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The effects of anti-hepatitis B virus treatment on the variations of T-lymphocyte subsets in peripheral blood of HBeAg-
negative chronic hepatitis B patients LIU Xiao-gin (Department of Infections,People’s Hospital of Dian]iang
Chongqing 408300, China)

[Abstract] Objective To investigate the variation of T lymphocyte subsets in peripheral blood of patients with
HBeAg-negative chronic hepatitis B after the treatment of Lamivudine. Methods Folw cytometry was used to detect
the CD4™ ,CD8" T cell,liver function and HBV-DNA in 70 patients with HBeAg-negative chronic hepatitis B. These
indicators were detected again after 24 weeks therapy of Lamivudine. Results The percentage of CD4" T cell was
lower, but higher in CD8" T cells,and both had statistical differences compared with controls(P<C0. 05). After the
antiviral therapy by Lamivudine for 24 weeks,the expression of HBV-DNA, ALT and AST significantly degraded and
the clinical symptoms also improved, furthermore the expression of CD4" T cell obviously increased(P<C0. 05). Con-
clusion T-lymphocyte palyed extremely important role in the course of disease with HBeAg-negative chronic hepati-

tis B patients and anti-hepatitis B virus treatment could enhance cellular immunity of the patients,and improve the ex-

.

pression of T-lymphocyte subsets.
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