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Sustained virological response of Sofosbuvir and Velpatasvir therapy in patients who inject drugs with

genotype 3 hepatitis C virus infection: a real world study

WEI Xin—huan®, DU Xiao—fei*,LIU Ya—li',ZHANG Jing
The Third Unit, Department of Hepatology , Beijing Youan Hospital , Capital Medical University , Beijing 100069, China

[Abstract] Objective This study aims to conduct a real-world study on the antiviral treatment of genotype 3 hepatitis C
virus infection people who inject drugs (PWID) , and explore the related factors of 12 week sustained virological response
(SVR12). Methods PWID with genotypes 3a and 3b in Beijing Youan Hospital , Capital Medical University were collected ret-
rospectively. The rates of treatment, compliance and SVR12 were analyzed, and the factors affecting SVR12 were explored.
Results A total of 241 patients were included, and 77 patients were finally enrolled after screening. The overall SVR12 rate of
genotype 3 patients was 76.62%, and were 95.83% and 67.92% in genotype 3a and 3b patients. Multivariate analysis
showed that the independent factors affecting SVR12 were antiviral regimen and genotype. In patients with genotype 3b,
compared with Sofosbuvir/Velpatasvir (SOF/VEL) alone, twelve-week SOF/VEL + Ribavirin (RBV) regimen could significantly
improve the SVR rate from 38. 89% to 92. 86%(P<0.01). There were 4 genotype 3b patients with decompensated cirrhosis who
could not tolerate RBV due to anemia and other reasons, all of which obtained SVR12 by using the 24 week SOF/VEL regimen.
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Conclusion

The antiviral treatment rate and compliance in PWID are still low in China, and patient education and follow—up

need to be strengthened. It's necessary to combine RBV for genotype 3b patients. For genotype 3b patients who do not tolerate

RBV, the 24 week SOF/VEL regimen may be one of the effective alternatives.
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HCV-RNA. 1% B HCV-RNA 45 il % i Roche Co-
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W A =5 /4E A Ath 35 (Sofosbuvir/Velpatasvir, SOF/VEL)
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i), FE PR 3b 81 53 1], FLI RFFAE MR 1. A IF ST
KI5 # (hepatitis B virus, HBV ) &4 6 4 , ¥4 0 FH A% 1
FRISMIPOR TR, Horh B R6 46, Briftm s 2491,
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5], 107 3 JEL Al 95/ 1 A A AR T + 2 L T PR R
T
R SER 3 AUERIK SRR IR R FRAE (n=77)
eSSl HfH
G CAET)) 49+8
FH:[n(%) ] 55(71.43%)
P4 (X10°/L, X+ 5) 5.7+1.8
MELLH I (g/L, Xx+5) 142424
M/ (X10°/L, X £5) 158+85

R TR ISR/ (U/L) 62.00(24.45 ~ 109.60)
KA R RASEFAE M (U/L) 60.00(34.55 ~ 97.05)
SEZEE (wmol/L) 17.40(12.06 ~ 23.30)
BEHEHL R (wmol/L) 6.40(4.75 ~ 8.35)
A2 ST (U/L) 61.00(33.50 ~ 99.00)
pePERERR G (U/L) 88.00(74.50 ~ 108.50)
HAER (g/L) 42.60(38.40 ~ 45.25)

B LRSS E)Cs)

e i WIS B (%, X = 5)
G E A (pg/L)
HCV-RNA'(x10° 1U/mL)

12.20(11.40 ~13.10)
87x17
6.70(3.87 ~12.10)
21.70(6.32 ~ 74.95)
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(chronic hepatitis C, CHC) 41 {0 £2 11 JH-hif .21 Fin 2k
PR AT REAL2H £ SVR12 K535 81. 13% .63, 64%
F169. 23%. ANFEIFEHE I SVR12 RE B 1. FEA
FgE R SER 3 7Y 8 L SOF/VEL 12 i #1 SOF/VEL+
RBV 12 Ji] ,SVR12 #4354 58. 62% F194. 59%., i
— oM A B, AR FE N 3b R b (] SOF/VEL1 2
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BEAh , AHIF 5T AT 4 1) 3b U S AR 0 FF A Ak 2 o, TR
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SVR12%0 71. 43%, 5 SR SVR12 R LK 22 R S
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P R BRI RIET

