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WGO EIIEM RS WA (FERR)

2

B>

WGO AERML A —— BRI EFE A > IR HERE 4

—

2 TATIRF— R MR EE R 5
3 BEARLFWEE 8
3.1 HAKE 8
3.2 B 8
4 LWMIFEE 9
5 HOV R 11

5.1 WITHKE 11

5.2 YRIT IR 12

5.3 YRIT IR 13
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3 FE[A 2/3 B CHC IMIUBIGIT 22
4 PR 2/3 B CHC MIMIUGIRIT - R =X 23
5 CHC #r#EvayT (IFN/RBV) LENZEHEKRE 24
6 CHC PEG-IFN/RBV BRAVRIT EMEBE KE 25
7 CHC B25uwAs (FO/F1)  (EAREEA) BBt = HX 26
8 2014 4F CHC HIVRIT M e 27
L9 R ——HEEAE R SR 27
7 M 29
7.1 HUXPEIRITIERE 29
7.1.1 Hokpuin 29
7.1.2 BEREME S 29
7.1.3 PUAREE 29
.14 BRO29
7.2 RAMREIESS 30
ZELH 30

0000000

Ot S H i 2013



WGO EIIEM RS WA (FERR)

KEZx

F 1 BPEZMBRFEZERMLE 5

F 2 21 MHIX HCV S S AHNOESE > 6
3 RIEE R P ER AT RIERR 7
4 HOV kil 25 S fdke 10

F 5 HCV gy fo NBE 10

£ 6 BITRMITE X 11

# 7 Pre-IFN/RBV VGJT RIVEAE 14

8 MEIRIT BEIIGIREHE 15

R IVNA AR BEIRT ERUGbRHE 17
#£ 10 RHMIEHE > K R 5 29

B HZx

Kl 1 HOV R R e kor A 7

K 2 £E HOV gL isE 8

K3 RO TIMERBRAFEFEMRIGITRNEHER 12
Kl 4 CHC ¥RyT SR FIFFELR EE 22 M % (SVR) 13
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WGO &¥kiEm R4 WML (FER) 4

1 WGO &HlA—RERBIIREMN S BLHEE

ZARFI R IR Z 5 R A BB 5 N, BRI BT ORAEAD — R BT RN B
R 1 )LEMAE A HOV Bl 2 52 5 I R RS B AR TP T B I B IR, ARG, 2,
¥z, 09T, PBEELLRBEYT
REHE B BT RATIR 2487, Horp—28 “Shruk” 677 R RIE:E
HBIXHE R A 9% I ARSI R A8 B 1) 2 B Bt e A
o BRIMNAFAERR 9T %% % (European Association for the Study of the Liver, EASL) AT AT 4 i) #1
http://www.easl.eu/assets/application/files/4a7bd873f9cccbf file.pdf
o E[E MW Y% (American Association for the Study of Liver Diseases, AASLD) F&[A 1 1Y
e IR R G TT SR
http://www.aasld.org/practiceguidelines/Documents/201 1 UpdateGenotype IHCV
byAASLD24641.pdf
B R 2. S EAG YT 585
http://www.aasld.org/practiceguidelines/Documents/Bookmarked%20Practice%20Guidelines/Di
agnosis of HEP C Update.Aug%20 09pdf.pdf
o W KAFAEMFFT A4 (Asian Pacific Association for the Study of the Liver, APASL) HCV B4
SR B SR
http://link.springer.com/content/pdf/10.1007%2Fs12072-012-9342-y
o I SCAR B B AR R & BIF 5T BT ( National Institute for Health and Clinical Excellence,
NICE)
B FEAG TEN AL % 1) PEG-IFN o FIR| & F4RI0T
http://www.nice.org.uk/nicemedia/live/11589/33503/33503.pdf.
TS PEPI B % 1) PEG-IFN o FIF| 5 AR057——2010 34
http://www.nice.org.uk/nicemedia/live/13180/50854/50854.pdf
o T ERMIRIIA S RBEIRE —— R R B2, B EANGYT

http://annalsofhepatology.com/PDF/vol9s1/HP-S101-02.pdf

Xt R [ K AR 2 IR B AR, IR I P AT & Sk by MELAN R AR 25 P 5 I F 7
ARBEN R BIX — 8, B2 ANH) T R PR R RUR = R 8 PR A 4 o Dy 7 A e S In & A 1A ) %
POAEL, A B BREA (W60) - T “ /2RI S, $ROL— RPHLI SR AF AR A
M B IRE RS FI A SGZ B A6 7 1]

WGO 57 A& 1 O R A BRI PR = A 1 58 RO B AT 58 o I8 057 SR 08 2 B TR 7 A
A, BB MG IRA AT SRAG I, HORFIEEAL B . 0 EACHER B R B3R, BB
RARIIFFAT RIS W ARG )T Bl R R AR, JF HN “BIE BYE” ) “ BRI E ” 648 AN ATt
1, 7 EAHER 2 I L IR R v, AR 5. WAL 2 2 RS “f
HOr a7 Wit b, AT Dy Ji v R KA e PR SR B AR 55 70 o R, e A Je e B K PR R K
MI3ERIZS 77, HROR AT LA Bl RN o 88 A I 2 A 70 IR AR, K S etk BB = 3t
DX B 2 B 7 R A
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WGO &RRIEM ARSI WRAR R 5

2 FATRF——EREBAMEERRER

KT HOV B BRIAT Y, & 7/ “vadb” M “Keg” ER. EAEERAE 7 E XK,
HCV G I S5 FBIC[2, 3], T7E R - BRANAR U7 [ 5K H BB 2R AR AE rh B R Sk [4 - 6], X
FECT A TR = 1B 5 T 5 v ) BRI AN G B AR AH o 2R 7 B 5K HCY JBR gL ) 3 B A [ PR 35 2
BRI N AR BE AR Gt AT A SR B Gz il 45 T B A AR B, AT R B AN 22 4 BT« IX 52 |k J
W E KR TT ARG, T T TR S, AN, @EEEE, DA LR RANBUR AR ST
HEM,

FH— AR, BT HCV Y2k 5677 15 M H B s 3 #E LLORIE, (015 RIS 7E & i A B A i
2t 5 RUE, AT S B T AN IEB B O FIE . [FIRE, 2 5REEE SN (polymerase chain
reaction, PCR) FIFRAEL S 7725 ) AT 45 0 1k 75 B0 T 1) B8 5 AR A5 U N IR A

H TR GRS R s, Boie, SikE:, &P MRS RGLE AR, HCV EARE
FEZR DTG T AT 2 57 . HoAt i 36 RO P8 IR AN (R 45 DR 3Rt B2 mie) 38) JHE I 2H 2 2 R0 0 11 1 e

TN B E M KA E M ECONNAE, fFERETEFEETIHER (FN) RAsEREMES
O(RBV) Ui 28, MEKEEZK, RO BETE (PEG-IFN) & RBV KIAITT O
FRUETT %

F 1 RHEEZMFEFEERA R

BREZEXR BEFEER
fal R R N b KR 7
TR0 A P i HIV/HCV )1 4t 8 2
KK T FHEIE PEAL R
AR T AR 85
RKE =R LA A IES)
KR R/ R
BT LA Hh s G s 1l 48 7 (1 AT 26
BUK
AT KEHARETERANR, tEX AR #0000 805 B A% 2 R 3%
(B SR R R TR AR T 0
210 HOV K58 772 R R BRI O B4 . 12 Wids il
4 —BibR AL
B S/ GR RAL, K0 B R ERISWI. B B LA R AE A S %
B JEANBGL (i DI R Tev2e . W)
IR AE 7S TR AN R ) R R RE M) HOV
Bl HARTFE o
BT WITHRRIEG —. AEtruetbi. B2 B B 54 R e it B bRl iR Fe g it
BEAL. WE MRS . I8 IFN G 470k, JRITFIBEYs . DL PEG-IFN Bk&
RBV & 7E# M - FIEL AR T J7 5o R T 5L 1
BB F AT DAA VRYT -
RIT A FEFEG T E R, WEIEEIE, BT IOV A2, AR, EALrRs,

