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Effect of miR-200c on Ox-LDL-induced injury of
human aortic endothelial cells
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Abstract: Objective To investigate the expression and effect of miR-200c on cell survival and apoptosis
in human aortic endothelial cells (HAECs) injured by oxidized low density lipoprotein (Ox-LDL). Methods The
expression of miR-200c in Ox-LDL injured HAECs was detected by qRT-PCR. After transfection of miR-200c
inhibitor, the cell viability and cell apoptosis were analyzed by MTT and flow cytometry respectively. Luciferase
assay was performed to detect whether Slit2 was the direct target of miR-200c. Results miR-200c expression
was up-regulated by Ox-LDL treatment in the HAECs in a time- and dose-dependent manner. miR-200c¢ inhibition
enhanced cell survival and inhibited cell apoptosis. Knockdown of miR-200c up-regulated Slit2 protein expression
level. The transfection of miR-200C inhibitor significantly increased the relative luciferase intensity of Slit2.
Furthermore, silencing of Slit2 partly reversed the effect of miR-200c inhibitor on cell survival and cell apoptosis.
Conclusions miR-200c is up-regulated in Ox-LDL-treated HAECs, and miR-200c inhibition impedes Ox-LDL-
induced apoptosis by targeting Slit2.
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