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& PN B AF R PUR R IR T R IR
R RN KSR EE ST FRERS

TIRWBIFITR T NBT Ry EERT AL, R B THU R (pegylated
interferon , Peg-1FN ) B¢ & F) B2 55 #K ( ribavirin, RBV ) 42 H Hij 1 14 77 &Y AT %8 ( chronic
heptit € CHC) s 857 05713752 4 65% 164 T 5 s 2
(sustained virological response,SVR) "% JTAE3, W 245 T4 7T (response-guided
therapy , RGT) ?Tﬁﬂiﬁ%%lﬁ’]{nfblﬁhﬁﬁ&{ﬁffEﬁfﬂ’]&ﬁﬁiﬁﬁi S
Ji&, (ARSI R PRI 2 15 CF M) ) g 858 55 € ey [ R s 2 35 (/L 1
J) ) G e VS 2H 2R PN 0 e GO AR DG B R AT RE B 5 40, 2R T K L TR IR
T e PN BT R IUR R TT T ) (LUR AR ) o

AR BT HET CHC LR EEIRYT A FOR R, 38 BRAE Uk 22 2 10 J5 00 2
5 R DL AR IE R AR S5 UL K 1, CHC PR EIAIT Z 2R N R 15
e , 7R RSO AR R T AR YT LA B AR rARCR . B AHOC IR PRIE 38
PIAWTRR R , L K 22 51 2R (CHER) N kA7 58T

1 B N AR UE R A e S5 2

IR w2y

| Meta 73-#7 5% 2 T RE AL (1 1 45 235 21

I FAT G AL IS w AR R A IR IR B e 4 R
L IR B DT B L FRAHETE T L

— BUREERIT B s 5 N A e bR
FHEIL HCV 25 ~ 30 4R J5 R AL & £ 3R 5% ~25% 7 HCV Ak,
B 10 4RSS IF DI REJARRL KA 20 30% | IFANIREAE R AR 1% ~3% ™, 4
SURPURRRIGTT AT B KW E AR S5 RS . W, PURSIRIT K
W B R R REAL HCV AHSC R AL | JH 5 3 5 40 a9 19 % A %8 B AIR HCV A 58 0%
PR P B R TR i . HOV By —Boie 16 2218 2F 8 , PR 897 R0 22k H
%ﬁﬂ;ﬁéﬁﬂ*r‘%ﬁ IR RS N AL R S R S A S e bR . HP g
22 N T8 b P R SR B R W /{(sustamed virological response SVR) & 4 i iF
#Uﬁxﬁlﬁ’]?ig? Pro B WIRTEF I B e L6 21
= BURERIT I IR 5 2 RAE
HCV RNA A, Joirdr 28 Sk ny CHC 38 Y0 2% B P 8E 16 9T . CHC &
FYURTEIAIT BRI R 5 4 X 28 BaiE L2 357 . M3l ALT 7J<$T1"Ejﬂhﬁﬁ(é‘r
AP PEREAR S (I ) o BAEBRE IMATAAE IR T 2R BAIE , 7R T 0 ﬁﬁ%%{éfﬁ'ft
i 5 R, AT 25 IEHURERIRYT , (EN {0 2 A8 5 R I %) At o 2 v MM . it
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393 -5 W7l PR i 5 174 W

= VAR EDRFIRIT TR

16 CHC FIBURERRIT R W 4 ~5( 1 ) 2070 HOV R R
JE2 i CHC B EPURTEIRIT WA EE N R, A EEB B ERT RS £
ANTA], FE R 273 Y 38 m] g At 3 DR Y A8 B sl /D 25 W 500 R O 4 JE T R AR SRR T
WBYURTEIRITHT, DA HCV JE[R A

ZIFRF G PRAFIE 2 B Peg-IFN X4 RBV 14 7 2297 3040 T3 38
IFN B4 RBV /7%, HTT Peg-IFN B4 RBV 5 & 2 CHC ik 1897 19 “ FrvfE
HE(1 ). TS #FfmfFEl’J [EOLT , B 4T B SR H Peg-IFN B RBV 197 &ihR
7, U HSE AT LA 1 AR (8R) F gk HCV RNA 24 (HCV RNA > 6 x 10° TU/
ml) (R

