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Diagnosis and treatment status and management strategies of patients
with hepatitis C virus genotype 3 type infection
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Abstract: The epidemiological characteristics of hepatitis C virus genotype 3 (HCV GT3) type infection
are complex,and its epidemiology,natural history, treatment efficacy, prognosis and outcomes have not been
fully evaluated. Therefore, this article reviews the literature on HCV GT3 in recent years and finds that there
are differences in the distribution of HCV GT3 in different regions of the world. HCV GT3 infected patients in
China show a more obvious regional distribution, with the highest prevalence in the southwest region. HCV
GT3 is associated with disease progression,and the mechanism by which HCV GT3 infected patients progress
faster than other genotypes is currently unclear. Multiple treatment options have shown good efficacy for HCV
GT3 infected patients,but attention should be paid to the high rates of recurrence and reinfection,as well as
the impact of changes in liver function and metabolic indicators after treatment on patient prognosis. There-
fore,it is necessary to conduct in-depth research and exploration on how to improve the screening rate,stand-
ardize treatment, increase cure rate, and strengthen post treatment management of HCV GT3 infected pa-
tients.
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WEZ AR HCV GT3 BUSYL 3% 5 W G
HCV B ARERY 71 %), v [ 0] LG 35 4 XA 32,
H ] — 00 SR B 9 IR AT A T 5T R B HCV GT3 Al
P 5 HCOV R ABERY 16. 4%, Hodh P Ra st X
3a.3b WHRIZE HCV GT3 RIS Y ABE & &, 4
R 38.5% .46, 8% ,AEHFHIIX (Y 3a.3b WRIFE HCV
GT3 ARG AR 5 A2, 4% .2. 0%) . T4k
2 HCV GT3 AU A\ i s e, & E HCV
GT3 AU ge N H ek v [ K i U358 1 VG i 350 3% 3457 14 o
16 = 7 4L B2 g HE AT 19 — 101 2008—2018 4F HCV JE A
5347 A8 A 1m0 F 5% % B GT b 0 35 PR &G H A
BT (28, 26% & 8. 16 %), GT3b K& 4 H 45
RGWE ETF(19.57% & 48. 98%) , [ I, 3a B ) 35t A
Ko A0 R AL B AR 3 1 (6. 52 % & 32.65%), FEE—I0
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Y NBE v o L Rl I R) B HE RS R T (2017 AE R
12.9%,2018 4E K 14. 3% ,2019 4E 9 15. 09, 4
Br HCV GT3 B YL B35 78 HCV JE& Y AHEp 5 L E
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W% GT3 B F k0, HLm i 0 2 A BERY 9 K fd
2w e NBE W W EE R (IDUs) 90 A 1 25 75
WG s BE A V697 ABEZ R GT1 il GT2 #, X 4 & HCV
GT3 B YL B H A HCV B ABE T & ke BT i
K, ZIHFFEUEN HCV GT3 B e A BE L& ik %
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R HETIN R 508 D5 A8 1 3 i IR TE R AF 2 fb ik
R S S ER K2 E R KA TS ST 184 B A
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MFIRIY HCV GT3 BRI B E A WA 4 oy
22, sofosbuvir (SOF) + daclatasvir (DCV) =+ #|
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(GLE) + pibrentasvir (PIB), [Ifi IR #fF 5% 3 BH #] &
HCV GT3 B 85 (AL 35 FF i fb AR B2 30 R ) R
Bk R R FIARE M SVR K, —I KT Lk
4 BhJ5ERYY HCV GT3 R 1Y Meta 20 H7 i
e AR BFRE AL B E P B SVR F N 95, 24%.
