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Regulation of miR-200a on migration and invasion of non-small cell lung
cancer and its mechanisms
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[ Abstract] Objective:To study the regulatory effect and mechanism of miR-200a on migration and invasion of non-small cell
lung cancer. Methods: Lung cancer A549 cells were cultured and grouped. NC over-expression group was transfected NC mimics, miR-
200a over-expression group was transfected mimics,NC inhibiting group was transfected NC inhibitors, and miR-200a inhibiting group
was transfected miR-200a inhibitors. Wound healing test was used to detect the migration ability of cells, transwell was used to detect
the invasion ability of cells,western blot was used to detect the expression of migration genes N-cadherin and Vimentin,invasion genes
matrix metalloproteinase (MMP) 2 and MMP9 , B-catenin. Results; Compared with NC overexpression group,the migration and invasion
ability of miR-200a overexpression group was significantly weakened, and the expression of N-cadherin, Vimentin, MMP2 ,MMP9 and 8-
catenin were significantly reduced. Compared with NC inhibition group,the migration and invasion ability of miR-200a inhibition group
was significantly enhanced,and the expression of N-cadherin, Vimentin, MMP2 MMP9 and B-catenin was significantly increased. Con-
clusion : miR-200a can inhibit the migration and invasion of non-small cell lung cancer,and this inhibition is related to the targeting in-
hibition of B-catenin.
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