&2 CHC YURBHAI N2 N A 15 TR

TR R T A E X
P 72 (RVR) {fY7 4 8 ,HCV RNA 28 BHIE TR0 TR (LLD)
e A R 2 (cEVR) A7 12 5, HCV RNA #BHIE T LLD
HB 4 LR 2 B2 (pEVR) 16J7 12 J ,HCV RNA R > 2 logyg TU/ml(SUHTIE#5 D1/ ml, R[] , (HARAE T LLD
YT R 2 (ETVR) HYFEE A HCV RNA 4K T LLD
FFERTE N (SVR) IR ETVR, {25015 24 JA34ERF HCV RNA #at (K F LLD
5K (relapse) iAF) ETVR, A5 255 HCV RNA SCn] geis ih
Z1# ( breakthrough)) 67 IR B 8 HCV RNA IR T LLD (A 4k&5ki6 57 HCV RNA SURT kG
TG %% ( non-responder) 16T 24 JH ,HCV RNA 5] kG il o
T + PR 225 1 25 ( rapid Vlrologlcdl response, RVR) 5 K ¥ B (lower limit of detection , LLD) ; 5 4x FLI #2413 % ( complete early virologi-

cal response, cEVR) ; #8435 552 0 & ( partial early virological response,pEVR) ; 1477 4% B I 55 852 17 2 ( end-of-treatment virological response ,
ETVR) .

3 CHC $UREHRIT 2L 2

EURO =T A EE Sk

JIFZfE Child-Pugh /344 C 2% JiFZtE Child-Pugh /324 B 2% ;
Wl PRI 5

AT B FVARAE 3 2 5 2 A E R

FEAF B ARSI , 40" B A LR O DT RERE |

AR BN KL BE AL IS 25 5 LT 42 ] AA P o
ARFEHN ) A B B 5

XU AT 25 A
SREORLAN AR R MRS i (0 AR BE TR Z LR BRI o

x4 P2 ME3IMPNATE
TFN % 5 1% RBV ik ki
Peg-IFNa-2a 180pg, 4 — K, i F 4T B RBV 800 mg/ K 244
o Peg-IFNa2b 1. 5pg/ke, 45 i — , B2 F 14t
a5 IFN 3 ~5 MU B H 19 B2 R ST
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FS A B K 4 ~6 BIWNATT R

IFN Fp2fs 5 RBV % g
Peg-TF-Na-2a 180 g, 58—k, 2 T 4t 64 RBV 1000 mg/ K (fk#H < 75 kg)/

5, Peg-IFNa-2b 1. 5pg/ke, G H—% , B F 4T 1200 mg/ K (k> 75 kg) 48 i
SE IFN 3 ~5 MU B H 10 % F s 810.6 ~13 mg/ (kg - d)

U BdmEE TR YT I W 5 B

1. SRR IR AR BB TETF IR PR B IR YT R, N 588 34T R G4l PEAL
EPrfudE HCV RNA #i= JFIhEE I #L R & B Diee . B B e ttfetr  H
PRARINEE M5 IR 5 59 AP BB RS SRS T 94 o

2. VBT I S 25 BE i FE AR (1) HCV RNA . BB &1 PR S8 7 FF UG 5, M
TESE 4 A5 AT PEAL RVR, 58 12 JH 45 it PEAl EVR, 1Y )5 405 12 & Wil — ik
HCV RNA, HZEIRIFEE W, G TS W A 12 ~ 24 JE KN HCV RNA; (2) 13
BE IRV R N RS 8 ~ 12 JE W — R FF DI R E bR, 1525 5 N AP 12 ~ 24 kG
DFFDI6E s (3) MLH FL FEPUR BRI SR 1 AN H N AR WS 1 vk i s 88, e s 4
MHEAE—RZEO6NH RGEE 3 MAKE 1 REIGIFEE W (4) HALFE bR
W B AR WA 12 ~24 RS HOIR IR D BE S B ik, A ah, s Sk bl
VN PEATRG FRR S

