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Impact of Msil siRNA on the Migration and Invasion of SW —480 Cell Line. ~Wei Jianguo,Zhao Fang ,Sun Aijing. Department of Pathol-
ogy, Shaoxing People's Hospital , Zhejiang 312000, China

Abstract Objective To investigate the effect of silencing Msil gene with siRNA on cell migration and invasion of SW —480 cell
line. Methods Msil - specific siRNA was designed and synthesized. Small interfering RNA was transfected into SW — 480 cells to
knockdown the Msil expression. Protein levels of Msiland MMP9 were detected by Western blot. Protein levels of MMP9 were detected by

immunohistochemical assay. Cell migration and invasion were detected by wound healing assay and transwell assay. Results RNA inter-
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ference efficiently suppressed the Msil expression in SW — 480 cell line after SW — 480 cells transfected with Msil siRNA. Wound Healing

assay and Transwell assay showed that Msil gene was interfered. SW — 480 cells significantly reduced migration and invasion(P <0.05) ,

and the expression of MMP9 protein levels decreased. Conclusion Downregulation of Msil leads in to significant inhibition of cell migra-

tion and invasion in the SW —480 cell line. The reduction of MMP -9 in protein expression may be involved in this process.

Key words Colon cancer; Msil ;RNAi; Migration; Invasion
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