IS 1500 e, EIE ABFWA (2800 £i0) M—F. M ABFWANLETIRE
I E 2, 32 E 2909 49000 5576, Ly 37000 LT, KA 41000 KT,

DAA, BEPURTEZIWY); HOV, TRELHF A EE; HIV, NG Ghiamias; IFN, THRE; IV, | shki gt
PEG-IFN, R Z —FT#%; RBV, FIEFHHk.
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WGO &RRIEM ARSI WL () 6

RIBLIF 502 HCV 5182 1AL Yotk (0 P07 - 120 B8 2 AR 2 AT, BRTKRAHE 17512
F1S2 R YL[7]. 4BRPT HCV FIPER ASIA 1990 42 1.22 12 LT 2005 £E(1KZ) 1.84 12[8].
HATAHL (world health organization, WHO) Z5 HAIf T4, 23K 3%HI AN HfEE HCV, X
TERCN A 4 B iHEH 3 . PLHCV & REA BB YL 1 — MR, (HVEX 7 2 2k id 218t
&G

fE HCV Ji & LLHT, ##IkEE, QU MBRITBAE iz, s SE807 HCV M)z &%, H
R PR A8 T 51 4 1k B8 S f g 3 1) B[ 9] . HCV FIZM A A M 24 MBI 22 57, FER0E, T 250,
b e ] 5K M R 2 IR 1 6 [l S 25 o

PTI98 02— AR IE PR - R4 WHO 1R IE , SRR R 7E 3-4 E 5 2 (8], 1 1.3-1.7
E NN PRI GRAS . i, RHEELE 35 7T ANFET R B 2 M G R [10]. S8 F R AL
JHF R A BRIAAT R S E R E T HCV LS #TFE[11]. SR1, WHO % 3= ZERIE T A R it
Fo RSN E R A X P AT s . B HCV & — AN ERRRAT I, B mER o EE
[10,11].

AIE, AAER TS I AEPAE N E 5K, R R A B bR, AR db3E%E
JRIBE ) T Ak B 58 R B - A8V B i (1 B R R K, BT DL o BRI
B TR K, PRV ERANEE AR, FOAR AR E KA R A o X S [E 5 HOV 1) F B IR 2
TS G2k T BN A 22 A, WfER &, i 30 AR B, IR AN EYT GRATR
BRET, RV P A A R SRR I A

FEWRIN, ACRMEER, WKHIE, HARFIR K, 181 7B 28 2 A0 5 D0 Py Je R] 9 2 JiF
TR B L0 SERE . 480 25-30 4F, 5%-25%K e JuRTEfk[12] .

2 21 ANHBIX HCV e KA N IEHE 5

2005 SERA D (F B (%)  BRYPARE (FH

ZEFREIR A X Vip) VD) UEHE S HFF
N T R HE X > 180 1.4 > 2.4 K&
i > 77 3.8 >2.9 FEH AR
(iR > 1351 3.7 > 50 K&
2Rl > 1520 3.4 > 50 g
YNNI > 577 2.0 > 11 rhdk
KX > 24 2.7 >0.6 rhE
I i > 42 2.1 >0.7 e AR
HRK > 119 2.4 >29 rh &
RER >212 2.9 >6.2 AR
(i > 409 2.4 > 10 K&
Fr T SR YN 22 5 1L M X > 50 2.0 >1.0 e AR
T S >216 1.6 >3.4 rhE
BT EINEEH > 58 1.6 >0.9 g
T PN I X > 193 1.2 >23 K&
RIAEMH AR > 420 3.6 >15 &
L2 H X > 337 1.3 > 4.4 K&
KEEM >8 2.6 >0.2 g
W RV E L R > 87 2.3 >1.9 EHA R
WGPV DL AR E > 317 2.0 > 6.1 rhE
WA RV E L e IE > 68 2.1 > 1.4 i
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WGO &3kiRr RV WAL () 7

Vo b DL PG > 303 2.8 >8.4 Gk
AR > 6500 2.8 > 184

Source:Mohd Hanafiah et al. (2012) [8].
2R 3 I [ GO R A [ 5K HOY e

B 18-22%
BAF 2.5-10%
B3 7 3H 4.9%
HE 3.2%
ENE JB 7 2.1%
EE 1.8%
HA& 1.5-2.3%
B 0.5-1.5%
ERES| 1.1%
BRF 1.1%
YIS 0.8%
] 0.4%

HOV F 2 J kR Fe e 1, B FGFFIKIREE, B AT WAL rh B Gz AR . BRI R
PRI A . AR ILEY, HCV AL Gk AR N R e ik [ #  (human immunodeficiency
virus, HIV) FAPER) S BAEAT A9 [13], BAK HOV BESEAE P R rb o 3k B 450 9 S0 R0 AR 22 4 (9
SHREUT A RCRL) 2-5 |T N HEHCY Bk (12, 14 - 211,

— R —F R ik 5] A HOV A& FE KB AR K (0. 01%E#E AR

NORTH

. RUSSIA

CENTRAL
AFRICA

1]
SOUTH ‘
AFRICA AUSTRALIA

and NEW * /}

ZEALAND

000060

MM+

Kl 1 HOV JE[R AL 4Bk A0 A7

K. WHO Hepatitis C Fact Sheet no. 164 (July 2012):
http://www.who.int/mediacentre/factsheets/fs164/en/index.html. ¥ K ii:
http://www.gregoryledet.com/?p=60.
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WGO &¥kiEm R#4 WAL (R 8

Unknown
10% ) Injecting Drug Use
60%

Other (Hemodialysis;
health-care work:
perinatal)

5%

Transfusion
(before screening)— \
10% |

Sexual
15%

K2 KEH HCV G igtt KB E Ik EE " b 60%, A& rh B X A2 iiEN 7 60%.
SkiE:  Viral Hepatitis Surveillance, USA 2009/2011. Division of Viral Hepatitis and National
Center for HIV/AIDS, Viral Hepatitis, STD, and TB Prevention.
http://www.cdc.gov/hepatitis/Statistics/2009Surveillance/Commentary.htm

3 BRSNS

31 BHAS®

HCV [, n] DL R AN HRR SR, T DL EANE CRUMERYY) 3 4 51 (g M YY.
KY) 80%IE G HCV [ #H & Kk B NGy, 1A RE > S RINB IR . HCV &
FIERINA 14-180 K P45 KD , HAETERAE X HCV % .