120 o B PP TG EE A R
R
8113 / "
% 40 . % .
) : %
. . & %
g.:;ﬂiljléﬁg g@hm ] §‘3biﬂ
H:SVR12 7R 12 R8s 52 R 24

B F WA T3/ A AL A T S TR 3 A K 2 N B Y

SVR12 %
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Fz2  RASSVRI2 LA SVR12 410 448 b5 L 45

el A3 SVR1241(n=59) KA SVR1241(n=18) PAH
FR(%) 50.00 (46.00 ~ 54.00) 49.50 (45.25 ~ 53.00) 0.73
B[ n(%) ] 37(62.71) 18 (100.00) <0.01
4 (XT0°/L, X +5) 5.8+1.8 5.4+ 2.1 0.48
ML (g/L,X+s) 141 + 24 144 + 22 0.71
ML/ (X10°/L, X £ 5) 167 + 86 130 = 80 0.12
R MR E S Rl (U/L) 60.00 (23.65 ~ 110.80) 65.00 (29.20 ~ 100.00) 0.73
REBMRASFERBE (U/L) 57.25 (31.10 ~ 98.67) 65.80 (38.90 ~ 87.00) 0.79
212 (umol/L) 17.35(13.25~23.18) 18.20 (12.40 ~33.80) 0.81
HAZMRLER (wmol/L) 6.20 (4.70 ~ 8.00) 7.60 (5.20 ~12.20) 0.15
U5 1M SRR ) (s) 12.15 (11.43 ~12.88) 12.25 (11.48 ~13.17) 0.69
BEM B S (%, X+ 5) 88+ 18 86 15 0.78
FRE M (ng/L) 5.88 (3.62 ~10.38) 8.27 (6.70 ~ 12.40) 0.09
FUR R T TS [ n(%) ] <0.01
SOF/VEL 12 J& 14(23.72) 12 (66.67)
SOF/VEL 24 J# 3(5.08) 3(16.67)
SOF/VEL+RBV 12 Ji] 38(64.41) 2(11.11)
SOF/VEL+RBV 24 J&] 4(6.78) 1(5.56)
PRI B[ (%) ] 0.36
PEVE N B EEPEIF R 43(72.88) 10 (55.56)
U TR AL 7(11.86) 4(22.22)
KA 9(15.25) 4(22.22)
FH R n(%) ] <0.01
HH 3a 23(38.98) 1(5.56)
FE 3b 2 36(61.02) 17 (94.44)
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P )ZFER

=3 FIHSVRI2 EZ K ZE 40T

EAUESES B S.EAi Waldfi P{i Exp(B){E
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A B K HCV B YL R FEAIK 90% , TR T AH 5676 L R A%
65% , 1ZWi ik 5] 90%, 1HIT HILH] 80% . HILH
PIRFIE B B Ani Bk vk, E 2 0E 2 — 7 X T4
& PWID %552 52 i 5 )™ 55 A HE B HCV il Fnya o it
JE T AR,

X HCV SR # 58) “ Bi iR R 7, Sk EH BRI
JHF B4 3 A R i 0 T B i 2 — . REAERY
PR EAFTEAR RN 2 (i 32 Pk 2 N2 R K 1%
O, RIS U AN BAR . MRS DAA BRI, 245
PUFFE R R B am PR 28 4k, #1028 2017 4R, 23K
Bl AL 147 500 7 A4 T DAATRYT . H 2018 4F
SOF/VEL 45— 51 DAA7E [ 115 KLk, [ 9 N T
BA TN DAATRYTY , JLHIE DAA H 2019 E AT
B B Pf H S8, 3 B8 IR YT SR L A5 BRI
JFAS AT A7 SR ENE 7 DAA BHT, PWID SR 2216
JPORAAEAR . A HRGE Bon , Bl HCV B IETT
BERUM 3% s ARBFFE PWID, LR FEIR YT R
XN 75. 52% , Hor A0 45 1 FH 4 il 25 F1 PRIGYT R34 o
TEPUR R IR)T B T, B 37.90% o H A & Wkt
Vi, TCIE M SVR1 218 1L, o] R s ik 8 , DR L 5
HE— 2 st 2 AR ) B AL R K DI RE T, LAt
— R IR R BE T

