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ABSTRACT Objective: To investigate the Treg cells suppressing the dendritic cells in the pathogenesis of chronic hepatitis B.
Methods: CD4'CD25 regulatory T cells and the expression of CD80 and HLA-DR on DC in patients with CHB and the control group
were detected. Treg cells of CHB and DC of the controls were cultured with different ratio and time, then the concentrations of IL-10 and
TGF-B were detected by ELISA. Results: The frequency of Treg cells in CHB group was higher than that of the control group with
statistically significant difference (P<0.05); The expressions of CD80 and HLA-DR in CHB group were lower than those of the control
group with statistically significant difference (P<0.05); Then CD4" CD25" regulatory T cells in CHB group could significantly suppress
effects on DC immunity with time-and-dose depended; The secretion of IL-10 and TGF-f increased significant in CHB group(P<0.05).
Conclusions: The increasing Treg cells of patients with CHB may suppress DC by inducing the expressions of IL-10 and TGF-.
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