HOV B8 G418 11 A4 1 T 48 A7 [22]
o Bt
o RLNER>25 %
o TR ESMEIERG
o JEWEEA
o HIVKYH
o Yl B

HCV (R GL i R ZE18,  5%-15% K B 4 20 22190 e N 40 [23]. SR TTA —Lemft Fifie 1
HCV [ (s Rt i 2 LU AN (240, X R UGRH 1 R 4Rk & — AN HE LA T i #2125 Bl i)
T FUFRAE K2 50% T I HOV I e /b3 2 2B 1 R M s B Bk (26, 271

KL 4%-9% FFREAL 8 5 2 R N AT PERF Th R s oy, 1 Ji % PR HF 40 M9 (hepatocellular
carcinoma, HCC) fFRAEZEN 1%-4%. EHEHFHEANFZHEE HCC, RRJLTHEMT- RS
DRI A AT P P T 2 o B8 i A 1P A4 P R 8 BT [28 ] FERELEIE 5K, HOV B % 2 DA ko
T4 B T 110 = T Jo DR P R A 1) = 0 LR [29]

29 70%-80% 4 LI 98 B E TOREAR o 72 S PEHHERAG VI 28 Tt AR, AU At 2 70 (3 2 P
ROTHBILL T — Rk 2 Rtk =75, 86, ghzE KFHE.

3.2 Tikh
25T HOV JRGLFH il anfariE fufe Jean b A
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WGO &¥kiEm R4 WAL FER) 9

o I AR AT ML A B B T, R I A R DA I A A

o URNERIMERIE RS T

o HNERKIR R HOV AR R IR, QI Ak SR U 4 2 A v S 0 TV

o HOV JER L MK Ik A7 R I Ath 43 WA 00 I8 A8 FHBE o i 3 g 5 90 2 71 b

o HOV AVERLFEIINEZRAC, RIS S UCA8 FH o 5 1 307 i Tt ke P AR XU

o BT REFLMEIRALRE HOV PIMERARMC, AT IEREALE SR

o FKEEARTEM S AR TR HOV ML R IRAT, DRI HOV B3 AT AZ AT H #5 3h

FEDX AN ZETT LA R T3

o A BRI E # LI T HCV F1/8 HCV RNA

o TEERITHUMIH, TR IEOE BRG0P B . B TE R AR R R —
B TH EEROARE, BRIRRR 7 A0 IR R AN 5

o XILLHIE, Hk CGHAD I, &/FEE LAAGS BRI ITHMT E R, afmd kE
Geo FUHE K IR 7 ) B RS R R RV e

o FRBKUR YL HCV HI M Ys, HIt, HTEMEENMHXAEIEEEE, RHEYE
S R i RV Y e S = R T A U E & = B S I IV K WA IR IR P I

o ARfAIERZ FARBF RHATT AEAE HCOV YL RS O NBE, NHETEGT 2.

o AL SRR BE AEAE HOV B i e KUK, SR 07 T

o IBVEPIRIAT A B E AT LT 25 0 A 5 T AN HBV (hepatitis B virus) R

o EWREITIRMENA I T R, REAEHERNGT. HA 08, WMH—
W ERES I

o RIEBIEIEHITRG 0 (Centers for Disease Control and Prevention, CDC) HIHEF:, fEATHE
PR CASLAIFASL) Nl 78 FHPAT B 5403 1 Ak B 2% 151

o EITAMEHUAG I AR N A0 R A BN A FH KA R E I, a0 AR 2
BB FIFINEFE,

o EITHMENUMIN TAEN A FEF HBY 27

4 CKARE

HCV IR G B2 WK Ia A I8¢ %2 % 7% (enzyme—linked immunoassay, ELISA) Aqillfsrthpifd. Hiif
PR U6 25 B 2 B HOV R GL, (EANREIX 7> Stk s, fe sl O . RO “& 17 147
T, TEMJUCORGRIRT LA BUATCIE R, XM 50t R AR A S e it & v

5B RACTBIFF R AMCHE TeM (immunoglobulin M) HiAR 2 W S B GEAN R, 2Pk HOV B
WA AH LI ML b . 18V HCV IR GL i & AR 3 8 5% 7% (enzyme immunoassay, EIAD H{
FA R PE Mk (chemiluminescence immunoassay, CTA) Aillft HCV, #RiSHCHE e 7k
S RSS90 HOV RNA (A% A T o

W S A B R AR -

o DBHHAMEETE (ALT>x10)
o HHEEAFHE
o [y HCV RNA BHH:
o B HILHT HCV ML #e e

B —JFUEHT HCV Il HCV RNA B ML —3d M ALT T, D0 DL 5] e S e A o e g
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R4 KIAIR I R

WGO &¥KIEm AR5 WAL (FERR) 10

HCV

HCV NS
£l RNA RE
+ + R 5 1fe R 17 10 ) s B 18 1 HCV ke
+ = PRI W BN 2 HOV B I 25 I
Ak HOV L) L1
= + G g2 FNHIRAS 12 14 HOV Jkge

HCV RNA 1 BH 44

- - Tt HOV Jke

S VAT A S 56 PR 3R B0y 38 AR O AR EAT 0 2, AN B X I fE R R SR ANS AR A, HOV RGN
REAAAE 22 3 IR LIRS 0 X LLSIAT (914, S8 Tk T 5 A T B R A0 R v 48D

A MR 2 I A 15 A7 e Bl ) T e E AT

NBEATOR A FERCGH, TEE .

%5 HCOV YL o N Bt

Ao SR 5 P ] b ORI A 28 LR IR S8 A

e e
I TR
PRI b

IE B R W Lotk

A S AR B B A S AR S s
A AERDI7 B0/ B K&

B FRNRIT#

A H/ R s E

ZEIT R {8 TAE N 5

HCV i3 H W el

HOV 535 R 5K B2 i i1
HT/EH

Z g it CHfiL ) & A R 3 B A
B

ENT R

HCV BEE %1
KO 7

AN J5 R A g v
[AAE

HEBHEEE

HIV JkgL i %

e AR

5 HCV RPEHEH

51 YR BH¥R

YEIT HCV B () A2 90993 B 40 5 R OE o IXAN H AR R S H5 T-975 25 17 Pk (R R R 9
F N (sustained viral response, SVR) . 343 SVR ({8 Bk Viss, WaHBuS Il
IR/NFT LA o A R R B B TR B S 23 2 L5 5 m] G PR IR BRI A0, 4R 44k, b

JFT 200 L P e PO DR o

APE HOV B R AR HATE B LR IR EGRTT - RE ARG, 15%2% 50%1) £ &

MHE.
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WGO EFRMAY WEAR (FER) 11

%5 Ejipa HCV RNA 7k i PR

LVL Low viral load {&J% < 400,000 IU/mL
BRECE

HVL High viral load =% > 400,000 IU/mL
BRECE

RVR Rapid viral response ik Tl R BIT A G

eRVR Extended rapid viral  fIXT I FRR: BT BITE 4 LE 12 4
response & telaprevir (I=F3697 I

EVR Early viral response  Undetectable X Tl 697 12 )5
LS B M FBR(< 50 1U/mL)

NR Null response H5REZMHTHAR 2 BIT 12 S
TN log1o

LVR Late viral response T 2 logio 89T 12 J& e UhRe kil
WG S5 B 2 B ]|

DVR Delayed viral 1897 24 JE JEAR TR
response TR 2 logio TR
REIR P 522 L

EOTR, ETR, or End-of-treatment IS T AT BR TBIT A AN

ETVR (viral) response 577
G5 RN 7 0 N

SVR Sustained viral I T T PR TBIT ARG 24 A
response R4 5
R

I T4 T BR TRTT 25 RIS

Relapse Relapse &k 1 ST B

PR Partial response or  S53ELRHILL 2/ FF 2 BITER 12 JEREs VRIT
partial nonresponse  logio 5 24 A Re i)
oy L%

BT Breakthrough %M HEH#:H L VRS P N ]

Source: Adapted from the APASL Guidelines APASL {554
(http://link.springer.com/content/pdf/10.1007 %2Fs12072-012-9342-y).
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WGO &¥KIEm AR5 WAL (FERR) 12

NR (null responder)

Breakthrough

< 25 IU EEonony ""‘:”'t"'_""""" """'j:'v" """""""""""""""""""""""""""

0 418 12 24 36 48 72
Timé [Weeks)

Kl 3 B ZFEFIEAIEF K (PEG-IFN/RBV) 677 W 245 2

5.2 JR¥T RN

N T BRAEE OBV, Sk AT UK TEIRIT (PEG-IFN o -2a 180 ng/Jd (¥
PEG-IFN a -2b 1.5 ng/kg/Ji, 6I7 24 i) o SCHERHRGE, 51245 PEG-IFN a JRJ7 A HCV & A A
R E BTG = SVR (BRI 90%) « A TR WEY;, 5 4 FIANE = HCV RNA, #H]i2
J& 12 Ji HCV RNA 15 FH 5 34T HUm 21697 -

HCV (367 FIE B AIE S22 e 4 IR R A s 4, 218 1 HOV R B R 27
e AR HOV B B H 2 R Fe N FRE AL R AR DG IR B RE, [RIMAE 2 01 0 1 7 2 0 I
ke .

