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Abstract.: Objective

12 — week regimen of coblopasvir hydrochloride capsules combined with

To evaluate the efficacy and safety of a

sofosbuvir tablets in patients with chronic hepatitis C (CHC). Methods
CHC patients who visited our hospital and received a 12 — week

regimen of coblopasvir hydrochloride capsules combined with sofosbuvir
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tablets were enrolled as the study subjects. All patients received oral coblopasvir hydrochloride capsules (60 mg) and
sofosbuvir tablets (400 mg) once daily for 12 weeks. Some patients with genotype 3b additionally received ribavirin
tablets for 12 weeks at a dose of 1 000 mg - d ™' for those weighing < 75 kg and 1 200 mg + d ™' for those weighing
= 75 kg. Hepatitis C virus (HCV) ribonucleic acid and relevant laboratory indicators were measured before and after
treatment. The sustained virological response at 12 weeks post — treatment (SVR12) rate was observed in all patients.
Changes in liver and renal function before and after treatment were compared, and safety was evaluated. Results A
total of 110 CHC patients were enrolled. After treatment, 97.27% (107 cases/110 cases) of patients achieved
SVR12. Specifically, the SVR12 rate was 93.33% (14 cases/15 cases) in patients with decompensated cirrhosis,
92.86% (13 cases/14 cases) in patients with genotype 3b CHC, 87.50% (7 cases/8 cases) in patients with
moderate — to — severe renal impairment, and 83.33% (5 cases/6 cases) in genotype 3b patients receiving ribavirin
combination therapy. The alanine aminotransferase levels before and after treatment were 58. 70 (31. 85, 100.45) and
20.60 (13.30, 31.33) U - L™, respectively; the aspartate aminotransferase levels were 52. 75 (28. 68, 82.13) and
23.30 (17.78, 33.73) U - L', respectively; the total bilirubin levels were 13.90 (9.60, 20.25) and
11.70 (8.78, 18.85) pmol - L', the albumin levels were 42.80 (38.10, 45.30) and
45.10 (42.13,46.73) g - L', respectively. After treatment, the aforementioned indicators showed statistically
significant differences compared to before treatment (P <0.05, P <0.001). The estimated glomerular filtration rates
before and after treatment were 102.09 (87.66, 108.68) and 99.23 (84.00, 104.28) mL - min ', respectively,
with no statistically significant difference (P > 0.05) . The main adverse drug reactions were fatigue (6.36% ),

respectively ;

decreased appetite (4.55% ), abdominal distension (1.82% ) and abdominal pain (1.82% ). The overall incidence
of adverse drug reactions was 10.91% (12 cases/110 cases), and the incidence in patients with decompensated

The 12 — week

regimen of coblopasvir hydrochloride capsules combined with sofosbuvir tablets demonstrated favorable efficacy and high

cirrhosis was 13.33% (2 cases/15 cases). No serious adverse drug reaction occurred. Conclusion

safety in real — world CHC patients, including those with genotype 3b, decompensated cirrhosis, or moderate — to —
severe renal impairment.
Key words: coblopasvir hydrochloride capsule; sofosbuvir tablet; ribavirin tablet; chronic hepatitis C; decompensated

cirrhosis; genotype 3b
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Table 1 General information of patients with chronic hepatitis(CHC) ! ¢ E '
Ttem Overall(n =110) 4‘0 6‘0 8‘0 e 1(‘)0
Age [year, M(P,s, Py5) ] 47(43, 53) SVR12 (%, 95% CI)
Sex(n, %) 1 JAYTS CHC (Y 12 JHHE80 527 24 (SVRI2) 3
Male 94(85.45) Figure 1 12 - week sustained virological response ( SVRI12)
Female 16(14.55)

rates of patients with CHC after treatment
HCV RNA [logoIU « mL~", M(Pys, Pys) ]

HCV genotype(n, % )

6.50(5.71, 6.91)

