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Effect of Se-methylselenoeystein on antioxidation and the gene

expression of Survivin in MCF-7 cells
Luo Yajie Xu Lu Shao Jihong et al
( Dept of Public Health Xuzhou Medical College Xuzhou 221004)

Abstract Objective To investigate the effect of Se-methylselenoeystein( MSC) on the proliferation and apoptosis
in breast cancer cell line MCF. Methods The human breast cancer MCF-7 cells were treated with different con—
centrations MSC: 12.5 25 50 100 200 pmol/L. The cell viability was examined by methyl thiazolyl tetrazolium
( MTT) assay the apoptosis detected by Hoechst stain the activity of superoxide dismutase( SOD) determined by
nitrotetrazolium blue chloride( NBT) and the level of malondialdehyde ( MDA) detected by thiobarbituric acid
( TBA) . The expression of survivin gene in MCF-7 cells was test by RT-PCR. Results The proliferation of MCF-
7 cells was inhibited by MSC  the cell viability reduced gradually with MSC concentration increased( P <0. 01) . In
the MSC pretreatment group it showed cell rounded nuclear shrinkage chromatin concentration by fluorescence
staning. MSC could decrease the activity of SOD and increase the level of MDA( P <0. 01) . The survivin gene ex—
pression in MSC pretreatment group was lower than that of control group( P <0.01) . Conclusion MSC can inhibit
the proliferation of MCF-7 cells through regulating oxidative statues and the expression of survivin gene. MSC a kind
of new nutrition fortification is being expected to be a new material to prevent and treat the breast cancer.
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