 AENS 3 8 (1 T 471
QBOKA I JE M 1a R e, ARG T &, (HEH
Py 35 PR 1a 28 BB 2 LAy 1.4% 22 A5 o 2 vl 61 R0 [ 2 (g
%7 ZERTTI ACTR 560 $icths s WA S DR L R 3 R iy
ZIRITIISVRE H91%, Jf A2 Pk R 47, IL-28B CCHi
SVR# 494%, JECCHEFE A79%; METAVIRVT 5 A F4[#) 54
B PAT TSVR, EiRIT4. 12J8 502451, HCV RNA
= 251U/ml, NZf5IEiEIT .

14.1.2 PegIlFN-o. (1{%/F]) . RBV. Sofosbuvir 400 mg. 1
WK, RIT1208 . AN Bonylia B RHZ T %, R
RSVRAEH89%, HE[K1all¥ B H92%, A 1bAL S K
82%!""; BEH:PeglFN-albk &5 RBV IR IT AU (1) H 5 SVRZ Ak
T A78%"7,

14.1.3 Sofosbuvir 400 mg FlLedipasvir 90 mg& & 7, 1
Frv VRR . AL B E 7 R 120, FE 2 T - hli £ 1
AL TR (HCV RNA< 6 X 10°1U/mD) ¥)i4 e n] %
e IT RS . AT AR o N RBY, JT R
128 ; AVELIITAE Ak 3 I RBV2E B8R T 52, Al
FIRBV, (HJE7 F e K 524 08 5 0 5 4 A RL DT A Ak 2236
B RAFAEARR T NN E, NIKAGRBY L7 EK F24
Jilo B AN R %07 Ry SR KRS VR 93%
N99%[108-110]0

14.1.4 Paritaprevir (12.5 mg) /Ritonavir (50 mg) .
Ombitasvir (75 mg) FMEEHRFZ Q. 1XK/K, 58W
[{fi) LK Dasabuvir 250 mg. 2WK/ K. H&[A 1% TE AT 1L
BEITRE2; R B E TR 128, I AS
RBV. S 1af itk gy #1204, ¢ HECGRBV;,
LA Tl A A R8T 224 )4, IR HIEKARBV. [ A
Bl %07 IR IT BB I B SVRE K 91%~100%"",
14.1.5 Sofosbuvir 400 mg. 1K/ K Simeprevir 150 mg.
VIRIR, JrFE12 . GBI HRBY, X T"RBVZE
ST R, TR T REERKE 24 . HANE Bor
7 R IISVRE ] 93%~96% .

14.1.6 Sofosbuvir 400 mg. 17/ KMDaclatasvir 60 mg. 17/K,
SRR 1208 L RFEIHRBY, % T RBVAE S # A4k
R RRIE R A4 ) . B Ah I TT b ARG 1) A
RSVRZE 95%~100%"",

14.1.7 Daclatasvir 60 mg. 1{/X/KHlAsunaprevir 100 mg.
2RIR, JTFE2408 o H A% 7 5 00— T5IF I s AR 3%
KR o, JE 1M B (I SVRAETEN AN IE A B AN 3%

- ERREE . 27

ANHEN8T. 4%, A5 BEAETC N % B 73 N & A A 4 80.5%,
FFg AL 25 3 R AR HT A4k B 8 SVRZE AL, 4351 990.9% F1
84.0%"" e 7R EIKCRE I G i R R I T If PACI
B3 o, IENANTE & BN 52 /AR 10 8 5 R SVR A
H91%~99% (EFEFRSVRA W LLIARI99%) , AIHAEAL & &
FIAR AR £ (FISVRZARLL, 43 H90%F192% .
14.2 A R 28 4706 R A PRIGIT K el &4
14.2.1 Sofosbuvir 400 mg. 1#/dAIRBV (< 75kg, 1000 mg.
WK = 75kg, 1200mg. 1/K) , JFRLI2R. FFA{L S
H, RN A, RN KA 16~204. %7
FERSVRAEN95%, T EE 1iE97%, LS
3‘783%[106’”9]0
14.2.2 LA (80) PRZ IR &% 7] Y PeglFN-a (1X/
J&) . RBVAHISofosbuvir 400 mg. 17/ K, J7rFL12)H, i
Sofosbuvir 400 mg. 1{%/d FflDaclatasvir 60 mg. 1¥X/d, J7FE
12
14.3 JR B3R 4076 A PRIG T Kkt &4
14.3.1 PeglFN-o. (1%/J#) « RBV (< 75 kg, 1000 mg.
1R/R; = 75 kg, 1 200 mg. 1{k/K) FlSofosbuvir
400 mg. LIR/RS ZHERYT, IrfE12)d.
14.3.2 RBVHSofosbuvir 400 mg. 17k/K, 724, AR
WAL IIE B3 R L TT R IISVRE H94%, JEFifLLsih i
HA8TY%, IR B SVRAEAA60%, Kk, JHAd
R FR A AN UG Ry =
14.3.3 Sofosbuvir 400 mg. 1/X/KFDaclatasvir 60 mg.
VIRIR, M EZT I8, i, BE
RBVY7 #4245
14.4 K B4R 4076 RAPRG T RMKe) &4 0 TH 48
B, TIFNFIANDAAR =7 R L1 B . Af
HIEIFNJj ZSofosbuvir 400 mgfiiLedipasvir 90 mg& &
Fr ), B34 Sofosbuvir 400 mg. 17X/ KAHISimeprevir 150 mg.
1R/K, 854 Sofosbuvir 400 mg. 1%/ K ADaclatasvir 60 mg. 1
RIS, [FSER1E, K H Paritaprevir (12.5 mg)
Ombitasvir (75 mg) FlRitonavir (50 mg) HAH5H 2y (2
Fiv TR, SEYFERD W, #HEKEGRBY, HEA
A Dasabuvir, JCIFHIAGEF TR 1204 TG40 57 FE24
}%[121]0
14.5 2 5/6% 4076 A PRIG I7 Kbl &
14.5.1 PegIFN-a. (17%/F) . RBV (< 75 kg = 75 kgt i
HRES A1 000 mg/Kik1200 mg/K) HiSofosbuvir
400 mg. LR/R, JrFE12f,
14.5.2 Sofosbuvir 400 mgHlLedipasvir 90 mg|ilil 5 7 m Bk &
L U 1R, BT SRR 1800
14.5.3 Sofosbuvir 400 mg. 1/X/KFDaclatasvir 60 mg-
VRIR, JrRE120 . AL B M RBY, RBVAE R
AL s T T R R 24 ) .

BT IR B REAT T SO DR e M . T AL
I 32 ZUEATIHCV RNAZKST, YR R R e 1) SE ) 58
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BPCRIAF Gl R < 15 TU/mD , {EIBITIRLL . 4
JIS 1208 BT8R ¥aI7 45 RS 1280 24 N AT IIHC Y
RNA. X/PeglFN-a. RBVHISimeprevir = iG)7 I #,
WMAIRIT 4 1285024 41 THCV RNAH 2 Bt Gk
2, NAFILVRYT, SRS S —FDAAN EIFNIIGIT 7
%, B AVELFE S CEE IR 0 EIFNS YT S . AR
LA (B I VEAEAR AR AT FHRBVIN LA R A% 24 5 64 J
KA R 25 i, $252 Sofosbuvirif )y [ 8B, W E Y]
WSS ThRE, BB R LD BT S EANEALT T F i, AT RE

5Simeprevirffi <. T HHDAARTT, REHN T2 5B 15
PR B A AR T HoA 254, an R ATRE G, HCV
BT T R4 BT AR AR I G 0T 2y, e e o BAY
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