CI. Confidence interval.

1b 11(10.00) ‘
F2 R[FFHIE CHC 235 SVRI2 2H LK
3 29(26.36)
Table 2 Comparison of SVR12 rates in CHC patients with
3b 14(12.73)
6 40(36.36) different characteristics
Not tested 30(27.27) Ttem SVRI2 rate( % ) 95% CI1
ALT[ U-L°", M( Py, Pys) ] 58.70(31.85, 100.45) Overall 97.27(107/110) 92.29 -99. 26
AST[ U-L~', M(Py, Pys)] 52.75(28.68, 82.13) Age( year)
ALB [ g-L7', M(Py, Pss)] 42.80(38. 10, 45.30) < 50 96.97(64/66) 89. 61 -99. 46
TBil [ pmol « L™, M(P,s5, Pys) ] 13.90(9. 60, 20.25) =50 97.73(43/44) 88.19 -99. 88
PLT [10° « L™, M(Pss, Pys5) ] 183.50 (136.00, 242.25) Sex
PT [s, M(Pys, Pys) ] 13.30(12.80, 14.08) Male 96.81(91/94) 91.03 -99.13
GFR [mL + min~", M(Pys, Pys) ] 102.09(87. 66, 108. 68) Female 100. 00(16/16) 80. 64 -100. 00
Adding ribavirin(n, % ) 6(5.45) HCV RNA
. -1 —_
Cirthosis(n, %) < 6 log;y IU - mL 1 97.14(34/35) 85.47 -99. 85
=61 IU - mL~ 97.33(73/75 90.79 -99.53
Compensated cirrhosis 12(10.91) o810 " ( )
) ) Decompensated cirrhosis
Decompensated cirrhosis 15(13.64)
Yes 93.33(14/15) 70. 18 - 99. 66
Concomitant medications(n, % )
No 97.89(93/95) 92.65 -99. 63
PPIs 15(13.64)
Genotype 3b
HMG - CoA RA .4
G-CoA R 6(5.45) Yes 92.86(13/14) 68.53 -99. 63
Comorbidities(n, % ) No 97.91(94/96) 92.72 -99. 63
Alcoholic liver disease 9(8.18) Adding ribavirin
MASLD 6(5.45) Yes 83.33(5/6) 43.65-99.15
Diabetes 7(6.36) No 98.08(102/104) 93.26 -99. 66
HBV infection 14(12.73) Treatment history
HIV infection 3(2.73) Treatment — experienced 100. 00(4/4) 51.01 —100. 00
HCC 3(2.73) Treatment — naive 97.17(103/106) 92.01 -99. 23
Renal impairment 8(7.27) Alcoholic liver disease
MASLD: Metabolic dysfunction — associated steatotic liver disease; PPI: Yes 100.00(9/9) 70.09 -100. 00
o - _ No 97.03(98/101) 91. 63 -99. 19
Proton pump inhibitors; HBV: Hepatitis B virus; HMG - CoA RA: . .
] ) HBYV infection
3 — hydroxy —3 — methylglutaryl — coenzyme A reductase inhibitors; HIV Yes 100. 00(14/14) 78 47 —100. 00
Human immunodeficiency virus; HCC: Hepatocellular carcinoma; Renal No 96. 88(93/96) 91.21 —-99. 15
impairment; eGFR < 60 mL + min~'; Genotype 3b subtype was included Renal impairment
in genotype 3; Compensated cirthosis; Child - Pugh class A; Yes 87.50(7/8) 52.91 -99. 36
Decompensated cirrhosis: Child — Pugh class B/C. No 98.04(100/102) 93.13 -99.65
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Table 3 Changes in liver and renal function indicators of patients

before and after treatment[ M( Py P;5) ]

Overall(n =110)

Ttem

Before treatment After treatment

Liver function
ALT(U - L")
AST(U - LY

58.70(31.85, 100.45) 20.60(13.30, 31.33) * **
52.75(28.68, 82.13)  23.30(17.78, 33.73) * * *
13.90(9.60, 20.25)  11.70(8.78, 18.85) *

42.80(38. 10, 45.30)

TBil (mol - L")
ALB(g- L") 45.10(42.13, 46.73) * * *

Renal function

eGFR(mL + min ') 102.09(87.66, 108.68) 99.23(84.00, 104.28)

Compared with before treatment group, * P <0.05, *** P <0.001.

®4 HITEREENZEY AR (n,% )

Table 4 Adverse drug reactions during treatment(n,% )

_ Overall Decompensated cirrhosis
(n=110) (n=15)
Fatigue 7(6.36) 1(6.67)
Decreased appetite 5(4.55) 0(0)
Abdominal distension 2(1.82) 1(6.67)
Abdominal pain 2(1.82) 1(6.67)
Diarthea 1(0.91) 0(0)
Headache 1(0.91) 0(0)
Dizziness 1(0.91) 0(0)
Sleep disorder 1(0.91) 0(0)
Neutropenia 1(0.91) 0(0)
Patients with any AE 12(10.91) 2(13.33)

AE: Adverse reaction.

i

CHC ] AR IHAL F X B RS, oK B 12 Wik
7S TR AR AL T il 2 AR A2 BT 4 g 2 A=
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