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EXE, Aindr, HBRE, Tk, WER

[HE] BH AU BEMNEAREZRIER B HCV B E PR TE25) ( direct-acting antiviral agents, DAA )
BITHIN AR S K ITUS . A3k 99A 2016 4F 7 J1—2017 4F 3 A #ti2 T O AEE HOV B 127 ), Hohig
R BIAT4¢ ( chronic hepatitis C, CHC ) 23 85 14, {CE2MIATAEAL ( compensated-liver cirrhosis, CLC ) 3% 32 fi], SRfCEMIATAE{L

( decompensated-liver cirthosis, DLC ) 23 10 {4/, DAA J&J7 12 8% 24 J&, 104k 3 4 E HCV RNA B BHINHE] . (525)5 12 JE454E
JREEF I (sustained virologic response 12, SVR12) LSS5 2 4ERUEL A6 AL, 455  Firff CHC, CLC, DLC BHH5ENL
DAA J5J7. CHC. CLC #l1 DLC 31 SVRI2 535k 98.829% (84/85) . 96.88% (31/32) #1100% (10/10) ; CHC H3# HCV RNA
SEEART A W CLC M DLC % (P #4<<0.05) o 7€ 2 4EREDIN], 1§ CLC B AT &, 2 i) DLC 545l
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H SVRI2 %4E 96% ~ 100% Z[f], HREIGAA, XTI E 2 5 A W g 0 A AR s A5 ) HOV 2 & S5 B
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[Abstract] Objective This study aimed to characterize the virological response on direct-acting antiviral agents (DAA)
treatment in chronic hepatitis C (CHC) patients with liver cirrhosis. Methods Eighty—five CHC patients without liver cirrhosis, 32
CHC patients with compensated-liver cirrhosis (CLC), and 10 CHC patients with decompensated-liver cirrhosis (DLC) were enrolled
in the study. All patients were administered generic sofosbuvir, ledipasvir—sofosbuvir, or sofosbuvir—daclatasvir with or without 1,000—
1,200 mg of ribavirin daily for 12 or 24 weeks, respectively. HCV RNA was detected once a week till undetectable. The efficacy endpoint
was sustained virologic response (undetectable HCV RNA) 12 weeks after cessation of treatment (SVR12). Safety and efficacy data were
collected. All patients were followed up more than 2 years. Results CHC, CLC and DLC patients achieved undetectable
HCV RNA at post—treatment week 1 were 52.94% (45/85), 12.50% (4/32) and 10.00% (1/10), respectively. Kruskal-Wallis H test and
Mann—Whitney U test demonstrated that CHC patients had a faster speed of HCV RNA undetectable than CLC and DLC patients (P << 0.05).
And there was no significant difference for speed of HCV RNA undetectable between CLC and DLC patients. Further analysis found
that viral load, genotype of HCV RNA, and HCV treatment experienced with interferon or pegylated—interferon made no difference in
speed of viral control. Although the speed of HCV RNA undetectable was different among the groups, the SVR12 rates were similar in
CHC, CLC and DLC patients [98.82% (84/85), 96.88% (31/32) and 100% (10/10), respectively]. One CLC patient had viral relapse at
6—month post—treatment, one DLC patient showed liver disfunction, and one DLC patient had hepatocellular carcinoma (HCC) during the
9—-month follow—up. Conclusions This study demonstrated that currently DAA regimens are effective and safe among chronic hepatitis
C, compensated— and decompensated-liver cirrhosis patients, and SVR rates are as high as 96%-100%, while liver cirrhosis patients
require surveillance of HCC and relapse of HCV.

[Key words] direct—acting antiviral agents; HCV; chronic hepatitis C; speed; sustained virologic response; liver cirrhosis;
predictor; prognosis
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BRI, FRE R AL AE (decompensated-liver
cirthosis, DLC) HE AR HIZ TR, 1 HEFEL0
FE N2 (sustained virological response, SVR) % 4H
XK. 2013 25, AR BIRIT 24 A
4O R PR 25 (direct-acting antiviral agents,
DAA) JRITHH. BRI R ZF DAAGIT 7
LRI SVR REAKR > 95%, HAEA NEEBRH
M, BB 2R, ARFHREFRMK. HAl
DAA AT ZHITE SVR 3, ik T HCV YR
RIS B B (1) R B R T i Dy 2B e SR A T 2
PiAxr i 53k, FREH T DAA TR,
HIBIT HOV JRYAHCHR B AR . PRI,
ARG THENE A ZH 2P HCV YA [R] 595 I B 1)
B, VA DAA VYT IS B SR AR R,
et e K AR DT BB R RIS 00, AilE
TR DAA IR 7RI 7 PRI EdE S 4% .