JEIER 1 B HCV fE N LM ERWE, TR, JEPAT R %R K5 E WL, £ PEG-IFN
IR T, TE T S DK 23 b [X 3878 T 35 B 24 B B & R B MO V6T HOV 1 32 2. 2002
HLUEA T PEG-IFN BRA Rk (brikiayr 75 , AR ER, 157 KI5 IEA R
5 A D HUE M N AT LK SZ o X S ] SR i = 7 f B o J32 e 1) R 5 n &2 2= 4

Jk [ G R G HEE Il TR R B A R MBS, I PEG-IFN B, MIHEZERURST
%, HH & PEG-IEN BEA R L350k S F-3E18] 1 8L, BUBEST V5 A RR 8200 55 22 N 50N 40% [30-32].
HEl, w2 =BT i%, Bl PEG-IFN, FIEFREEE —Fh DAA (2012). BRINFIFRFGIE AR
HEFE =T VR I A A

— L B R AR IE[33-36], FEDA 1 RUSPE T B 5 A bR HE TR RIS R B FBIGIT A
A 40%-50% % 2 2R, FE R 2/3 B B 3% AR ik 70%-80% o 75 2 ME HCV B3, NZ R M FEIT 100%

W3 TP R AR AR I RE L0 15 5 N B R AR AAE G, B RAERER 2a/3a Bt —
FE[30]o {1 PEG-IFN BR& R ELFAREE N 7, (HIEA ST 2. 76— L8 5 B K56
PEG-IFN & ARG ST 5K 2/3 BB SRAT 1 80% FXIRR LI 75 252 B2 26 o SR Ho A X I8 i)
FEARIRAE L 30%-50% 47 S0 B 25 BB FE[37].
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DAAs
ek 2011
PeglFN /
801 RBV 2001
Standard / 70+
UL IFN 1998
£ 601 / 55
; 1991
> 42 39
40 14 .
20 4 16
6 .
o+, . . . .
IFN IFN IFN/RBV IFN/RBV  PeglFN PegIFN/ PeglFN/
6 mos 12 mos 6 mos 12 mos 12 mos RBV RBV/

12 mos naa

K 4 CHC y597 21 SVR % SkF: adapted from the U.S. Food and Drug Administration
Antiviral Drugs Advisory Committee Meeting, April 27-28, 2011, Silver Spring, MD.

PEG-IFN a 2a HJIGI7 778 N4 180 u g, 1ff PEG-IFN a 2b (W5 ERILAEL LG, N 1.5
uglkg. FEFHMAFIERRTREERIER A, TR 1B 4-6 B HCV B, FIEFHKE
MRS 252G, 15mg/kg B K. MR 2/3 B4 W E AR OF EFHHk, &K 800mg, FrilEsE:
LRAFAE LA R FRIT OREE I R 2 . AR E 530 (body mass index, BMI) >25, i &K #bi, 1Lt
CEAME, W E L EE AFREAL, AERYEOR . SRR A AR AN A 1. 4 BRI
(- REE IR

TEAMR B G UE B 2= AT EE T, 4858 P i 10IR T 77 8 32 BRI B 7 LR A8 R B2 IR ¥ T 3R A3 1
TR I L KA S HIRIT &5 . KRN T B 28 BT T ON A BRIE R Y, SEbRn]
FTH 5 A2 (I PA 22 A= R AN W 5 (10 011, AT 5 4 1R 1) 7R 2R T % B8 IR 3R 15 I K A R 2
5] HIV (R TT — 8, BUR /R RN AN R . — MBI 1, ER I, RIT TR
F%174 2000 3£ 70 . ERERIE R VERA 25 /12 85453 7 i iy, Hdh KER - B ks
BUR N4 B 529097

e, FEFHAEREE RN, RSN, AWAREERE, §8 S RERAEXHE A AT A
RIFETT, FF FOBIE A E T . AT T ST BOEYE IR, F8 Rt R AR SR R R T

5.3 yayr I

5.3.1  J7FRH

5 rs12979860 IZ+A T (R CT) K TT 4ia T4, 2P CC BUEE HCV B RIS E
Him 2 LA b TL28B HEE A R A R AEAN A Al e rh AT 2 22 5t . DA 1 NI TL28B CC 1Y ey i
TNFI R FH IR RV B 5 LA RE S K200 80%, TMiAEARHER CC Bt R 40% [38]. JE[H
CC MAE M NBE P RAT R i i, MAE R NRIPUEE T & h o h S RE AT, JEM A iR
iko [RIFERI N K AETE 18099917 I HAZ TR 22 &% (single nucleotide polymorphism, SNP) 7,
RSN T B HE R TS 5F T 4mbS o G RIS HE R [39]

2 AN P T R 2%
o M
o RBHEZEEAE/ S FHIT
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o A

o BERHIFAYEI

o BIFEIL HBV Bi#H HIV
EERIIVESSIN SN

e IL28B JLKMY

WGO &¥KIEm AR5 WAL (FERR) 14

e HCV RNA: {KSHHEHE (<400,000 IU/mL)

o HCVZRT. 11

o IRMIEEE, BAERRIT AR

Bl 4 2 R

5.3.2  JBITHITFIEY

TEREAT TEN/RBV I09T 210, 3 58 AL AU PEAG o AP Aa T RELE DRAEST AR IR 549 46 2%,
DRI T R A 20058 i HCV RNA IR 5E B PR AT HCV 5 AL .
2T THE/AEF AT AT

GGl £
SERE R S AN PRAS
ARSI E I BAERAEEAL, BEDIRE (PT) , 'WIhEE, MM, (2 FREREEA

HCV RNA & &
HCV & [X] 7Y

JFPIE i A

FPRE£F4EAL IR AR 1R AR VAl
[40]

o HEE ARV JEE P Ay

R A 1Al

3R/

e AU N HIV il
LIFREPUR, MiGEEA
EUEAR ZEINES

G B i

IL28B
AL B3 4T B R A

14

SEHI M TR ST (response-guided therapy) F i i) ik B 5k

TE AT A FRFFA W RS R TE 5 T 2L . V697 7 R T
BRI e . B “ BRI ESK, W E (R 3 YD
AR K (GER 4 8 wJLLE#.

