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[ Abstract ] Objective
carcinoma cells and the related molecular mechanisms.

To investigate the effect of silencing” B —catenin gene expression on biological behaviors of gastric
Methods
B —catenin—RNAI lentivirus (study group) and .p —catenin—negative lentivirus

Human gastric cancer MGC-803 cells were infected with
(negative control group), respectively. The
expression of B —catenin, Bax, Bcl-2, cyclin and MMP<7 proteins was detected by Western blotting. The apoptosis, cell cycle
and migration of infected and non-infected (normal control group) MGC-803 cells were determined by flow cytometry and
Transwell assay, respectively. Results{ The expression levels of B —catenin in study group was lower than that of the other two
groups(P<0.05). Cell apoptosis was increased(P<0.05), cell cycle was blocked at Gy/S phase(P<0.05) and the migration ability
was inhibited in MGCB803 cells after infected with B —catenin—-RNAI lentivirus (P<0.05). The expression of Bcl-2, cyclin D1 and
MMP-7 proteins was inhibited but-the expression of Bax was increased in MGC cells after B —catenin expression was silenced.
Conclusion The silence of B ~catenin 'gene expression can lead to increasing cell apoptosis, inhibiting cell cycle and migration
ability in gastric cancer-MGC<803 cells, which are associated with the down-regulation of f Bax, Bcl-2, cyclin D1 expression and
up-regulation of MMP-7 expression.
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