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Influence of Adefovir Dipivoxil on T Cell Immune
Function of CHB Liver Cirrhosis

WANG Rugang, PU Chunwen, ZHOU Wei
( Dalian Sixth Peoples Hospital, Dalian 116031, Liaoning, China)

[ Abstract | Objective: To investigate the efficacy of adefovir dipivoxil on IL-2 and IFN-y level
change of CHB liver cirrhosis. Methods: A total of 104 CHB patients were divided into 56 cases of
compensated cirrhosis group and 48 cases of discompensation group. Both groups received adefovir dip-
ivoxil 10 mg/per day for 24 weeks. Serum HBV DNA level, HBsAg, HBeAg, HBcAb, ALT, Abl , T
cell immune function relevant index CD4 + , CD8 + , CD4 +/ CD8 + and CD4 + CXCR5 + TFH, IL-
2 and IFN-ylevel were tested before and after 24 weeks of treatment; observing HBeAG before and af-
ter treatment ( HBsAg, HBeAg, HBcAball converted from positive to negative ). Results: HBV DNA
Quantitative levels after operation and HBsAg, HBeAg, HBcAb presented as positive proportion,
which was significantly lower than before treatment( P <0.05) ; the ALT and Abl level in compensated
group was significantly higher than discompensation group(P <0.05); CD4 + and CD4 +/ CD8 +
value in both groups were both higher and CD8 + value was lower after treatment( P <0.05). CD4 +
CXCRS5 + TFH,IL-2 and IFN-vy levels in both groups all increased after treatment( P >0.05). Compa-
ring indexes of both groups, differences were not statistically significant( P >0.05). Conclusion: ade-
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fovir dipivoxil can improve T cell immune function in patients in different stages of liver cirrhosis, which

may be related to virus clearance and liver function improvement.
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