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Effects of LAMS on Bcl-2. BaX gene protein of liver cancer cells
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[ Abstract]

Objective:To study the effects of LAMS on Bcl-2, BaX gene protein of liver cancer cells, Merhods:

MTT was used to determing the inhibiting action of the different concentrations of LAMS on liver cancer cells.
TUNEL method was used to determine the percentage of apoptosis cells. Immunohistochemical stainings were
used to analyse the changes of Bcl-2, BaX gene protein.Results: With the increase of LAMS concentration, the
inhibiting effects on multiplication of liver cancer cells were decreased and the number of apoptosis cells were

increased, the expression of Bcl-2 gene protein was decreased and the expression of BaX gene protein was
increased. Conclusion: LAMS can influence the expression of Bel-2. BaX gene protein of liver cancer cells.
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