TEE MWL, G0 RN AR R SR, AERE, TRAERY, #EH
BT YA 53 2 A BN FH SRR B AT H, JC IR B [ S0 E 7 P R il
e (AF4ed 2 5% UL EEATIRTT) » R AR R FIoe T K
T CfEF DAA IS o BRI IS o 76 AN S 3 DX deloont 48 28 JHF I 3
)3 R VI SERTAT 1Y, ELEEAT 61 B 1 P40 20 APRI PP 4E 2% /> BAER
NP, I HAR Z 52 A0 A 1
BEBLIEER N TR, DLRERITHYTHE: APRI, AST/ALT tt
{H, Forns ¥8%(, FibroTest, Fib—4 FlfE} 38 5%

B AEAE O RS R AT o F B A A iR s i

LUE ST S

R EEARE . X TiRIT IR RS H G 6 AWK, T8
JC A B A S R

mziRaE, tILESE, A2 km (ks B

HEBR FAth mT R A 10 9 0

A B0 R VA AN 3 4
L
HEER K Hh 7K

ALT, HEREILHT4EF alanine aminotransferase; ANA, #it%#i{& antinuclear antibody;
APRI,AST/IL/MR LE{E aspartate aminotransferase/ platelet ratio index; AST, K& &R & IL%
Z I aspartate aminotransferase; CLD, 12 J% chronic liver disease; DAA, BEiHUii e 24
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direct-acting antiviral; HBsAg, Z T #iJi hepatitis B surface antigen; HIV, A5G Z 6k (#9555
human immunodeficiency virus; TSH, & H R R thyroid-stimulating hormone.

B BEETURTERIT UG AT, #ON RIS AH SRR

o PRI I E AR LA O I I R RE

o WA BIEIT T EAIT

o  MAWITHEIEHN

o RITIIBRH OLIE PEG-IFN) LLEARSEHIIRIT B H

5.3.3 ST I

VBT IR T HEAT DT i«

o BUHLSIHGRIEN, #TIRARE

o TEVRITINEE 2 JH, B4, 6 FHHTIE MR, MhER 4 BT ERNGRITE R
o  HTNESHITHE, 755 4 A 12 B BT IS HCV RNA & SR,

o FEVRITHE3 A, B 6 AT TSH &l Cd g RFR1ED

o REMIEFVEAL A IGIRTEAE, WHIAR

o JEE X fv, ERBIET JEIRE (W IR IRTRIE)D

o DJEVEAY CAAIRRIEME)

o IRITHFET KIRIT ARG 6 H W EE E W T B4 ) B R

5.3.4 BTN

o AR VIRT A RN R AN, B TRREY, ARV 45 24 FARHIE HCV RNA GE
PEY o DABASF SRV B A NI CRLARTE IL R ST PR SR D

o (EAAIEHMEEE TG G 2D 6 D SREEHAT A G4

5.4 PEG-IFN/RBV HIV&IT—niEIRIT TR

5.4.1 Ja/7 R

o FTEMBMERBIF AL B, HIC PEG-IFN/RBY YT 2ERIE, YINIEZIRTT .

o HHEEMFLFYEM (METAVIR VP4 F2-F4) B smZIHEFE 4T PEG-IEN/RBV i #1677

o RENTMESIW (FO-FL BHF T WA RIbE, NEia5 8 8HraERe. Mol Rsiait.
I ACRE SR AT R

o TCWRHFHESN A2 BIUOT, A7 REDR A 1R BR AR 1 IUAE A2 U 2516 /T 4R AE -

R 8 MAIRTT B IR RS AR

SEHTAEIE TFN BZG a4 RBY VYT, 8K PEG-TFN BAZYVAIT RN B (ERMEAEER)

IEEE B MBI EERES 5. REDE WERVPETED , J877 % SOl 2 /b
ik 61 H

JFF FR T AL 7 26 B BTG 2T 4 A LE 37

SR ERE

&9 HIV Jskge

ERNT I8 S

&L Wb B3 R BT LB VRIT)
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KA AE (L
FFA% A 52 1A

5.4.2 /7 ACHIA

o JEHEMK B IR, BMI> 35

o EENTY 1/4/6 FAAK Sy TY

o & 3F HBV JEKyL

ol TFN MM ARG M B R

5.4.3 IFN #IRBV ;5)7 1255 1F

AR BB A A E

JF Il RE AR

PRZE (RBV) BB AR [R] T A FH A 20 1) T 2 4 it
7% B P76 0o AR AR 78 L P 0 ) 3 95

5.4.4 IFN ;5719 & F0

e SE LR OL R EH IFN (5% H APASL/AASLD/EASL $5F74):
o IURAE EICAE S A L AT

o RIBHIIHE R

o RIEHI IR

o WL AR

o HJEIH

o H Gt HUIR AR 4 B S S A B B e M, LS B e R T A%
o BRI I B (1 I

o T/ S AL A A

o FIEiE (RBV)

o RN CHr PRI T <1500/ L)

o /RG-S 85,000/ ML)

o  WEMME (W'EMELCAEREAED

o HHHGREEMERN L

o HURIRE SRR

o H G IR R R 1) A R

o HHIARERG

o < BX

545 AFRKN

JUSF-Fi A5 18 F PEG-IFN #1 RBV (1) B 78 Va7 i R v 38 2x h J — o R o B S 7, 375 -
TUBFELEAAE, KSR RIER], MRG0 (BT, Rgr AT i MR ) Fik Rk B 5
GV . SRR BB AR i R A M EZT M. TR 35 AR B AT HE, [H, SR &
FAG L2 R4V . I, R E A SRR, YA T A R 2 6 S H N bk B
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T S R I A VA AE 8 R 2
5.5 FEEEHEIF] (Protease Inhibitor , PI) TVR/BoC {3477

5.5.1 CHC HHA 1 2HH5)7

o [ 2002 4 6 AARAEIGTT 77 %9 PEG-IFN BX4& RBV

o UUHHRE, EEIA 2 BURN 3 RSN B 5% B EVRYT A8 AW SVR iA 80%, JE[K 1 AR 48
JEIF SVR 29 40%-50%

e [% DAAs I, telaprevir Fl boceprevir M EaAs 7 LR 1 Y HOV JR Y 1 i fE3A
T %

o AASLD [4111APASL [42] CVBE¥r ViRITHE R, HHEFE DAA HITiRy7 2L 4 1 28 HCV Jk

e Boceprevir (BOC) #1 telaprevir (TVR) ZHE[A 1 BY HCV 543 24175, R FE i
FFAS MR B 5 B R T

o 24 ML, EREABENE A AR TR 1 R RS, IR 2-6 AR 2 AU N
15 F 2 A o )

o BETAR DAAs BUB K B 7R R BRI G FH 25 B B AR AR D A8 UM 21, [RIINE Bag R AF %2
4tE [43]

o HRAWEIE RIS KIESTHCV AEH, FEM T HCOV £ A BARIAS [FIF By, A$& HCV NS3
- 4A FE MG, NS5B £ I NSHA fiH . 24, FDANAAEME ARSI EE 1 (NS3/4A) #2
R R

5.5.2 HCV HHA]1 37652107507

o HMEFFILN 1 YIS IR HOV WA HE (TL-28B dE-CC WY, ZF4efvfefE F3-F4) M5 =BG
J7 (TVR/BoC Bk#A PEG-IFN F1 RBV) , JFAENIIA 48 Ji . H)iG & 4 IL-28B CC WAL FILf
Ytk o B F1-F2, $2AniEfL PEG-TFN F1 RBV 697 7 &€ 48 J&, TI3R[FEIFEMT SVR.

o RENSHEIGARA BEMEAL HE 2R T G OLE LA PUREIRIT I IHEIE) o X2k
BEIRITIN 222, FET-Fmk 2% [44].

