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The immunosuppressive effect of IL-35 in the pathogenesis of chronic hepatitis B”
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Abstract: Objective To discuss the immunosuppressive effect of I1.-35 in the pathogenesis of chronic hepatitis B.
Methods Selected 45 cases of chronic hepatitis B stayed in Tibet for a long time in June -2017 June 2016 were selected
as the observation group.45 healthy adults receiving physical examination center over the same period as the control
group,respectively,on Thl7 cells in peripheral blood of two groups of 11.-35, hepatitis B virus nucleic acid (HBV
DNA) levels were measured and peripheral blood mononuclear cells 11.-35 stimulation, Th17 cells, II.-17 and 11.-22
were observed before and after stimulation,the treatment process of HBV epitope peptide induced Th17 cells and the
expression level of IL.-35. Results the I11.-35 in the observation group was significantly higher than that of the control
group. The HBV DNA and IL.-35 expression in the two groups were statistically significant (P<C0. 05). Peripheral
blood Th17 cells specific for two groups of subjects expression was not statistically significant (P>>0. 05) ,but the ob-
servation group subjects peripheral blood HBV expression was significantly higher than the control group of Th17 cells
induced by the peptide,with statistical significance (P<Z0. 05). In the observation group,after stimulation with 1L.-35,
the HBV epitope peptide induced Th17 cells,11.-17 and 11.-22 significantly decreased,and the expression of Th17 cells,
I1.-17 and IL.-22 before and after stimulation was statistically significant (P<C0. 05). The observation group of patients
before treatment,24 weeks of treatment and treatment of HBV epitope peptide expression in Thl7 cells induced by 48
weeks was not statistically significant (P>>0. 05). After treatment, patients in the observation group the level of 11.-35
decreased gradually.24 weeks and 48 weeks of treatment, the expression of 11.-35 was statistically significance before
treatment( P<C0. 05). Conclusion In the pathogenesis of chronic hepatitis B,11.-35 plays an immunosuppressive role,

which can affect the persistent infection of hepatitis B virus and endanger the immune function of patients.
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