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Effect of ACTN4 on Invasion and Migration of Gastric Cancer Cells.
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Abstract Objective To investigate the expression of ACTN4 in gastric cancer cells SGC7901 and normal gastric mucosa epithelial
cells RGM -1 and detect the effect of ACTN4 on the invasion and migration of gastric cancer cells SGC7901. Methods The expression
of ACTN4 in SGC7901 cells and RGM -1 cells was detected by qRT — PCR and western blotThe scilencing effect of ACTN4 — siRNA was
detected by qRT - PCR. After siRNA and control siRNA transfected into SGC7901 cells, the invasion and migration ability of SGC7901
cells were analyzed by transwell assay. Results The expression of ACTN4 in SGC7901 cells was higher than in RGM -1 cells. ACTN4
expression of SGC7901 cells was effectively silenced by ACTN4 — siRNA and the invasion and migration abilities of SGC7901 cells de-

creased after transfected ACTN4 - siRNA. Conclusion

cancer.

ACTN4 may play an important role in the invasion and migration of human gastric
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