AE BB YURBEIG T SO AR, iR T8 b5 iy s I fa) 48 , Ot H 2 1w #0-5 1
IIREAE , AR HE B ARG 18 2R3

T PURBEIRIT BT R R 2R 5y R

ST BT RN IR Fe AR 22, Hirp SR SE DRI R 5 k28 HCV RNA 35 2
H A B 55 2 p P TN FE b5 . HABAE R 45 PR A IR E A TCR R =K KT
DL JFERG 6 725 5 £F AL B B 2 75 PN L) B 2 75 (i P e Pk g 2622 (1)
XS FNFE R A B FE R E A= 5 BB X T ] BB IR IT 45 A 7840 A A ] A
ARG TT T R TE . XS FREA 1 A 5 HCV RNA #8m Fl (5 s A )
SR NN ] FHEE Peg-IFN BX & RBV IR EA R FEE M LRI+ &
T, 5 8E T R R IR TR R N S I A2 1 LR AR MR R 1 SE A L iE
UFEK R FTAE R RBV FI(8) IFN g5 "

R4 BB VR L B P g S N 2B I 0 R I R A AT R A N R IR T
Z BB N A48 IR, R PUR RER Y IOpF S #UE . HEGXT SVR il 4 {E
e B (R B I S WU 45 RVR F EVR ({245 cEVR 5 pEVR) 17

IFN $T HCV JGJ7 AT 4 8 0l 50 R S B AR , YR 97 1) 24 ~ 48 /INESE Ay e 38 Fisf
A0, BE BB TN BELWTG 3% 7= AR AR, I3 BR 0 0 R 28, I B Y7 8005 59) 12 44 it
P35 3 ~28 KoWEE T BAH, BB TFN fE FERUIR S8 K FEVE R, T bR e e g
i, RIiGyy 4 i, HCV RNA fIXFARI B FRTE—E F2 BE o] fe i LR B 3¢
SRR I HOV SRR RE 7, Xt BE5E T L) RVR Fill B8 35 5248 SVR p B 3ml ™) |
R B 3 B 7S AE S B W LR IR Y7 I N S AT B8R = 19 IFN XA RBV #4716 97 -
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I RBFFEIESE, RVR XF T # 3% SVR B 9 W04 A1, HL T 3% U2
HCV Sep Bz ', 72480715 RVR &b A 89% HEpd 1 B 70% ~95%
B 2/3 B 5 86% HLIH 4 B H iK% SVR'® , JET RVR % T SVR fi4 1)
WHE, A RFST O JEIN 1 15 4 B34 RVR By BR3P Raida o 24 T8, sopi 3t 4 2
53 BB ERIT A N 16 ~ 18 ' (B BRI R RIS
WY HM I T IR R AT IR, L R R e @i, B AR B A RE T
RSP REIRYT  NAHE X R4 RS RVR B P AR n ek (I )

EVR X F SVR EA B BTG ., % F Ak F] cEVR {HLEIRYT 24 J&§T
S HCV RNA AR TAG I T BR 0 5 3%, 22 00RF 5% 24 6 W I 26 BB 3 A8 K 24 J&] 7 i
AR SVR 1P jAYY 12 S 24 WA S HCV RNA K T4
MR RS 1 5 4 BB AT R KPR R 72 R AL 2 15 3 0 3 ] 4
KyrfezE 48 Bl ) .

7N BT TN BB A B FARYT

HCV HUs B I6 7 ToN 2ol 5 & B 00 VAT 7 BRI N B 74 T i K
TEHUREEIBIT IO, 00T S BOTC I 288 52 K 0 AT BE ISR, £33 Fir 17 JH 25 0 i 2 58
IR L R DB I L AR 2R AR I R RA YT 1R] e T I A O 5 [ B B T i
B BRI ARG I 5 ER 3 T A RO DR 3545 . WIVRBAH RN o W8YT IR E K
i TC N AR B, 1] K Peg-IFN i 3%5@ IFN o BE-S RBV 193 % 7 R HIKIGIT
(1) ;WK N @ IFN BXG RBV Joh & s & & 09 3%, Al FH Peg-TFN Bt &
RBV &% 7 EiEA7RY7 (11 )0 R Peg-IFN 4 RBV AR E T 18Y7
TCIV Y ER 3 BN AR [R5 YA T AN < 5% B3l 3R45 SVR, Xt T 2k
BE M TG — 2 W R e TPN 28475507 ; Peg-TFN 64 RBV 517 214
I7 5 2 R B BEAYT T RO T IR 28 s 2, 18 i TG 36 404 22 B 2 42 LA
TRIT TR s R SVR R, NI, IS BB N YT R T R R R
TR N EAG BLHEAT MARARIBYT

