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Abstract; Objective To study the impact of thalidomide on the immunological liver injury animal model in mice. Methods The
immunological liver injury animal model was established in mice by injection of Bacillus Calmette-Guerin(BCG) and lipopolysaccha-
ride (LPS). These mice were randomly divided into five groups:normal control group,model group, positive medicine group (cyclo-
phosphamide 100 mg/kg.ip,1,3 and 5 days after inoculation) , Salle Lenalidomide (low,medium and high dose group) ,and all of the
mice were continuously administrated for 15 days, the index of liver and spleen were detected; Spectrophotometric was used to detect
the levels of serum ALT,AST and the content of MDA ,SOD.GSH-Px in liver homogenates; HE stain was used to exanimate the
liver histopathology for the pathological grading and scoring of liver injury; ELISA was used to measure the expression of TGF-3, ,
IL-6 in liver homogenates; RT-PCR was used to detect the mRNA expression of TNF-¢ in liver tissue. Results Thalidomide can re-
duce the ALT, AST, MDA contents in these mice model,increase the SOD, GSH-Px activities and significantly reduce the index of
liver and spleen of the mice with immunological liver injury (P<C0. 05 or P<C0. 01) ;also it can reduce the TGF-8, ,IL 6 expression,
inhibit TNF-¢ mRNA expression,and reduce the damage degree of liver pathology. Conclusion Thalidomide can relieve the liver fi-
brosis after immunological liver injury, playing a protective role in the immunological liver injury mice model,and its mechanism may
be related to the inhibition of TGF-8, and TNF-a expression and the balance of cytokines.
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