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[ Abstract] Objective To investigate the value of interleukin-35 (1L-35) in the pathogenesis of
hepatitis B virus ( HBV) continuous infection by detecting the expression levels of IL-35 in patients with
HBYV infection. Methods The levels of IL-35 in the peripheral blood of 27 cases with chronic severe
hepatitis B (CSHB) , 69 cases with chronic hepatitis B (CHB) , 24 cases with liver cirrhosis (LC), 29
cases with asymptomatic carriers ( ASC) and 26 normal controls (NC) were detected by enenzyme-linked
immunosorbent assay (ELISA) , respectively. The levels of IL-35 in different groups were compared. The
correlation between IL-35 and liver function such as ALT, AST, TBil, ALB and HBV DNA was studied.
Results The levels of IL-35 in patients with HBV infection were significantly higher than those in NC
group. The levels of IL-35 in CSHB were significantly higer than those in CHB, LC, ASC and NC groups
(P<0.05). The levels of TL-35 in CHB were significantly higher than those in ASC and NC groups( P <
0.05), but there was no significant difference between CHB and LC groups. And levels of IL-35 in ASC
were significantly higher than those in NC group(P < 0.05). The levels of IL-35 were positively correlated
with ALT, TBil and PT, but negatively correlated with ALB and not significantly correlated with AST and
HBV DNA. Thre were no significant difference in levels of 1L-35 between patients with HBeAg positve and
HBeAg negative. Conclusions The higher levels of IL-35 in peripheral blood of patients with HBV infection

indicates that IL-35 might play an important role in the pathogenesis of HBV continuous infection and could
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provide a new idea for rescuing HBV infection by regulating IL-35.
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