+ R AT

1. PBRT 6 AT AL 52 25 OO B VAT A SR B0 B 0A T 1T 3 10t 1 28
B A P R T BT TR AL 2R HURR R VA YT SVR AR T JC R AL £
F RGBT IR ME I R AT R S re bR ERIA T ()

PRI 48 T 5 A BB 25 06 B 96 7 18 A0F 5 S AR 1 T o) B A0 B2 17 10 R 47 IX
4317, Child-Pugh 43 A 9% 58U VAT , Child-Pugh 11743 B k6 E 67T,
ifii Child-Pugh $£43 C B AT () o B EFTFIREA S ML T 3 2578
T R, PEA> 22 10 B8 3 G IR 7 IS AT AS 31— o BB (0 ok 3 , 0 R 38 B34 2K 1Y
B T S B R S T T B IRYT , AT HUR REIBYT

JHFREE b 8 28 H A A0 R I 40 3 R s BT B TEIR YT IR AR AR AN
REHEZ IR R APURERIGY T A&, 0 TR R %, il % B AE B I M 0L T A 7
FITT UG, BN, B2 3k B FR RE T 32 0 BT 251407 770 &, ] 2% i rh %58
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IFN & Wi JE 3] Peg-IFN, LU AT BB 58 IR ITIT FE o

2. MR N AR E kB PR RERYT R AT AR ST B P UwR B IR
J7P I CHC B8 , BAH G N BRI R 5 45 k%R R 90% , N E & T B AH K A9 %
N 25% ~30% 0 b AR AT SR TR T B R A R AT HEA T RO B G TR IR P
) HCV RNA [ =5k, FFRHLRT R GEA 2Pt HCV /Y7 W B FE PR A I
FEYIIEL, W B HCV RNA BHAE , A8 AN E A HAD R R i B ALT FR22 T =k
P37 K6 8 7S A ML 1 B0 3 T Ak, B % e Bee dia T (1) 7 . B TR
LIS R 22 R AR 7 v 3900 o 40 B R 410 okt 591 5 4 L 3508 4 L &M B /S B LA S A7 A
B D BEIR A S5 A, (U 40% ~60% 3 Tl TR Z HORREIGIT o AL, PUR A
FPR v A IR AL HE R B XU, BRI, 2R B U B IR I N E R £ B LR IF RS
L5 R B R IR L8 S B Tty . B PUREERTT 7 RN
JEVEPE Peg-IFN W2 ) FLAR S H 5 10 32 15 00 I s A il RBV (I ) o 1697 7 &
N 24 MINFE TG, TC™ B AN ]S B R in ) & 5 RO Aot , o7 2 410 W i 5 Kz
oAb BB BEIRTT AN ROV 5 B ) i R B B A E A HE R e N b 4, —
HE N K B 5224

3. CHC &It'B ik B E I0I6YT : CHC &1 B R B & 0iRIT B2 LS
PR IEOL . (1) HCV YL 5 D (14 B AIE 453 3, f5e i DL AR 2 v Bk A 1 I0LRE AH OC B /N Bk
B4 5 (2) CHC A 18 PR B i B B TR 29697

