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[ Abstract]Objective : To investigate hepatitis C virus(HCV) genotypes distribution , evolution and possible clinical significance in

Chongqing area, and to provide basic evidence for better treatment and prevention of HCV. Methods : HCV genotype distribution
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cruited in this study. Four genotypes and 9 genetic subtypes of HCV were founded among the 857 cases who had single genotype

(the typing rate was 99.1%) , and the genotypes were not clearly typed in the other 84 cases. Among those genotypes and genetic
subtypes , there were 30 cases(3.5% )genotype 1a,238 cases(27.8%) 1b,42 cases(4.9%) 2a,1 cases(0.1%)2b, 132 cases(15.4%)
3a,244 cases(28.5%)3b,6 cases(0.7% )3k, 124 cases(14.5%) 6a and 40 cases(4.7%) 6b. Compared with the results of 5 years ago,
1b and 2a genetic subtype were decreased obviously,and the proportion of genotype 3 and 6 increased. Conclusion:HCV genotype 3b

and 1b are the predominant genotypes among HCV infection patients in Chongging;however genotypes 3a and 6a also have relative

high proportion, indicating the diversity and complexity of HCV genotype in Chongging.
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[ P g e BN | s R A AR R A
WA T 8B KX, AU SE I PHLIX. HCV

F 1 ERKHIX 857 il HOV B EFE N EILER
Tab.1 The genotype of 857 patients with hepatitis C in Chongging

215 la 1b 2a 2b 3b 3k 6a 6b &1t
BE(n) 30 238 42 1 244 6 124 40 857
A (% ) 35 27.8 49 0.1 28.5 0.7 14.5 47 100

*2 HCOVAMFERERTHREESHIER (n,% )
Tab.2 The distribution of four main HCV genetic subtypes every year(n,% )

415 1b 3b 3a 6a At
2010 82(28.4) 99(34.3) 50(17.3) 58(20.1) 289
2011 78(38.4) 66(32.5) 35(17.2) 24(11.8) 203
2012 30(25.4) 35(13.4) 27(22.9) 26(22.0) 118
2013 48(15.7) 44(92) 20(16.9) 16(10.2) 128
it 238 244 132 124 738

#3 ANRAREBREMRERER (n,%)
Tab.3 Comparison of research results in this study and previous ( r, % )

215 1b 2a 3% 67 At
ARG 238(27.8) 42(49) 382(44.6) 164(19.1) 826(96.4)
I RER 156(42.0) 36(9.7) 123(33.2) 52(14.0) 367(98.9)

P 21.541 9.282 16.598 5.540 37.369

P 0.001 0.002 0.001 0.019 0.001

1 23 BUAUHE 3a.3b .3k FH 6 BI4IFE 6a.6b 5
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