1 M&R57HZF

1.1 WFFEXE4 #2016 4 7 H—2017 4E 3 H ik
L N R CAE S B B 2R B2 E rpu i CHC,
PRI BRI 1k (compensated-liver cirrhosis,
CLC) 1 DLC BEMABIGE, I 127 . AAbRE:
(D CHC. CLC # DLC & Iz & (AT
RETIAETER (2015 4E1D Y @ [ &5 DAAJRYT;
QBN FRERE. HibktanE: QB4 A 5505

PERT 5% « FR BB S0 B R « RS s
MR R, DARAESIAERRE R I
OB SE; QIR N S DAA A EAE I+
DAA X258, Wnbigkidy. Yo .

FT A BE BRI TR E W D ik DAA &,
DAA JRIT I Ek B M T . DMK s 48 R H#
K HCV LR RUH 2 DAA ZEREIRIF %,
1 AU BCR R AEAR F / kil IR (sofosbuvir/
ledipasvir, SOF/LDV) 5 & ki 43 / i5 $i th 5

(sofosbuvir/daclatasvir, SOF/DCV) J %, H:[A 2

FIHHY R ] SOF BE4 RBV 5 SOF/DCV %, Ik
1/2 #IECR ] SOF/DCV 48, J7fe 12 ~ 24 &,
e IR 25 A BE A N B L A5 R85
%o QM B H R B AFE CLC. PR IR 1H 0L
HAFF a7 (I PLT < 75%10°/L) , DI K%
FERAETE RBY 28 R0F, e RS RBV JRIT
12 ~ 24 Ji]. @ DLC R RBV FE. N
W 1. A BEELEIT 2 AR TIIES . %
TF 7 38 3 e o0 PR 2R A0 B B I

AR 127 ftEYE HOV Jgge b, 5 63 {1,
1 64 5], 4FE#4 50.00 (43.00, 59.00) 2. CHC g
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Table 1 Baseline characteristics of patients in 3 groups before DAA therapy

FFIE CHC 4] (n=85) CLC 4 (n=32) DLC 4] (n=10) X /H & P1H

P[5/ Lo (#)] 40/45 17/15 6/4 0.814 0.666
SRR (4) 50.00(42.00, 58.00) 50.50(43.00, 59.00) 61.00(49.75, 64.00) 5.476 0.065
HCV RNA(log,,[U/ml) 6.38(5.49, 7.01) 6.03(5.46, 6.37) 6.39(5.91, 6.53) 1.715 0.424
HCV K% (1b/2a/2b/3b/ND)( i ) 55/28/0/1/1 23/6/1/2/0 8/2/0/0/0
PR 2536 [ 41 (%)] 28(32.94) 11(34.38) 2(20.00) 0.832" 0.660
DAA 5% [ B (%)] Fisher 0.588

SOF+LDV 45(52.94) 16(50.00) 7(70.00)

SOF+DCV 23(27.06) 11(34.38) 3(30.00)

SOF+RBV 17(20.00) 5(15.63) 0(0)
G I HADILRESE [ 41 (%)] 8(9.41) 12(37.50) 6(60.00) 19.914° <0.001

Wi bR 3(3.53) 4(12.50) 2(20.00)

fiES 3(3.53) 4(12.50) 1(10.00)

12 2 % 1(1.18) 2(6.25) 1(10.00)

RS 0(0) 2(6.25) 0(0)

TR 1(1.18) 1(3.13) 0(0)

1A 1(1.18) 0(0) 0(0)

Ll 0(0) 2(6.25) 3(30.00)

R 0(0) 0(0) 1(10.00)

e * oy

12 R RALE A B IR A 7T
LSRRI, RN IT s AR A
R s HCV RNA GE ATl H COBAS Taq
Mand8 St 2t B PCR A CGEEP RAH]D
i i SLAN 96P SEIHEOLAE ik POR {3 ( L% 4i

ovwlD) X HCV FER AL TP A% . HCV RNA
Ko R R A 15 TU/ml,

1.3 W WEALUREFER. PR, HCV
JERGL B A BRI B B, B I LA SR Al s DL SR DG
HIZ5E ML, 17 HCV RNA 8 K HCV FER 7,
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Figure 1 The Schematic Diagram of Research Design
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rapid virological response, SRVR) : HiJK IR IT
1 JE A1 J8 1l HCV RNA AS AR5 5 2 2 1
24 (rapid virological response, RVR) : i 45 7 18
J7 4 JRIE AR I HOV RNA A A F5800% & 2
W% (sustained virologic response, SVR) : HUJNEE
TRIT SR 5 12 JR R 24 J8 A1 A s A 2] HCV
RNA, FI/Rb SVRI12 8 SVR24,