5.5.3 L IAIT KIEZ 1 DAA 1&/1]

o HEFEFTAfE A PEG-TFN M1 RBV 67 R, H&k, AR NEFITC R E ) B 852 = BRIRIT

%o

o HRRISGIEIGAA AL HAZ 30 KB

5.5.4  FJig RIGIT RIE 2 1677 KIKAT 25751

o MUGEAFZUIRAE, (RUEMK AR B 25 24 )00 B F-Be. % 9 1 H LL BOC B TVR Jy Akt iy
SIRIRTT T R TR R A AT A bR (45] o

9 YNGR BH T O bR

HIUTHEOERAERY HCVRNARE" wHyTHE (B

Boceprevir 2100 IU/mL 12
AR 24
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Telaprevir >1000 IU/mL 4

>1000 IU/mL 12
ARSI 24

*HCV RNA & ®=AG I N PR 25 IU/mL. 75 E# 3520 BOC 5 TVR
BRI = I5RI6 ST 7 S, AR PR B 9.3-15.0 1U/mL.

5.5.5 NNRKRNWAIZZEHH G EH

Z R 5 BOC B¢ TVR Z WA B ERI MM EAEH, oA EAY. distzy. i
SR PUHRERZ) . BB PUE IR EE Y. ARTTR. B2, Gy il
TR — IS P T o 791 DA S — e B 22 R 2

(7 Eof i FH 2l 252 24 o 2k 228U, (S X SR 2 0IR 9T HOV Iy 3 L e T vkl 4
SCHRHGE #2252 TVR BRA VR TT I 838 vl I — Lo Sl AN AR B I R AN R OB, W EE 2 T
PELTPE (Stevens - Johnson syndrome) , 2544 = BWEER R 4 M3t 22 i A4 eIk (drug
reaction with eosinophilia and systemic symptoms, DRESS) , thE:{ER HINTE AR
it (toxic epidermal necrolysis, TEN) .

PEG-TFN 1 RBV V&7 IR mJ tH BLZA 1ML, 6 TVR VAT 2 IR 2058 R R .

AR TVR 1A B R R tH I RS, R RRBIR AR T, AR
B BB IR En R A AR AR () B Bk SO B . R AN BR IR B2 B A TVR,
FrAEER N T2

7F: FDA % telaprevir C(Incivek) i FH #yF B S0

(http://www.accessdata.fda.gov/drugsatfda_docs/label/2012/201917s0031bl.pdf).

5.5.6 2014 EZ1EPTHHFK T T-1 2 L1IRZ 177577 7 5

LT3R AR IR T 20t 25 20 A0 14 T BY T 6 AR HEVR 9T 77 %8 . PEG-IFN BX& RBV V597
LR 1 NS T B 5% BB SVR TTIA 50%, YAYTIER 3 AL SVR ] A 70%-80% [1]. 4R
MM, DL IFN NEEREAEIT T R KA — 4, TEL L P, R SHMZ AR RN, i
Z¥E2E. 2011 4F, SF—ARE AREINHIF TVR A BOC e H TR BT R =BT (FRATRE
FNHIFIEC A peg-INF 1 RBV) o HFINZIMIHIL, AR IMNAEAER . Mok
) DA AL AN s A Va7 0 B2 A IR Rk, BRI T — SRR (2, 3].
B IXIRIETCTPLE B DAA V897 77 & 4& asunaprevir Ml daclatasvir J897, SVR ik 90%. H—
A ELECTRON Hff 74 i Sofosbuvir Bt&r RBV iG97 &K 2 BURN 3 B (LR YA A
), SVR Ik 100%. ZANWF 7 4508 DAA 17 L[R2 BUAN 3 AR SVR 7F 88%-100%2
(], JE[A 1 B ERSE SVR 7F 83%-100% 8] [4, 5],

H M 2013 4 12 H FDA @il Sofosbuvir FIIGIRMA , ot A SRR, 7£7EEE M E
FIS A BT 48 JR 822 70 TEN IR DAA 5 RT3k ad, W s2Mk R4, w2 RRK. 765
VR Z R, RP 2 BRI 3 A, TL-28B-CC IF A # 4K SR 1 FH AR HEVA I 75 % PEG-INF Al
RBV. & Bt I A% AN 2 P AR 4 B 17 3 6 [ 1 DAA A o Je i ey, AR 4 SE B 4% A
WA FH G TR 2 CUIREIT %

IE‘%
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DAA [FI4f 55
1. A%y, TEFRES
2. JoBERIAY PR . Bl 2 BAIG PR IAES 2R B DAA B] FH T HCV BT A 2k (R Y ) A 3
3. Sofosbuvir #.2573J7, Sofosbuvir & Peg + RBV LS H ' DAA VRIT I %K
A, VRIT I RER R IR B 5 A, e 24 = K] R
5. X} IL-28B CT A1 TT WA A 4%
6. HIRGZ, HHETR, FRRMNA, GITITERE
7. XV &6 B A XL

DAA HJHR 15
1. % B SR R T B VR B = i X, ZEANE ABE IR YT 50 e =

225 3k

1. Fried MW, Shiff man ML, Reddy KR et al. Peginter-feron alfa-2a
plusRibavirinfor chronic hepatitis C virusinfection. N Engl ] Med. 2002;
347:975-82

2. 2.Jacobson IM, McHutchisonJG, Dusheiko G et al.Telaprevir for
previouslyuntreated chronic hepatitis Cvirus infection. N Engl J Med. 2011;
346:2405-16.

3. Poordad F, McCone J Jr, Bacon BR et al. Bocepravir foruntreated chronic
HCVgenotype 1 infection. N Engl JMed. 2011; 364:1195-206.

4. Sulkowski MS, Gardiner DF, Rodriguez-Torres M et al.High rate of
sustainedvirological response with the all-oral combination of daclatasvir
(NS5A inhibitor) plussofosbuvir (nucleotide NS5B inhibitor), with or
withoutribavirin, in treatment-naive patients chronically infectedwith HCV
genotype 1,2, or 3. Program and abstracts ofthe63rd Annual Meeting of the
American Association ofthe study of Liver diseases;Boston, 9-13
November2012; Abstract LB-2

5. 5. Lawitz E, Gane E, Stedman C et al. PSI-7977 PROTONand ELECTRON:
100% concordance of SVR4 withSVR24 in HCV GT1, GT2 & GT3.
J Hepatol. 2012;56(suppl.2): S4; A7.

6. Edward J. Gane, Catherine A, Stedman, et al. Nucleotide Polymerase
InhibitorSofosbuvir plus Ribavirin for Hepatitis C, N Eng J Med 2013;
368:34-44 Jan 3 2013.

6 TSRS R

ZAB AR SRR B R WVE S VRTT R BT A B VS 25 S5 U A IR T TR AE e v
YR 5 B E N e DL b RIR bR A I IE R 54 E 5, J& AASLD. EASL. APASL LA
F G HLR TR I — 5.

WX R R EEEMAT SR, ERERZER, FROTHEORERA, 249Kk0E, 2
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Wikt 4%, L S AT HE ARt -

WA FRAEIRIT H &R, ATl B Y852 PEG-IEN/RBV BAA16TT . 2 T DAA KN %
FEF UL _EFTHE I IR = R IR &R . B0 o8 IFN/RBV BEAVATT, A%
TERE BERR S I DL AR A “ SR AMEE” (1) 5RMS o B2 B AL 2 56 T F I A SUE R B AR 1R
ARG A 45 B (U FibroScan, FibroTest A1 FibroSURE 454%).

