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Pathologic observation on liver of C57-TgN(HBVadr 2, 0)SMMU transgenic mice
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"ABSTRACT] Objective: To observe the histological and immunopathological change of liver in hepatitis B virus transgenic
mice C57-TgN(HBV adr 2. 0) SMMU. Methods: Totally 168 transgenic mice and 15 normal C57BL/6 mice, raised in SPF

grade animal husbandry unit, were chosen for this study. The liver was taken for histopathologic examination under light mi-
croscopy after Hematoxylin-Eosin stain. Twenty specimens with intrahepatic mononuclear cell infiltration were chosen to study
the immunochistochemical location of leukocyte differentiation antigen. Results: Pathological lesion similar to human chronic
hepatitis B was found in 37.5% (63/168) transgenic mice, and 32. 7% (55/168) transgenic mice had mild nonspecific abnor-
malities. The frequency of chronic liver lesion was significantly correlated with age. Most of the infiltrated intrahepatic mono-
nuclear cells were CD3 and CD4 positive lymphocytes. Conclusion: The C57-TgN(HBV adr 2. 0)SMMU transgenic mice have
some histopathological changes similar to human chronic hepatitis B.
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