1.5 Seiteeib3 )% H SPSS 25.0 itk F AT
s AT A B RAF G IE A A3 I s 4 %)
AP LB M (Pys, Prs) 13278, 3 4L0A] 4 H
Kruskal-Wallis FRAG S, 779 L4 H] Mann-Whitney
UKLR, o =2a/k (k-1) ] k B0 5 2
BB B % 3R, 3 4R HUAEH RxC x > K56,
PP x 2R, o =200k (k-1) ] (k AMHED .
JH Logistic [A1J453HT HCV RNA 3% B3 B2 K 2R
Fr A GEt o A BER OIS 55, ¢=0.05. P < 0.05
Forz R BEAGIEE L.

2 & B

2.1 SVRI2 frf A48 H7E DAA IR TT 45 W E
HCV RNA ¥ 4 FAYE. CHC 411 CLC 414$F
1 Bl BRI 25 )5 12 BT RBEUETT HCV RNA K
M, R R SVRI2 A G4 #. CHC. CLC
1 DLC 2019 SVR12 #4351k 98.829% (84/85)
96.88% (31/32) . 100% (10/10) , 4 [a] kb %% 2%
SLGE T FE L (x=0.799, P=0.671) .

2.2 341HH HCV RNA 5 [ B He s 3 126 41
B IRE| RVR, 16 CLC A TEIRYT 6 iR HCV
RNA Faill B . 3 2 R 22 5. CHC.
CLC. DLC 3 ZH 3% SRVR (RI3AYF 1 5 HCV RNA
K B4 ) 28455117 52.94% (45/85) | 12.50% (4/32)

F110.00% (1/10) ; FERIAYTIEEE 2 il HCV RNA
6 I BF P 114 2 354531k 40.00% (34/85) . 65.63%

(21/32) F17000% (710) ; FFERIGIFIAHE 3 ~ 4 )&
HCV RNA F: i B 0 285 50 5118 7.06% (6/85)
18.75% (6/32) #120.00% (2/10) ; j#id Kruskal-
Wallis Fk FIKG 56 & #H 3 2H # # HCV RNA ik 21K
TR T R A B AF A S22 22 5 (H=20.695,
P < 0.001) . 342 EIPM e, CHC 4l kT
CLC 4 #1 DLC 41 (P # < 0.05) , CLC 41 1 DLC
ZH H 35 HCV RNA 3k ZIIL AN T PR A% R 2 1] 22
SIS FEY (P>005 (K2) .

P=0.008

o P<0001 _P=0.986 . YT
s 2 JH Y LA
% 80 1 = 3-4 S T H sl
& 604 =3 > 4 Y A
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S 20 4

0-
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Figure 2 Comparison of the rates of HCV RNA undetectable
at different week among different disease stages(%)

2.3 HCV RNA ¥ W52 m N & bl ik —
At Logistic [BIHZ0HF T 520 34 DAA IRYT 3K
5 SRVR MYAHSE R, K PR A AL 2 5% i 8 2 3K
5 SRVR (¥4l 7 T R &, A& I A4 £ 35 ik %)
SRVR [ JLE A 88.00% (P < 0.05) . HHFIHAE
MR LR R, HCV FEHAEL, J&
5 PR Z89A. BEEIFHABIEREZIR L K DAA JEIT
WA N T3 SRVR BEAT I e, T3 2.
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%2 SRVR &MMEZEH Logistic AR #4F
Table 2 Factors for SRVR based on logistic regression

A ES OR 95%CI P1H

PR

CHC 10.125 1.228 ~ 83.466  0.031

CLC 1.286 0.127 ~ 13.036  0.832

DLC 1(ZH4) / /
e

5 0.899 0.441 ~ 1.834  0.771

%« (M) / /
FiE (%) 0.985 0.956 ~ 1.014  0.307
HCV RNA 54+ (IU/ml)

= 6x10° 2.130 0.692 ~ 6.559  0.187

< 6x10° (S HE4) / /
HCV &A1

1b 1.190 0.552 ~2.562  0.658

4k 1b 1 / /
PR &4

5 0.653 0307 ~ 1.389  0.268

= (S HE4) / /
DAA J7%

SOF+LDV 1.210 0.457 ~ 3208  0.701

SOF+DCV 0.535 0.175 ~ 1.635 0273

SOF+RBV 1( ZH4) / /
A A A

2 0.389 0.144 ~ 1.050  0.062

B 1(ZR4) / /

L R

24 KWIBEVITEN  FE4RFS SVRI2 |19 125 fi 5
H 1 A 3b AU CLC B F E 1 LR YT 6 4
AP RARR SRR K HAR 124 BB 2 FRETT
WAl Z IR 2R & . CHC I CLC HE7E 2 4ER
VAR B DD e sl AR Ol . P 1b 78
) DLC & A 1 B B B RE K, Itk
EHIL LR, 551 BIEREDT 9 4~ H i & B HCC.