X VR B = K PR R R (W, 6.4 A1 6.7) NG b VAT 7 RN A5 R R A 0] 47,
MR “AEIT” Skus, BFETReHIBmEE R, SBOFRIERE, BINFET R AR,
[ s i3 — 25 o B 2 [ SR (R 8 5 F gL

6.1 EHK 1% CHC--BEF = MFIRRE = Hi[X
=BEAWIR YT 3R 1 B CHC B & H6TT 51N

CHC #RF 1%
S l PR FEIE M
I RO P 3K -
B IL28B-cc, F2, {®Ji##E, BMI 7
l <25, 4k, F4ak, HEKF1BH
PEG-IFN+RBV
(SoC /%477) =BRIRTT
l (TVR/BoC+PEG-IFN+RBV)

VAT 2R 4 BRI HCV RNA

l |

HCV RNA A il

HCV RNA & -F A .
AR3RF RVR

18 RVR

l

PEG-IFN B4 RBV 557 48 i
(SoC 7477)

7: BMI, body mass index, &= {5%; CHC, chronic hepatitis C, 18PEPIHIAT % DAA,
direct-acting antiviral (agent), EL##RE25%; HCV, hepatitis C virus, AT 47 LVL,
low viral load, & &% &; PEG-IFN, polyethylene glycol interferon, 2 ~ T3 &; RBV,
ribavirin, F|E2F54k; RVR, rapid viral response, HRERG# N Z; SoC, ARiEIATT .
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6.2 HK 4-6 BBk “F4E” CHC
EIx LA 4-6 T, “ A AL” P P AT 28 (K VR T SR

CHC g@ﬁ 4, 5, Gﬁ “*ﬁﬁu

PEG-IFN Bt& RBV
1.0g9<75kg; 1.2 g> 75 kg

!

YITEE 4 AR HCV RNA —RVR

I !

HCV RNA X T4t R

HCV RNA F /)T 2 log H EA75 rT A H
(i2%] RVR)

BRI A2 1 3 < 400,000 1U/mL (LVL) A% R 24 AT
ARAEIT = o )
£ 24 weeks

l (ERZIEIT)

TEVRIT 56 12 AR HCV RNA—EVR

HCV RNA R [&/NT 2 log B 847 AT k6 H HCV RNA (& T4 i fJR—iA | EVR

l l

% & IF LR MEIRITE 48 H

V. BFEPAFE S EVR GRYT 12 JARF HCV RNA R [% 2 log 18D FIIER i #E 5 Bigr (HEYT 24

JAIS HCV RNA JI1) Rigs T 72 JVGITIT % -
CHC, Ttk AT % s EVR, T 527 NE s HCV, THRUAT 2800 555 LVL, (R0 35380
ROTMTIMER: RVR, PRERREEFANE; SoC, AriERTT

; PEG-IFN,
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6.3 Z[H 2/3 & CHC MIHILHIRTT
FEPR 2/3 2 1 T B A 9% 48 F PEG-IFN/RBV BB TR YT SHEIE

1o A I SoC i7"
Anti-HCV BHYE ( ELISA 7%)

"

ALT KT 6 AN H oo FFREIS A (PTIEBEE)
HCV RNA #E5E (i) BFEAR, FO-F1
SRR (GRibE) PRGBS (GREE)

|

PEG-IFN B4 RBV (15 mg/kg)iayT 4 J

.

VAT A 4 AR HCV RNA —RVR

| |

HCV RNA R [%/NT 2 log fE 8475 Al far H HCV RNA X T-#i tHFR—iA ¥ RVR
A ERIRTT Wy 16 JEI R (2
l (W JE K 2a BUAT LVL SR 42T I2)

VEIT 5 12 BRI HCV RNA—EVR

! |

HCV RNA R/ F 2 log 8k 05T Kl e

—KiAF EVR

] |

% & IF LR YT MELIRIT & 48 JH

Ve BEIRBE S EVR (JAYT 12 B HCV RNA % 2 log (i) FIZEIR G N (JRTT 24
JEIB; HCV RNA B 4T 72 VG ITHE

ALT, NRFRZILFELNE, ELISA, BEECHEIAE; EVR, FHPREHNE,; HCV, HHAT AW
Bf; PEG-IFN, RZ EETHLE; RBV, FEFEM; RVR, PREHENE; SoC, FRiERT .
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6.4 EHF 2/3 & CHC HHItHiRTT-RIEEZ X
5@ IFN/RBV B A A T7 25 K 2/3 B8 1k 75 L BT 98 AN 5] B 285155 10 1R V6 97 SR s
[4,33-37,42,46,47].

I TR IR Z R IX R E 5¢

F:H 2. 3 & CHC ¥I4B18TF

|

%38 IFN 3 MIU TIW B£4 RBV (5 H & &
15 mg/kg)

.

#7745 12 Ji K2 HCV RNA 30 —EVR

|
l |

PEIL T

PEG-IFN BX#A RBV HCV RNA w Al HCV RNA {6 T-# FR
—ARi&F EVR — k%I EVR
097 )5 6 1~ H HCV HCV RNA 1% T4t fR—ik - GREEVETT 25 24

4_
RNA {8 -l i F EVR
53] SVR——iG

CHC, f2tEAAT4: EVR, FHMREFMA: HCV, WAATAME: IFN, THE: MU, &
JiFR#R: PCR, BAMSEARN: PEG-IFN, B2~ T4h%: RBV, FIEFH: SVR,
PR RN TIW, B =K.

Ot S H i 2013



WGO &¥KIEm AR5 WAL (FERR) 24

6.5 CHC Y& IFN/RBV 557 TNERE K #
FEH 2. 3 B HCV JRYLL 158 IEN/RBV BES VAT TN & 8UE K3 16T SH0E

HEF 2. 3 CHC £¥%3& IFN/RBV 577
TREEBRERE

PEG-IFN+RBV

|

YEIT A 4 JER I HCV RNA —RVR

v +
HCV RNA FF&/NT 2 log {8 B4 AT K HCV RNA X T-£i th fR—iA % RVR
T H
ke 69T 12 A ZRIGIT 24 A (R
l %)
YEIT 55 12 A HCV RNA—EVR
HCV RNA 4 a] 4 il 1 HCV RNA T4 Hi R
—RiEF| EVR (LRZ) —ik %] EVR
ey AIR=E i PASIEIT 48 JH

CHC, &M MAT4; EVR, FHIREFMNE; IFN, TH#HE; PEG-IFN, R FTiNE;
RBV, FIEFEM; RVR, RIEHEFZNE.
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6.6 CHC PEG-IFN/RBV B &I8IT ENEBRE K ¥

PEG-IFN/RBV 577 %M

, v

1A ’ BEMH 2-6 L, A4
¥ DAAL =BRRTT WMEEI I HCC AR AR
TVR/BoC+ PEG-IFNRBV YEHAELL, BB TR

fi /i DAA

DAA, BHEVURTEZY); HCC, F4uliufifiE; PEG-IFN, BZ -FEFIZ%E; RBV, FIEFHK.
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6.7 CHC Z8%2 (FO/IF1) (EERA) - ZFEEBEZHKX
BORA CAHLIRH AT (K18 T AT 2 B R0 155 1 i AR T SR

A E R 25 f) CHC ia T B = A X A [E

'

& B
Anti-HCV-FH 1 (ELISA)
HCV RNA-FItE (i k)

| |
l l

x

FFAL G0 A DU N AL R i IPABNA LRI 2
F2, F3, F4
- RHEET R
- 510 4R SRR (S ATIIT)
A
U5 A P S ER LS 6%
FO, F1 F2, F3, F4
l SCHFIRTT:
‘ S F S
T RiIT (W) N
- R