Y ERE H IMLAE & — 4 BP0 , 76 B E 32 2R B0 o v BREE A IMUAE AH OC B /)N
BRE R . PURTRIRYT /& HCV B2k & AW BR B A ILIE ME— T SR YT , A 3T
W EEVR YT PR BR A F AR T 2R, B RS0t 35 o T A R R A, DR iz 28 ;R B A AE T
WERIRIT L EME . (H T IFN 28 B 0T RE N EL 5 B R 9 L8 R 748 , 3%
B INREMEALY s H RIS B VAT S I N A TE B B v BR AR 1 MR SR R 3]
R P ORIT EL B S RE 0 SR R 18 i e L VAT T 2k #E IFN BX 4 RBV
IRIT, B/NRIE TR, JoM™ BN KN B s in s & , It 25 b0 O BB B ThaE ek
A5 (M)

CHC A1 B IR B TR B IR 20T B EE =8 (1) PUR BRI T 9
GRS R TR PFAT £ 2B A 3 0 SR A, Un e R M v I BE PR A R S L1
W, IR S AAEIRYT 2R S (2) BT IFN A1 RBV M8 B AN, b
MR AE BB B /INBR g 151 R ( glomerular filtration rate, GFR) [ I 58 B & =6 0] LR
7 LA BRI B 5 (3) 18k B R — RS AR AR 22 AR AR S IR R
BB, A 2 LR R B ANRESE T AR IR YT e B R R s EH RGBT R 5
BB FEATVAE R W B o

CHC &' BEg i o MPUm s iR 25 i B 7 R 597 - =% — i CHC
B BRI B CFR SRR 257 R B Ay L E 6 () ™, B#Fk
7R AE 256 & R B AR 1R S N EAT, X% F GFR < 60 ml/(min « 1.73 m®)
B TN RN, B . 7 MRGEAT R, T R EUREEIR T N
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TR, T B0 55 2500 7 B 1) B s [ 20 S U0 T, AR A 2 1T 9 32 A 1 26 280 55 43
S S EP NI

4. )L B FHNAYT AFER >2 F1JLE CHC 8%, 40 HCV RNA FHPER % 18
PO EETATT o PO RN S IFN B84 RBV g0 ) Hip 3@ IFN e TR [
B T L2 B FEI7  WIRIRTT AT 45 T 3 ~6 MIU/m’ (R HE R, & TS,
R 3 UGERA FIEL T 4K 15 mg/ (kg » d) o ITHIWFSE KB, Peg-IFNa-2a/2b BE A
RBV J&57 )L # B EH SVR R T >50% , Hirf Peg TFNa-2b & 926 5L 25 5
VB BRI AE ] T L CHC BAYT, i 60 pg/(m” - w) A EL F5 4k
15 mg/ (kg - d) ()", IATEREZRIIX T ILERZ GBI IT L 48 &, i JCiE
P TE LN 2 8l 3 AU E i Ry T R R 24

F6 B AL AP HOV BT 2R R &

59 K GFR (ml/min - 1.73m?) ey %
1 GFR 1E oy =90 A
2 GFR i F 60 ~90 A
3 GFR P T 30 ~59 B
4 GFR 3% Tk 15 ~29 B
5 P e <15 B
5D MLV 3% BT ek 22
W R F AT R C

A TR RS — CHC B EYURTRIRIT T 4816 ;B 7%, Peg-IFNa-2b e/ (kg - w) ;Peg-IFNa-2a 135 Mg/w\’;jlt:flzigﬁ IFN 300 J3 247 Qod,
A IFN AF3E—F, 564 RBV 200 ~800 mg/d;C )74, Peg-IFNa-2b 1 g/ (kg + w) ; Peg-IFNa-2a 135 wg/w ;858 IFN 300 5 5437 Qod , =l IFN fF
T, AR 2R T B2 A LRI RBV il 375 28 2 FH 247 70 k5 400 3 T A 18 3 B T 195 D0 DR

5. CHC &SI HR IR 8 F iDL 2167 - 2 B bR o CHC W DL A00E =2
—o MSCHFSE Y BRI HOV RY K 2 BB IRIE MR Z —, CHC &
FERE O B, I HOV RNA BIYE IRSs 2 bt aein sy, iy r s 5 5 ig vk
TURFR AR (M) o {HJ2HH 24 LAY CHC 5 0B PR 838 A e AT A AL, i B
IFN 3597 2 R0 IS B9 A QT , D M2 S 3 RO PO R IR Y7 e ZE A% SMEL R

