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Efficacy of different direct-acting antivirals in treating patients with
chronic hepatitis C and compensated liver cirrhosis*

Zhao Yu-peng, Lai Jing-ying
(Department of Infectious Diseases, Jiamusi Infectious Disease Hospital, Jiamusi, Heilongjiang 154007,
China)

Abstract: Objective To investigate the efficacy of different direct-acting antivirals (DAA) in the treatment
of patients with chronic hepatitis C (CHC) and compensated liver cirrhosis (CLC). Methods Between January 2021
and January 2023, a total of 118 patients with CHC and CLC were enrolled from our hospital. Among them, 88 had
CHC and 30 had CLC. Hepatitis C virus (HCV) genotypes were determined using gene sequencing. All patients
received different DAA treatment regimens according to their conditions. The liver function, viral clearance, and
adverse reactions were compared. Results The HCV RNA negative conversion rates at week 1 and week 4 of
treatment were compared among the sofosbuvir (SOF) + velpatasvir (VEL), elbasvir (EBR) + grazoprevir (GZR),
ombitasvir (OBV) + dasabuvir (DSV), SOF + daclatasvir (DCV), and SOF + ribavirin (RBV) groups, with no
statistically significant differences observed (all P > 0.05). Post-treatment levels of alanine aminotransferase and

aspartate aminotransferase were significantly lower than pre-treatment levels (P < 0.05). There was no significant
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difference in serum creatinine levels before and after treatment (P > 0.05). One patient developed hemolysis after 1

month of treatment with SOF + RBYV, resulting in generalized jaundice and scleral icterus, and was subsequently

switched to SOF + DCV. Two patients experienced generalized rash during treatment with OBV + DSV and were

switched to EBR + GZR. Other adverse reactions were mild, including nausea in 3 patients, dizziness in 6 patients,

and palpitations in 5 patients, and none of the patients discontinued treatment due to adverse events. Conclusion

Different DAA regimens demonstrate comparable long-term efficacy, similar effects on liver function, and a low

incidence of adverse events during treatment.

Keywords: chronic hepatitis C; hepatitis C-related compensated liver cirrhosis; direct-acting antivirals;

virological response; liver function; adverse reactions
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— AR A DAL, 2ERAA 171
NI HCV, Hh R ZHUEE 2578 Jy 18 P
HET AT RE K e Mg PEAF R . A R4 . I REAER
KITLIOR, BRI 5 (IR 7 32 ZEMROME o T 0 R 1K
AFEHM (Ribavirin, RBV) MBS 4%, BIRZ
IRYT REAT RCE o 15 B2 1 2 & R, T T 2 g
FAAE K AR HOV A OCHFRE AL . HCC KUK, (HAL
P BERE = A BN KU, B B DU T2 )
(direct-acting antivirals, DAAs) 17 [a] -, P97 fF &%
MBI T T FERL, X2y Rl T &
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T A% Y5 B IR 14 118 451 1 78 JFF 58 R LA 22 1) - s
fhifd. B s34, k65l Fik29~71%,
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(20194Eh) ) ¥, FF4 LAFARiE: Hi-HCV FHMEH
HCVRNA B, fmAE=6 1~ H, ek Bam
AR A I W (alanine aminotransferase, ALT) |
K IT4 2 W 5 3 % % 1 (aspartate transaminase,
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RAC LA B B AL (hepatitis C—related compensated
liver cirrhosis, CLC) 2 Wik ¥ [/ L35 ", 75 2 -
HL-HCV B H.HCV RNA FHPE, FFRESZ G KA 42
IR IEREAE AR AR, RIS HLIN L 1] bk 3 5 45
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K ORFPERR BT S A Dk i ok i B 1l 5 R
R R P, Child-Pugh 737 2% 2 A 9% . HEBR bR E -
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AR B E RIRITRIAIF S RE . B DAk MO R E
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YA EAEH . ODAAs % MR C KA
DAAs 254, FRIE A BHFEMN TR, BHHEEA S
(Sofosbuvir, SOF) %t & 4 i fth 55 ( Velpatasvir,
VEL) . /KRB (Elbasvir, EBR) 4 # 47 Fi
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% (Daclatasvir, DCV) . SOF ¥4 RBV., QHAFHhfE .
DO R o L R AW D R A A A 1
JH & 28 g A R 0y 25 ) i U0 R D ALT
AST. BIRLT R IReTE bR, ARG 25951 I
fRRAREE . @B TIEE: M T SOF K H AR & 2
B, BOREA R CuHASEE R 430
59 MR BEAE AT ) Ik G (B SOF Iy %,
HAT e S 8m 25k ARk, @Y HMHE/EM
X T O H A ik
HAEHZ RGP0 B &, AT HCV 259 M B 1E
M#R, ®BESGHMIBIT % . 1T SOF 5 RBV A
i 3of 4 A 5 3R P450 AR, P SOF+RBV 5 &£ 1Y
DDIs K& % /N o 11 OBV+DSV J7 Z 78 1 24 52 2% 5
L N R RV N VT - X S E P i 1 o .y W
AR AN RNIGIT T Z W8, BRI
ZUNF ., CHCHEFE P, SOF+VEL % (271]). EBR+
GZRT% (214]) . OBV+DSV 7% (1541) . SOF+
DCV 5% (121]) . SOF+RBV 5% (134]). CLC
BE T SOF+VEL 7% (1761) . EBR+GZR 75 %
(7). SOF+DCV 7% (61) .