3 it it

P, FRE HCV YL 254 1000 J7 7,
JFRE AL AT S B APET RN, FREALAE & A R
H 3% ~ 4%, — BB, B 10 54
1750 25% . DAA JEYT R H T E IR 7
2, MEETF PR T, DAA 7EC 0 BEIE B Fi L
PR 7 20 () HCV B 2% v SVR #FRE > 90%°", Jf
HAEZ ARG R B AR T R % —, ITFE
M, YR RN A EAE A, FEIaT LA
IR BT ARSI AT B W, B X
PE HCV JERYe 5 SLiti iRy 7 A Bl

{H DAA 7EFR[E L[, 2590m] S AE
AR AR5 ks, R AR &2 B3 B AT
W S [ A5 ] 25 A TIR YT, AAE R 251
T AL, ] PR 7 20 6 o A I ] P A A 5
B AR Ay A T A AR, T HL S o E g ok
IR F TR O B s, m L, JE R

DLC [ DAA /Y7 iz B2 9 B W 2 45 st AR S0 Bl
PiIMEER > Rk, FATAL 1 CLC #1 DLC 24,
YT DAA JRITRCR A 22 g, [t 518 AT
RBE AT LA BAT1 L BRIk 3 L4
DLC £ # i DAA J697 )55 211 SVRI2 E 51g
PEIF R R BA B 25, HAR 259/
FEEAR RN, HAerE R, Zeuzem % " L)
JTEF 2 A2 B T 75 A7 8 R AL A 52 i D9 U i
RAVA N ] DAA [ SVR %, 55745
HA—F . WAHMITIN N DLC B DAA JRYT AL
FACT IR K CLC g 0, g A0 .
W RE LR AL 22 5. JRYT AT M E AR . LA
BB E LRI R BB R A R 2= F AR
FATTHE— 25 LB T AWFFEAS [R5 055 B Bt B
DAA JAJ7 i HCV RNA %% BH 8 B S 5 A7 76 22 9.
AHIFFT & BUATAE FF A AL i 79 U IF 9% HR 35 3252 DAA
1AYT HCV RNA f4%% [0 1% T JC AL i) £
M 28 B HFFEVR YT T HCV RNA 7KF-, HCV A
AU I 2200, BRI Ak ] 8 2 R i A
R EEHZ . Logistic BT HE—H:50F 32T
fifi Ak H 3 1A 2] SRVR AL KR T e, H A4k
JEARAS SRVR kS T R 2R . B T HF4F 44k ™
EREEZAN, BIFEMEE A et R N R 2
—o JIFRE AL B A IR R A L IE s TR
Fragfb s, i HA I IEREEOR I 5 3545 SRVR
B LRI B e, HATBEH TR B >, (o]
041 R & BLGE2 2% 5. Afdhal %5 U % 50 A
BF 12 [ DAARYY, 24 JEI7 BRAEE n & A2
YIS BRI B RS, % SVR R I I i & 42 5 .
Backus %5 " A 2 4365 ] HCV &L ¥, 4T A
JE 12 JE /) DAA YR YT, & B DAA R YT 4 JA it
HCV RNA Kl 4 ) 35 SVR R 3% 5 T 4 )8
i HCV RNA &0 FH M 09 3, WA %2 12
BITEE T, JRYT 4 JEREE HCV RNA kil
B, HSVR RKEZER LS IT¥E X, #
7k HCV RNA % B8 9 (35 7] DL i 4E K DAA
IRIT RO 3RS SVR, HCV RNA F B Hepy B4
Al DL Y 465 DAAGIFIK . FeAiTHFoe v A4
JHE AL £ 5 L-T-347E 4 JE P9 18 8] HCV RNA g Il
B, 3 AT RE & H SVR12 K 54k iRl fk B %
BEZESAIEA . R B s A AL B A
iy AR AT BE . H X T R 4k 15 SRVR (1) T
Tifi £ £8 3 e 75 4 J 7 R AL E— 2B oY
AWFFE ALY DLC & 43Rik 3] T SVRI12,
B4 2 {51 s 2 43 ) 1 BT T BE S 2 AR R
R . AR, X FAAE AL A48 HCV
YL, RIS A R DAA BRI AR A
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