TFN RT3 A 060 A 0 DR e {05 1) s B I A9 DR g 1140 R385 0 D s PR PR g 5 il
R PR 155 T e 22 5 A W DR B AE R HHBE o 73 4b, R CHC & IR M R 3
AT PO S R R DR 5 1B A B B TSR . IR, AEREAT IFN BT AT,
R CHC B R W A DN , 81 A A7 JOWE DR 2 e s, b 838 B W Do &) st bk
PEAT VAL, DLEERE BRI R B o R IR A 6 T ) S, i BT I 1 7
B K-, 5 I EPUR RERTT

RAVE FTFAE A & I PR J 3 T 28 A TRN, ACE2 30 AT A AL 5 0 F e IR
T B TR TN AR E T RORE B 175 4™ B P2 OR | 17525 )8 IEN 145
I o HBOA /NI 4R, 7% DTS A0 18 D0 32 W 15 5 o, 38 30 i PR RE I 52
RIPT REIR YR, R AT RESE IR TP AR . X e HE /Nl IFN YR 7 Ry 3 AT
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DI MR AR, LIRS B B A T A DD RE 40 3 0t | W 22 ol 1 2 1Y) AR
A R R ) TEN AT (ELAZ0 ™ 4% W s A B 6E s i A8 fE FIAS B
F2I W Bt sk 20 30 2 45 Y TRN, P88y 7 5 2 (I )

6. A1 HIV BYL A PR AEIAYT - HCV 5 HIV & IF YL n] I 88 & s it
B, IEREAR R X T HAART 387 32 1, 2R BB AR BT HOV 1Ry B 2k (1
BIERYEIRTT SVR BRI e 29 AR RS e et 2 Ve m s, B LA, e
taPt HCV IR RIN T BB R Al . WItRPUW s T RS — B E MR, FF2RE
By 2, 3- XU EULER A5 5 4 1 5 0K ) I 197 FH RE A L Sz 107 486 Jonn, 7 3 6 ) i 17 FH 7
HAART J5¥7 590 HCV 3@ 7 AR RS T 4R, TR A BN, S A a7 iR it
(B AR IE B AR MR R |, MBS B N KB 53697 7 20 R2E )

7. &It HBV B B BTN EEIRYT :2% ~ 10% Hi-HCV JrikHME BB A
HBsAg [H:, HBV 5 HCV 3 [RVE F ol e i 2 BF£F 4 A3k J |, 386 Jin g8 4
M gas & A XU . HBV/HCV e s 25 VR Y7, B 454 % HBV DNA _HCV RNA
DA K ALT 500, RBURRRATT T3 (£ 7)1,

L BUREEIAIT R AR BN R I R A 3O T

WEFRPURERIRIT B H WA BN 5 B I B AAE e B — o ki
il AR AL AR R B BPURA R S R S R SE . AS ROV AT FEAIG
B AETE B e, BRI AR XA T YR o Rk, 250 AN R S i i Ab BT 3k 3]
TRIT AR A R o B TR IR R AL FE AN K SN A it A A B\ — o Pk
BEFD S F AP RS A BT E

1. VOBAERE R BRI B 6 A 3 FER LW WA IRIE 5 = 145,
ZIERIT VIR LR B 2 BRI AR R, KR A B A TR W R s 2k . RS T RE
/D AN B X S8 3 B A 3 R T, ) 5 B LR R G N IEN, 55 A0 Rl % R 4G T AR
FAR RS PR A

2. — i PEEBEIE]  IEN X & 88 09—k PR VR A AR B 4 5
AINHR AT, L HP DA A 20 M B IR s DL o 2 Mok i A 2 X 1 H % > 0. 75 x
10°/L L _EBst, mT 2 58 1R T 11 40 24 490wl (o AR 200 it 5 7% 3R 38 TR sl - 5 s 24
J B P TR DR T4, 2 R 4 i s X 3R < 0. 75 x 10° /L B 75 B AL 25 W )
7,7 <0.5 x10° /L B egifszy