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94.61% .95. 36 % ; HCV GT3 YL 4 I 1A 1k 52 3
H1,SOF+ VEL + RBV # £ # SVR K& F SOF +
DCV + RBV J5 % (41 5l 4 92. 73% Fl 88. 72%);
SOF+VEL+ VOX J7 %1 SVR Ky 84. 97 % . # #fE
HHT HCV GT3 RURY A Kk BF A 7™ . B
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mA SOF 4+ VEL 7%, SVR R 5H T 5%, WM
93. 6 YOI R 98. 6% . (HBT NI (Y — TR 5% A5
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+VOX FEEZZHZ,SOF+VEL+RBV F %2
AR BEFE .
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12 S Eh ik 3] SVR12M 0K F] 37 5 15 g Xof Bk 7 42
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Fhol 2 Fh, EL 2 3 Ry R BES ] SVR B, a5
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J& & KX e IR R A B & BE T %, PAPALUCA
a2k 40 )4 & HCV B # (GT3 5 53%) 4 T
SOF+ELB+GZR+RBV J£3iAJ7 12 J, 4k HCV
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i AR I FF L2 B ) A1 RBV ROAE FH, 458 00 & 5%F T
HCV GT3 RSy 5 A T AR s ot — R
3.3 ¥ HCV GT3 Ay B F 3R J7 20 1 I
£ Hul HCV GT3 RG34 SVR RA3A =T+
23 (8] R 5 97 R0 PR 2R AR R B, 5 T R A
RFEEAUTHE., (DA AL . V6P 5=
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83. 3% H1 98. 4% [ B I = e 4 33 1] HCV
GT3 RIS & I i1k 8 % R H SOF + VEL+RBV
HRIRIT KB, E SVRI2 Fhy 87, 9 % ARAZ I I A 1k
FIZe AR 2 0 T 6 Ak (19 SVR12 43 51 2k 93. 8% i
82.4 %, BIORER ™ EAE S5 DAA BT SVR
AT, (2)FE PR AR ] . 5 97 e 250 3 b mt i IX
KW 1) HCV GT3 B & R | SOF+ VEL
IR YT, 3a. 3b B SVR12 4% 5l K 95. 83% Al
67.92% ;78 7 4 — T GLE+ PIB B s K iR 5 (VOY
AGE-1) 1,26 fl HCV GT3 B YL i # # SVR12 %
76,9 %(20/26) , Hoh GT3a Bl #% SVR12 K&k
92.9% .1 GT3b %l SVR EAU K 58. 3%, #RA
[l GT3 WA SRR 26 5. (3) Pk« 36 (R — T fF
YL T AR S HCV GT3 #8101 R I7
LR N, M HCV GT3 BUSR YL s # 5 B ¥
HCV GT3 MY i % SVRI2 K5 K 94. 0%,
87.0% &tk HCV GT3 M & YL B # SVRI2 KR H
BB R RS S SVR AT L (H H AT i pX F 22
YRR AN TE R () fETE T 25 7E A3 C B 1R (RAS) .
AR RAS B H B &0 DAA IRIT RN
PUR RO, Hodh Y93H, A30K ., L31M fif 25 %5 % UL,
It AR ST 25 % SVR Eh 22 B B . &k
IS BE B %t 539 il HCV GT3 B YL i & 347 1 it
25508, 45 s Y93H 5 A30K i 25 i # iY SVR
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95. 7 Y6 sk 1 5L s e AT A T 3090 1T 390 11 A 3k 6 o
X HCV GT3 B YL A 3 6 AL i 5B & 0 b o L 5
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e R AH B AR, S5 804t A 07 5 N BE B2 A A7, A
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B I HA PR P L — W 45 R R , HCV GT3
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JYRE Y IR 22 UL KR B2 TP D (WoSS-
VO F 2009 4 FF 4 #E 47+ 1 58 (DBS) M3 . DBS 7]
FVFAE LR TAE N B AT AR R A MR AR 4R, N 76 I
Bk RCRE AR 45 o0 2 B AR AR AR g SR B E AT HCV
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MU HOT R 2 RO X SR R O A A
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AT AR IR T 1 SE A
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