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Abstract: Objective

To investigate the relationship of the MIA2 expression in hepatoma cells with HBV infection status. Meth-

ods Cultured HBV-negative and HBV-positive hepatoma cell lines HepG2 and HepG2. 2. 15 cells, to investigate MIA2 protein ex-

pression differences in two cell lines by immunohistochemistry and Western blot analysis. Results

The MIA2 protein expression

level reduced in the HepG2. 2. 15 cell line compared with HepG2 cell line, the result was statistically difference. Conclusion MIA2

protein expression in HBV-positive liver cancer cells reduced. The results indicat a possibility that HBV infection may lead to liver

cancer through inhibiting MIA2 expression.
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