%7 HBV/HCV SRR H SRR %

HCV RNA HBV DNA ALT Wit )y %

A T AGI N BR ZIRGT HOV IRl 55

A A < 2 ULN ZR40 HOV IR ARIE DT 35

s i A A > 2 ULN MRS B E RN , R IFN + RBV = H (BR) R MUMIHRIT
T AR BR AR < 2 ULN BRIGTT , E B

RTARIF BR AR > 2 ULN S0 HBV JRIT I 5 5

AR T AN R R R T AR R BARIT B,

7 : ULN (upper limit of normal ) , 1F {8 _FR .
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— I, Y /MRS <50 x 10°/L B 2% JE R TFN 57 &, ] 2% j& )i
FIE A E -1 T AR R 56T . 2SI/ M8 <30 x 10°/L 1,
N2 R4S 2 o B R /N RS O AR SR IR IR RIS, & e MR E
HERR TEN 355 & B4 G2 P 1/ N /e , — L B0 /N T B, 7 7 B {EE24

PO EEIRIT YRS IFN R E AT RS I OC . L, X IFN 512 1) B 48
PRI KR, N2 U W, R it b B skt A TFN e i ol 52 2, L R Fe R
IM3% HCV RNA G FREI T B 2Z A, DR 245 97 0 B 07 30 04 5 M o 28 e A1 o

3. RBV 52 %% i 4L B . IFN BES RBY HURERiRdT A 173 B s
[FIFERE 250, E 85 K RBY 5220 40 e mk SR8, RBY & xF B Ffe s
A5 SVR B R & X, WA AR R R ey e LD 1 A A
Al AR 2T 20 A 2R, R il X 88 R A TR T (H R4 1k RBV il M 2R W . 7F
R I XRE VR Y7 TCR S 0T, M £ 85 1 T F 2] 80 ~ 100 /L B, T /> RBV
I, AU A T LA 200 mg/ K IR BEIB I8, 48T 80 o/L A} M7 {5 RBV,
L3Rt O L R R, M T 24 ) ok 1 X 0 BT AR 5 i o 3 A1

4. NGRS RALFE . B R VAT AH OGRS S R AL RS AR B e B AR
] RIS . RRERG M R S MR T PR EE 2 G B A, TE AR IR A YT B X
B T VAN HEAERE T A DI W, RS AP S JC R AR i A B R, R
2= 7 7 SRS AR B O B U1 G A, TR PR B T B RS AR 0 AR Ll
(R PEAR  [R] Bp ST 8 24 oo 38 8 35 R0 IR DL 58 Ry i B2 (B R v i v H 25 5
B RE 2580 10 A B UL R 2500 8 5 AP BEna s

5. B YGRS E AL IFN 3R 7 ] g B BRAEAEAE A B B S e MRS
W EIRTT BIAEFE ARSI 1 5 B 8 50 , AN AT B #8397 . CHC AR 5 1]
7S A PR YUARSE TS CHC & 3F A Bt R AHIX 7, 2551
TSR A BRI R IS Wi bR e, B 45 A TR A % TR, AT LA
ZIEYUREHIRIT . BN EN BT SRR 4 25 B Bk (BAUE D RUR S
FEBUM I PRI U B B G v BRI R 46, X ™ J1 %) JR A % R 2

(HEAHETE DK )

ERERA(BHTHS) BRI GHHA RE.ERE ENA T L A
R T A AR F RGN Ea B IR EF Mk RE iR,
HWH R E GHRE RAAR. T 58 REF)

Z £ x #

1 Manns MP, McHutchison JG, Gordon SC, et al. Peginterferon alfa-2b plus ribavirin compared with interferon alfa-2b plus ribavi-
rin for initial treatment of chronic hepatitis C: a randomised trial. Lancet,2001,358:958-965.

2 Fried MW, Shiffman ML, Reddy KR, et al. Peginterferon alfa-2a plus ribavirin for chronic hepatitis C virus infection. N Eng J
Med,2002,347.975-982.

3 Seeff LB. Natural history of chronic hepatitis C. Hepatology,2002,36 :S35-46.
Fattovich G, Giustina G, Degos F, et al. Morbidity and mortality in compensated cirrhosis type C: a retrospective follow-up study
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