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[ Abstract] Objective To study the association between interleukin-28B (IL-28B) single nucleotide
polymorphism and susceptibility to hepatitis C virus infection in Xinjiang Uighur populition. Methods The
IL-28B 158099917 locus was genotyped in 180 patients infected with HCV and 150 healthy controls using the
method of direct gene sequencing. The differences of SNPs genotypes and allele frequencies in the two groups
were analyzed by statistics. The association between SNPs genotypes and allele frequencies and HCV RNA,
liver function and blood lipid of chronic HCV were analyzed, respectively. Results TT and TG/GG genotype
frequencies of rs8099917 differed significantly between patients with chronic HCV and healthy controls (y°
=11.627, P = 0.001; OR = 1.363, 95%CI: 1.107-1.591). Patients with HCV infection had a higher G allele
frequency than healthy controls (y*= 7.011, P = 0.008; OR = 0.658, 95%CI: 0.512-0.905). Conclusions The
IL-28B 158099917 gene polymorphism correlates with susceptibility to HCV infection in Uighur patient. G
allele is associated with a higher risk of HCV infection.
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