= R HCC FRAREE T i
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6.8 2014 4E CHC M7 KB

RIRE=Z CHC BIREE
CHC(F A 2 1) HEA 1, 203 HKA 4, 5F167?
Peg IFN+RBV (SoC) Sofosbuvir+RBV 447 DAA? J7fi?
24-48 fE 12 i, 343 SVR, A&
315 SVR KIS SVR
MED N TN E&E R

162014 4, X TN RERET, HEEREFEENERMXERH “20ik” 6
I7 5 AL R B = [ S AR AE Peg-IFN A 2 FH AR5 &

6.9 BE—HEMEESEH
HCV BRYEBITHIEER L—FESEX RS
1. 3K 18 CHC &
a. 25 THHEIRIT 7 % PEG-IFN/RBV BXG1RYT 48 Hl—— R ZHIX (554%
B)
b. 457 DAA (57 12 J&) PEG-IFN/RBV + TVR/BoC (48 &) — & FEF 5
HiIX (52 A
c. 4 PEG-IFN JAJ7 ENZ R K 3 : 257 DAA £ DDA +RBV (%54 A)
2. %l 2 BiEg 3 B CHC BEWIEIGIT
a. tR#¥E RVR 154 T PEG-IEN/RBV 47T 24 A8 48 i (Z54% A)
b. R¥E EVR 4 T8 IFN/RBV 597 24 fil—RHEEZ X (54 C)
3. #H 4, 5, 6 BUFIASH CHC
a. 25T PEG-IFN/RBV BLERTT 48 i (554 A)
b. A 4 RS RVR Al 45 TiR97 24 B (%54 B)
4. % PEG-IFN/RBV 697 LM 28R Rk 3L R 2 B4F0 3 Y CHC 3%
a. 257 PEG-IFN KJ7 697 72 JH—— @R EE = X (254 C)
b. FHIFN tn, H4 IFN 8f albinterferon (Albuferon, H Bi{/i KR M
1), —A 3 Wil PRBENL A RIS K 1, CHC FEpH 2 BUAI 3 M s+ H & IEN
g%, albinterferon 6797 AT PEG-IEN [1], 677 2 A€, {HA]HE
=T BH#l PEG-IFN/RBV 8797 S — R IEFEE X (% C)
c. LT, DAA &% (DAA £ DAA + RBV) %52 K KT A LR S
PEN B R BRI HERE TR (5 B)
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d. “WE” Fug. WM HIERE, CT, WIREA, MR by
AN A e A A IR L —— BRI X (B84 ©)

225 3Lk
1. Nelson DR, Benhamou Y, Chuang WL, Lawitz EJ, et al (ACHIEVE-2/3 Study
Team). Albinterferon Alfa-2b was not inferior to pegylated interferon-a in a
randomized trial of patients with chronic hepatitis C virus genotype 2 or 3.
Gastroenterology. 2010; 139;1267-76.

KRR NEE HCV BRYLHIYETT
1. &M HCV J&Yy
a. iz i PEG-IFN BL2536097 sRERGV6YT, JE08 2/3 Byayr 12 F, R 1
RYEYT 24 H—RIHEFEHIX (FEH A
b. HI2 Al R Rl IFN JR9T 24 A —— SRR Z X (52 O)
c. WASHERN RSB RMEEREE, TH SRR EE, R
8-16 JH FRT — HIHER =X (%64 B)
2.HCV &L LE B
FEl 7= HCV B GL 22 3%-7% » F T [l 7= B B % 35 3 55 7F 18 A W B & I0
anti-HCV FifEPHTE. HCV RNA £E 1-2 F &I BEYE T 4E 9 B B2 Wi bR o
TRIT R —RAE 2-17 % .
a. WKIEIER 3B, 45F PEG-IFN/RBV BESVGTT 24-48 JE
b. WRHEAK A% PEG-IFN AR, RBV #l& N 15mgkg/ K

TE:

= Hfth CHCRIREHE —— WS I HIhREA 2, &JF HIVIRA:, &JF HBV By, SSEHE
SARSE BB TR L RIRGR)T s T R ER R AR (1 &
7).

= AERERRASHLU TR (7.2 —HEHESRAEE. HE 590 (GRADE) #H
)

7 i

7.1 HX MG TERE

7.1.1 ZHG (K.L. Goh)

= REHER L BECNE N, EERPTHX 3BT 3 A (48], XFE, VRITITRER
KKGERE, WA IR P s .

= HAl, AR AKRZHELREARIT. R, F£DRETA “fhSER” TH, &
HARYT A3 I B2 A/ B Wi 5 AL B8 F- W R AR B 2E X Hev BB 34T 1121897 -

= SMALE, I AEEXT IFN/ RBV BRAIRTT T RUE U [49] -
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= A EWPHES, ERIEIE, EEGRATHRONEER 3 B HCV. SR, BREZER R
=, KT B EIRST N AR m ] ReH T 11828 AR L K (50].

7.1.2 HEH#H (M. Umar)

o IR HTIE B R P RN TR B2 AT PR YR T 4R P HETE P ELISA o i KU N B REAT I

= IR R VE RS R X T L A Y 3a A1 2a B R AT E B PCR BEAT AR I VR AG 5 T
IFN/RBV XA 9697 6 M H

78 IFN/RBV BXGVRTT G LN BUE K 1 35 45 T PEG-IFN/RBV BXAVAYT 1 4F

» 2% PEG-IFN/RBV WG 16YT TN B B K (1) i3 7 2 M ) Hee ATisg A FF 22

= {E2005 4F, EIEEHHEBUS A B — 004 R TP AT i A R, B SR
—— 4 RO IT AR %5 N AT Hev TR« 98D AL 4B AR (B 2, LI 1 F e .
——X TR IIAEARIRTT P B E 2 T AR Wi AR T H i, BNeh TR . (AR5
W T PR AERUCER,  DURI TR SR VA T e it i S D

AT RCNBUR AR I EAAE, 51 S A N G i IFN/RBV (14 2 kM
DMEIEST HCV ASFEAG,  FRIRME & 5 (1 2E 1 2547

= A, BUNIESZRA AR L S RE T, 3@ sk AH DG4 0 e Xk v JRUSE A A If
) dt B AT A R TR, )R XS At Ty 4 1 B R B AT TR, S A ) o AR
Jiti, CARNEEAS N, A FEERFAST BT HLAL) S I e 5 m 1 4047

7.1.3  FRE (F. Villamil)

» AR S IEEMPGR A L. X EWRE RS S5 N RAIR R AT #5252 =52
YieIT (2014).

7.1.4 #7/ (R. Zapata)

= BEAFRFMIRE N ERIAER, HIEWTARE R, ERREUENIRIRETE A TLE
ST LR L@ DAAs 1

»  ERALRGHARE T T ZRIT R EE AT ZBORIT . EAEREERY, RATFEE
VLA 25 1697 R T2 W 6 HB 5 T L Sz 47 W00 ) SR s

7.2 RAMIEREER

®10 AR RSG

UEHEART S ER

5 A HE— DA FEAS AT A AR R A PR 45 P

R B BE— DT TR REXS RN PP AL A2 F LR, ] AR RN T A

R & C BE— DT FUAR W] BE XS RN P A7 A B EE s, AT SO FL A0 2
BEo AR RN VYAl ) AR 25 ANRA 3

HERIRIE R

L 1 SOMASETE SR LA PR 2R 6045 UEGE AR, RE BB I B A R AR
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ZS

2 s A AE AT Atk IMEERE R ENE . BT AHIE, R K
TR A AT M3
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