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[Abstract]  Objective To evaluate the clinical efficiency and safety of different direct-acting antiviral agents ( DAAs )
against genotype 1b chronic hepatitis C virus (HCV) infection in the real-world. Methods Totally 226 patients with geno-
type 1b chronic HCV infection treated in the Fifth Medical Center of Chinese PLA General Hospital between August 2017
and November 2019 were studied retrospectively. All these patients were treated with DAAs, which had been approved for
the market in China. Among them, 73 cases were treated with sofosbuvir/velpatasvirtribavirin, 21 cases with sofosbuvir/le-
dipasvir + ribavirin, 5 cases with sofosbuvir + daclatasvir + ribavirin, 11 cases with glecaprevir/pibrentasvir, 29 cases with

asunaprevir + daclatasvir, 8 cases with elbasvir + grazoprevir, 66 cases with ombitasvir/paritaorevir/ritonavir + dasabuvir,
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and 13 cases with danoprevir/ritonavir+PR. The results of NS5A (1.31,Y93) resistance associated substitution test and the
virological,biochemical data were collected. The efficacy and safety of DA As were evaluated based on the patients’ virological
response, biochemical response, aspartate aminotransferase -lo-platelet ratio index (APRI) and adverse events. Results
The rate of resistance-associated substitution (RAS) was 16.9% among 83 cases. The rate of sustained virological response
(SVR12) was 99.6% , while the rates of renormalization of ALT, AST, and TBil were 91.2% , 93.4% and 94.7% in
226 patients, respectively. There was no significant difference in the SVR12 rate or the renormalization rate of ALT, AST
and TBil between different regimens (P>0.05). The APRI index of 226 patients was 0.54 (0.30, 1.10) at baseline and
0.32 (0.22,0.61) at the endpoint of treatment. Compared with the baseline, APRI index at the endpoint decreased signifi-
cantly (P<0.001). At the end of treatment , the incidence of adverse events was 27.4% in 226 patients, while that of serious
adverse events was 1.8%. The incidence of adverse events was not significantly different between DA As schemes (>0.05) ,
but the incidence of adverse events in patients with liver cirrhosis was significantly higher than that in patients without
DAAs treatment of patients with genotype 1b HCV infection can achieve a high SVR rate and

cirrhosis. Conclusion

significantly improve the liver function of patients , and the incidence of serious adverse events is low, but the safety

management of special populations still deserves attention.
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GIHEOTRAE  18(24.7) 5(23.8) 5(100.0) 4(36.3) - 6(9.1)  4(13.8)  1(7.7) 43(19.0)
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TRE(P<0.001) . JRITHTICHFREAL B 5 B & BT
fififk J & APRIFE £ 51 0.41(0.28,0.75) 1 1.62
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SOF+VEL+RBV 72(98.6) 72(98.6) 66(90.4) 65(98.0) 68(93.2)
SOF+LDV£RBV 21(100.0) 21(100.0) 20(95.2) 20(95.2) 20(95.2)
SOF+DCV+RBY 5(100.0) 5(100.0) 4(80.0) 4(80.0) 4(80.0)
GLE+PIB 11(100.0) 11(100.0) 10(90.9) 11(100.0) 11(100.0)
ASV+DCV 29(100.0) 29(100.0) 25(86.2) 27(93.1) 28(96.6)
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SOF+DCVRBV - - 4 4(100.0)
GLE+PIB - - - -
OBV/PTV/r+DSV 2 2(100.0) 10 10(100.0)
ASV+DCV 3 3(100.0) 26 26(100.0)
EBR+GZR 1 1(100.0) 3 3(100.0)
DNV/r+PR - - - -
At 14 13(92.9) 69 69(100.0)
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12 4 RAR 2(0.9)
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T, i WUEF T+ 55, eGFR BEAR (=3 20) , i HE R 259571
P R R B DI RR B WK & 5 1 A9 AR B I
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FEBE HCV A 2 I Fs bk, B3 D Rg B ok
2 IRTTAE T 226 171 £ SR ALT (AST X TBil &2
W R H1>90.0%(91.2% .93.4% . 94.7% ) , $ 7 I E 4
REASF EN Pl AAE 54 PR(DNV/+PR) Y5 %, 3R
JT 45T ALT 52 R E8(69.2%) , H I8 5 TR
AR, W% 07 97 R BAL G PR T R4
128,48 ) AR TIRER G S W8in 2 #iik 2



TR 20204F7H 44 S 7H] Mil Med Sci, Vol 44, No 7, Jul, 2020 539

EH# o

AHF 5T 2R F APRI X H 35 JHF £ 2 AL A2 B 2R 15 1
i, APRI 2 [E PR TA R P £ 4E AL JC B2 Wb Y, B
5 A A b S R DN R T 5% BB T A 2L AT 4 b K
ST 226 1 FFIRYT HT R APRI ALK P43 2
0.54 F10.32, 1R Y7 45 SR LA APRI S HEEL 3 T 1%
(P<0.001), Hr 61k B 1R TR G APRIFS 2
B & R %(1.62.0.77,P=0.001) . 4275 DAAsIAIT IR
PRI T 27 I 25 I S8 3 I 2 o £ A AR R B 75 DA
BoHEEwE A EEE L, RHSOF+DCV+RBV |
GLE/PIB L1 & DNV/r+PR J7 & 35 APRL & L4t it
SR TRE S VA T BAEAR R ING K

it 25 A1 56 B A% 28 28 (RASs) 1Y & AE J2 5% i Bt
HCV ¥7 2% 1) 3 22 [ 25, NS3/4A . NS5A , NS5B 9
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