HCV it {48 5 1 32243y 6 R BE R AU | A W58 0
125 ] PWID #E4T HCV 3 K AU 4347, & 30 3b Uk
B AL, &7 48. 8%, 3a Al 6b K435l K 30. 4%
3. 2%, 3FRILRAY G bRk 82, 4% 1. ARSI,
PWID %£ A 3a.3b & LL 1 73 51 24 31.17% . 68. 83%,
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F(<1%) .

SN 3 R HCV 5 27 4k Ak | R 4k DL K 41 i
It 1O DRSS 3 A &), — 30 [l JB P AF 9 6 B, CHC
LA 3 AU HE 5 4R J5 TR & M9 kAR ROl 34%, T
CHCHEFEH 3 B S ARl I R A RN 17%
LR 3 AR MR R 0 R R [ P AN S R
SOF/VEL I T3 3 BUIRYT 1697 56 B 3 AR 24
JH- Rk 5% 35 3b B i85 v 5 R RBV, G AR 1A )i
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CHC LA 3 18 i #4357 SOF/VEL12 J& 5 , SVR12 % Ky
97% , SOF/VEL+RBV M| & 99%""* . — i 44 A JC T i
A s A B2 30 A Ak 52 25 19 SOF/VEL T I PR iR 36 %

P, LA 3 80 B ) SVR12 R K 83%, o £ A 3a.
3b AL E AT SVR12 43510 91% M1 78% , E— 2741
BTG TR A 2% B A S R 3a F1 3b AU B SVR12 R
5390 K 98% F196% , I 76 A I i fk F 25 SVR12 %
153531 100% F1 50% , $& 715 G I IHFRE AR (4 3 A 3b A4
BEIRIT RO RAEY . ARG, CHC AR A2 AT Ak
FIAC L A Ak H 35 ) SVR12 R 43514 81.13% .
63. 64% F169. 23% , $& 7~ P B IR TF ROR BT, X
TN 3R B TR R SRR, DA SR
BEL 1 8 2 300 5 JHF IR DG 12 Joe T 45 0T HBV JEk e |
G I, AR W PR SVRT2 %

22 T R %, L PR 3b B3 T AR R ) 8
Z L MAEARMF G, JEH 3 3b B SVR12 K 45
I8 95.83% M 67.92%, tE— 2 UF S I [H 3b A R ¥
BITRCR KA. AW & SVR12 KB B AL T 3¢
HR R SO g, B2 R R AR TR 4 JC Ik i 5% RBV
B RBEI RBY, HARM PR 2 , KRBV 147
T, R RS X PWID 5 s @ FE 2R, 2 138 , 4
SR IRIT RN o T X AR AR SVR12 R4 T
PR K Z R R A & B, SVR 2 (R gk 37 52 i [ £ 2
PUWRTRIRIT 7 R BB AN R AL i 4R % D fE 2
2 HCV-RNA K25 J0 B AR G | DL St B s
i — 2L UESE N RBY R EE P o 117 4 X T AN 32
RBV 1) 3b Al g 2, i i SOF/VEL 24 J& A %] SVR 12 3%
100. 00% , $ 7~ HE 2 8 35 1 FH SOF/VEL 24 8l 7 4
B F4Em SVR12 %,

ARWFFRAEAE—E B RIBR M. B 58, AR5
OIS, AT REAFEAE AL B 1 22 AR BR 1, TEvA AR
FRAREET N W AR MA BB EARR,
AIRE BG4 R IR A . L PWID TR 38R
I7 R B2 M PR 2 0] RE T 22 22 vl R AR B A dE
— L IHIE

ZE LR HBR R E T E ek EE T
A RS B bR 45 6 PWID (4 {t E 20 7 B 7
A BT s R R R R PR REIRIT A B TR
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Ji 7 ZEml 5 SVR12 2R X F R 32 RBV 1 3b 7
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