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Abstract: Objective To investigate the genotype distribution of hepatitis C virus (HCV) infected patients in South
China and evaluate the efficacy and safety of different antiviral treatment schemes. Methods The clinical data of HCV
infected patients admitted to University of Hong Kong - Shenzhen Hospital from May 2013 to March 2021 were collected.
The changes of sustained virologic response (SVR), clinical biochemical indexes ( hepatorenal function, platelet)
hepatic fibrosis index [ AST/platelet ratio index ( APRI) and hepatic fibrosis factor 4 index ( FIB-4) ] before and after
treatment were evaluated in patients receiving different anti-HCV treatment regimens, and the efficacy and safety of
antiviral therapy were evaluated comprehensively. Results In 255 patients with HCV infection, the most common
genotypes were genotype 1b(62.75%) and 2a(18.04% ), followed by genotype 6a (10.98% ), 3b(3.92%) and 3a
(2.75%) . 1b was common in women, while 6a and 3b were common in men. In the 131 patients received anti-HCV
therapy, the effective rates were 52.00% in 25 patients treated with interferon plus ribavirin (PR), 99.02% in 102
patients of using direct-acting antiviral (DAA) regimen and 100% in 4 patients treated with sofosbuvir combined with

PR regimen( PRS). There was a significant difference in the effective rate among the three regimens ( P<0.01), and
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DAA regimen had a higher efficiency than PR regimen, while sofosbuvir could improve the success rate of PR regimen.
Among 102 patients treated with DAA regimen, the success rate of 32 patients treated with gene-specific DAA regimen
was 96.87% , and the success rate of 70 patients treated with pan—genotype regimen was 100%. Among 73 patients who
reached SVR after DAA treatment, liver function indexes ( ALT, AST, alkaline phosphatase, y-GT .TB) and liver
fibrosis indexes( APRI, FIB-4, platelet) were significantly improved compared with those before treatment ( P<0.01).
Conclusion In South China, HCV genotype 1b and 2a are the main types in HCV infected patients. DAA regimen has
better clinical efficacy and safety than PR regimen. Both genotype-specific DAA and pan-genotypic DAA have a high

success rate and can obviously improve the liver function and liver fibrosis indicators of patients.
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Tab. 1 Characteristics of gender distribution of patients infected Tab. 2 Comparison of the efficacy of three antiviral
with different HCV genotypes [ case( %) ] regimens [ case( %) ]

HCV & PE5 R Pl NEIDES 1% BRL Tk

FLR A (n=255) 4 (n=132) B (n=123) X PR 25 13(52.00) 12(48.00)

- 18 2015 103D DAA 102 101(99.02) 1(9.8)

b 160(62.75) 92(69.70) 68(55.28) PRS 4 4(100.00) 0

2a 46(18.04) 26(19.70) 20(16.26) XM 30120

3a 7(275)  1(0.76)  6(4.88)  18.965  0.004 PfA <0.001

3b 10(3.92) 1(0.76) 9(7.32) X EIGRZS I, PR s DAA X* =48.310,P<0.017; PR us PRS,

4a 1(0.39) 1(0.76) 0 X*=3.280,P>0.017;DAA vs PRS x>=0.040,P>0.017,

6a 28(10.98) 9(6.82) 19(15.45)

&3 AR HCV SRS B8 AR DAA 7 BYUR TR s ol (B

Tab. 3 Distribution of antiviral therapy with different DAA regimens in patients infected with HCV different genotypes ( case)
HCV HEp A SOF/VEL SOF+DCV SOF/LDV SOF+RBV OBV/PTV/r+DSV DCV+ASN GLE/PIB
1b 28 5 13 11 3 0
2a 13 4 0 2 0 0 1
3a 1 1 0 0 0 0 0
3b 4 2 0 0 0 0 0
4a 0 0 1 0 0 0 0
6a 8 2 2 0 0 0 0
la 1 0 0 0 0 0 0
&it 55 14 16 2 11 3 1

R4 PUNTEHRTEIR AR I (n=73)

Tab. 4 Comparison of biochemical indicators before and after antiviral therapy (n=73)
il ALT(uw/L)® AST(w/L)* ALP(w/L)® y-GT(uw/L)* TB(wL)*
VBT HT 57.90(36.4,111.30) 41.00(29.65,68.35) 73.00(55.00,93.50) 32.5(16.35,65.75) 12.60(9.15,16.29)
WBIT IR 14.20(11.35,25.01) 18.8(16.15,22.65) 65.00(51.50,81.50) 18.00( 11.75,30.05) 10.30(7.30,14.67)
VA 7.403 7.251 4.342 6.886 2.999
P1{H <0.001 <0.001 <0.001 <0.001 0.003
iny ] ALB(g/L)"® Cr( wmo/L)" BUN( mmol/L)"® PLT(10°/L)* ARPI(U/L)*® FIB-4(u/L)*
VAIT R 45.07+3.76 69.15+16.06 4.63+1.27 189(136.50,226.00) 0.60(0.34,1.18) 1.31(0.73,3.23)
BITIE 45.24+3.21 71.01+16.37 4.86+1.17 191(163.00,236.00) 0.24(0.18,0.34) 1.14(0.63,1.93)
Z/t {8 0.509 1.645 1.827 4.058 7.177 4.544
P{E 0.612 0.104 0.072 <0.001 <0.001 <0.001

T EHRLL M(Pys , Prs) F7R 5" B L 7as R
3 i i
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S b BUF 2a BB R F WL (R ALE BT U I —

3T 2 T S b Al A7 A A %) R PR RS T TR I A Vi
FEAE R ML X, R 4 R s DIk 2z ik A &
& o AR AN B R, A s R 2 I B B A S 4
T ML X T BE B, A A 3 AT 2013 4F 5 & 2021
43 A FIHAE R ERRZ 1 HCV YL i1 IR 53
b, 45 R K B 2 W AT 9K 02 HCV LR AU 1b #Y
(62.75% ) F1 2a %1 (18.04%) , % W, FH:A4E 30~ 60 %
AEWS B HE, 1b BRI M 2 0L, 4k Z K2
6a 71(10.98%) 3b #1(3.92%) 3a %1 (2.75%) %, 6a
A 3b RILLH ML L,

TEBL HCV R EEIR T AR 7 2 PR TR &4
S PEN R4 (9 BRI RGO . ARTSE PR
5 ZBA RN 52.00% ; Hh B XT 1h BG4



FEIGERIZE 2023 421 H55 36 #5535 13 Chin J Clin Res, January 2023, Vol.36, No.1 + 49 .
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DAA J7 32 M) — R A Bk i o PR It 32 2 P
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F U 7E HOV 52 45 BRI LR , 139 A BB BH 1L T
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B HCV J& AR T 545 3 A H BIRRAESEAT 2 A6

TEE— PG PT HCV DAA 7 R 094 4 Yy
RO, AT K B HCV RNA E 8 B35 B PR
ARAE P IR D e T 2 . BRI R T
ST FER) PLT 28503697 5 A BT 1 5 PPAG
A4k 1y APRI,FIB-4 P 45 b5 ¥ £ /8 A B 1ok 2
o Ui DAA 259397 T Br HCV By #2 i, m] DA
TEFRE A 8 0 B2 17 | 1Mo 2 40 57 WA B4 42, O L
) 0 4 T 2 A 00 1 % . 15 e R B, A G Y o
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TR BRI T PR J5 24 BR 8930 B LA KA R B A
AL P R A T 2 B IR, BT % 9 DAA T5 53
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