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[ Abstract] Objective To investigate the genotype of HCV and host IL-28B genotype polymorphism
in Qingdao Distinct, and their influence on antiviral treatment of chronic hepatitis C (CHC), so as to provide
individualized treatment guidances to patients. Methods Total of 40 patients with CHC were enrolled, HCV
genotypes, viral load and IL-28B genotypes of those patients were detected before treatment; those cases were
given antiviral therapy of long-term interferon combined with ribavirin, and regular follow-up were carried
out. Results There were 1, 28, 10 and 1 cases of HCV genotype 1a, 1b, 2a and 3a groups, respectively. The
patients with host IL-28B gene SNP CC type and CT type were 12 and 28 cases; the SNPrs8099917 type
Gt and type TT were 8 and 32 cases. Total of 29 patients got sustained viral response (SVR) at the end of
treatment for total 24 weeks followed. Compared with the patients in non-response group after 2 weeks of
treatment, there were significant difference of cases who got RVR (y* = 11.25, P = 0.001) and SVR (=
15.09, P << 0.001) in virological response group. On the basis of Bivariate correlation analysis, there were
significant correlation between the HCV non-1b type, IL-28B SNPrs12979860 type CC, SNP rs8099917 TT

and the antiviral treatment response rate, RVR, SVR after 2 weeks of treatment (all P < 0.05). Conclusions

DOI: 10.3877/cma.j.issn.1674-1358. 2017. 01. 010

EEWH: FRWET ARG AAHFRIE (No. 2010-WSZD081)

Ve, 266033 F BT, WWAEH BIEANARER KX 277000 HET, (LAS R AT LER?
EE/EE: A, Email: joana791010@163.com



46 PSR AR YR 22 B TAR) 20174E2 H 551135 55139 Chin J Exp Clin Infect Dis (Electronic Edition), February 2017, Vol.11, No.1

HCV genotype 1b was the main genotype in Qingdao Distinct; rs12979860 CC and rs8099917 TT were the
chief types of IL-28B SNP loci in patients with CHC. HCV genotype, IL-28B single nucleotide polymorphism

could be used in individualized treatment of CHC as predictive index of antiviral efficacy.
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Genotyping; Antiviral treatment
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