1.4 IR

141 mAHERE CRASHZOLE &R A
20K I 17 HCV RNA, k500 W [ 95 M R s 2
B A BRAE], AR R4 50 TU/MmL, FHF 1A R
BEE

142 PR 4 KRS ALT. AST. I ULEFE
febr, WARIFEBOE O .

(drug—drug interactions, DDIs) :

virological response rate, SRVR) : HUHEEIRIT 1 5,
IML3% HCV RNA AL 5 PRt 25 2% W 2% (rapid
virological response rate, RVR) : $UI% 810 T 4 A5,
Il ¥ HCV RNA A FF 5 58 42 5400 0 25 2 1 2
(complete early virological response, cEVR) : & JT 26
12 JAIE, L3 HCV RNA A AT 5 45 25 90 7 27 o 2%
% (sustained virological response rate, SVR) : VAT 45
WS 124, 13 HCV RNA AT, 3878 SVR12,
144  AREE  FERERITTLRT, DRER
KA. WS B kSRR RN, TR
IR HOR AR MR AIAR L, DIVTARIRYT 1Y 2t
1.5 SFitFEHE

B b FER 1 SPSS 26.0 e it #ft o iR
DARSEC = hrifE 22 (xxs) Ron, B ¢ K230 sl e
X RS s THECROR UM SR (%) ok,
BHX K. P<0.05N2ERBHIT%5 L,

#HR

CHC45CLCAHEEIEREMLE

TF 5% 2N AH 118 451 P9 750 JHF ¢ R AR 2% 001 i £
BE T, CHC B 88 M, CLC B 30M4], #idl
PRI 925 70 S8 2 HOV R R 8343 1h Y, 35 431
2a i1, CHC 415 CLC 41 /B & A% . 1A i 2 45 4K
(body mass index, BMI) . P 5| # 5% . HCV RNA 7K
L R RURY R . AR T B I 21 R K - L
B, 20X KRE, ZRYEHRIT¥EXL (P>
0.05). WFE1,

2

2.1

143 g7 PR 2R N A R (super rapid
*1 CHCAS5CLCHEEIRKRARILLER

.- AR, BMI/(kg/m?, B/ HCV RNA/(IU/  FEEA (%) SE N gAY MELEE A/
- “ xts) x5 161 mL, x+s) 1b 2a (x10%/L, x £ 5) (g/L, x %)
CHC#H 88 463 +54 236+ 33 41/47 6.1 0.7 61(69.3) 27(30.7) 47+0.7 145.3 £20.2
CLCZH 30 46.9 +5.7 232+ 3.1 12/18 6.0+0.6 22(73.3) 8(26.7) 45+0.6 144.6 + 184
t/ Xz a3 0.518 0.582 0.393 0.699 0.173 1.399 0.168
P{E 0.605 0.562 0.531 0.486 0.678 0.165 0.867

22 AREMHmEFRRIETAEEERNHCV RNA
FR¥E & EL B

SOF+VEL 21 . EBR+GZR #H . OBV+DSV 4 .
SOF+DCV 4 fil SOF+RBV 41597 1 J& MG I7 4 A 1
HCV RNA [ R i, fx’ kg, Z5H3h5it
R (P>0.05), W2,

2.3 BHEBITAEMSIEEILE

BAEIBITRT S IRIF IS ALT . AST K He ks, &
BoXT e /5, Z2RWAESRITFE X (P<0.05); ih
J7J5 ALT . AST KF-¥F R 6971051677 )5 1L
BFKSF g, Slixt KK, 2R Lg% E X
(P>0.05), W.%3,
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K2 AREMHEEARETARRERHCV RNABRER
EbEz 11 (%)

