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Effect of KIAA1429 knockdown on invasion and

migration of human gastric cancer cells and its mechanism
Miao Ran, Wu Lisheng, Dai Congcong, et al

( Dept of General Surgery,The Affiliated Provincial Hospital of Anhui Medical University ,Hefei 230001)
Abstract Objective To observe the effect of inhibiting KIAA1429 gene on the invasion and migration of gastric
cancer cells, and to explore its mechanism. Methods The cells were randomly divided into two groups. The
knockdown group and the control group were transfected with the interfering lentivirus against the KIAA1429 gene
and the negative control empty lentivirus. The expression of KIAA1429 mRNA and protein was detected by quanti—
tative real-time polymerase chain reaction( qRT-PCR) and Western blot. The migration ability was observed by cell
scratch assay and Transwell assay. The invasion ability was observed by Transwell assay. Western blot was used to
detect the expression of epithelial-mesenchymal transition( EMT) —elated molecules( E-Cadherin, N-Cadherin) . Re—
The expression of KIAA1429 mRNA and protein was decreased after inhibiting the expression of KIAA1429

gene. Compared with the control group, the number of transmembrane cells in the knockdown group was de—

sults

creased , the migration distance was decreased at 24 h, the expression of N-Cadherin protein was decreased, the ex—
pression of E-Cadherin protein was increased ( P < 0.05) . Conclusion  Lentivirus-mediated inhibition of KI-
AA1429 gene expression can reduce the migration and invasion of gastric cancer SGC7901 and MGC803 cells. The
mechanism may be related to the regulation of N-Cadherin and E-Cadherin expression and inhibition of EMT.
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