o n WTIE R 12 ﬁﬁ;%
SOF+VELZ 44 41(93.2) 44(100.0) 44(100.0) 44(100.0)
EBR+GZR4l 28 25(89.3) 27(96.4) 28(100.0) 28(100.0)
OBV4+DSVZL 15  13(86.7) 15(100.0) 15(100.0) 15(100.0)
SOF+DCV4] 18 16(88.9) 17(94.4) 18(100.0) 18(100.0)
SOF+RBV4L 13 10(76.9) 12(92.3) 13(100.0) 13(100.0)
Sk I:! 2.805 3.710 = =
P 0.591 0.447 - -
R3S BEHEBTHEISINEELEE (n=118, x+s)
Hof ] ALT/(u/L) AST/(u/L) I JILEF/ (pmol/L)
TRITHT 733+ 114 443+8.6 67.8+10.2
HIT R 302+5.5 20.1+4.8 69.3+13.4
1l 36.989 26.691 0.968
Py 0.000 0.000 0.334
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1 151 8 % 75 i FH SOF+RBV 1897 1/ H G B A1
o, A B R RIS Y, 25 8O SOF+
DCV; 2 ] B 3% 76 iRk ) OBV+DSV ] [i1] Hy 3 4> 5 Kz
%, B EBR+GZR. HAh B A B N B 5,
BIE 3BT . 6 Bk M5 BlLoE, BEYEAH
AN R RN TR IBHA YT o

Wit
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B ZR T, H 2017 4 DAAs 78 9 [ 1T LK,
A SE . BRI . SR, B —
LIIT T ES TEDAAs NP Z BT, TR A
FTMOERIT BN RN LY. ThFRE
oY . R T TR R, B BT R
HCV Jf AT R HCC By & AR KU, Jiad TR R
YRIT 3RAS B SVR AT i HCC % A UK B 1 24 809%™,
SR, 2011 4F DAAs 9 [m] A5 2 2 79 B R IG 97 19
HRFEPT, DAAs HA Mt 95% i @R, I
HLAETR A2 P 1 F B e, R 2 O AR R v i Ak
B WA ALY R IE IR - DAAs U
TERRD, (BT B HCC i 43,
SRIM, X SE R 5% A RE AR S8/ L Bl 7 B R A

3

Az 3 Mal, Wwgs R ZHEz. ik,
75 LM o 2 K B TR (R F g R ik — 2B
A DAAs B9 28

DAAs 38 £ 5 [a] HCV 79 OC B il 410 i s 25 52 361
HEMT R TR AR . DAAs 2 505 i 41 ] NS3/4A &
fit} . NS5A £ [ R NSSB R A B st Bk
AR . RNA A BRI Hil"5, NS3/4A 2 (Al Tk
B2 KA 4%, NSSA (A 30 & Hl 2 A W IE K,
NS5B 3 & il U] BHL BT RNA &2 il o 3 28 AL il £
DAAs ELA S BP0 25008, TR i @R G L it
ZHEAE, OB R EIGIT HE . AR
ZESLUE I T DAAs 78 1 Bk HCV Jy 18 Y =5 %00 Al 5
PR, HIGIEELZ HCV RNA K S Hs #1897 1 &
Wl RIFRCR RS . RERFE M HCV 3
PR ] B 45 52 0 DAAs YR YT SR, (HAE AW 5
KM R IEHA SR HRZ MM B EER . X
Al BE 5 DAAs BT ML 05 3l M A OC , L o g
NS3/4A (A HF . NS5A . NS5B 3 45 il 465 5 5 g 25 1l
72, AT HOV LR AL 22 5, BB A AL
P T A . b BRI 2a A S b [ B L B HCV
FEPIAY, XF DAAs 1Y SV 38 8 AR iE g g AR
FEW], RUA I R I R R AE 4y 25 0 A BRI
HAE DAASTRIT T, JREEIE BRFAML, HF— 2B 50HE
T DAAs TEIR Y7 % S8 5 I3 R A TN AU 98 3 Y
Pz IE S A . OGAWA 2P B 58 43 0 1
3 177 #2532 DAA IR YT (1 B8 PE N B R B
gEIL R, 7E FIB-4<1.45 BYAENFRE AL &, DAA
BT IR A K AEHCC; X T FIB-42325 B, 4F
4 I B4 I 5 HCC & R 2 IEAH G, JRAF AR IR
LIV S kA, (HHAbAF R E X,
DAAsIGYT G, BEMIEE . B 7K F 7T R 2 Bt
ARk, U HRE X T A A AR 25 A AE 1 R S B
JnBA 221 ESTEFAN Z828 (g #F 53 g i, 78 97 4l
B2 DAAsJRIT N BUIF R e b, AT e B IR
P A % B2 R 2R K-35 2 T L T R . b
R LT EE . R KPR L A, X R,
R DAAs JRYT REMS A &0E bk HOV i a8, (AT RES|
RAMPEFH o SR, X LEAR AR fb R R R
(IRFRESNAE, ALT A1 AST K-35 3% F e, ELATEF
HeAVE oA Bl , U8B DAAs VAT X T A 5%
R BB B RCR A T R LA B ™, A
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