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Protective effect of miR-143-3p on brain microvascular endothelial cells with oxygen-glucose deprivation and
its mechanism Chen Boyong * , Gao Qingchun™ , Wang Yuzhou, etal. * Department o f Neurology , the Sec-
ond Affiliated Hospital of Guangzhou Medical University , Guangzhou 510260

[Abstract] Objective To investigate the protective effect of microRNA-143-3p (miR-143-3p) on rat
brain microvascular endothelial cells with oxygen-glucose deprivation (OGD) and its mechanism. Methods
The rat brain microvascular endothelial cells (rBMECs) injury model induced by OGD was established. They
were divided into normal culture group and OGD group, miR-143-3p expression levels in rBMECs of two
groups at different time were detected by gqRT-PCR. Interfering miR-143-3p expression in rBMECs, the exper-
iment was divided into normal culture group, OGD group, NC inhibitor + OGD group and miR-143-3p inhibi-
tor + OGD group. The relative expression levels of miR-143-3p in cells of four groups were detected by qRT-
PCR. The cell proliferation, cycle and apoptosis in cells of four groups were assessed by MTT assay, flow cy-
tometry assay., respectively. Results Compared with the normal culture group, the relative expression levels
of miR-143-3p in rBMECs increased significantly after 2, 4, 6, 8 and 10 h after OGD treatment in OGD group,
and showed a marked upward trend. Transfection of miR-143-3p inhibitor could significantly reduce miR-143-
3p relative expression levels in rBMECs under OGD treatment. Compared with normal cultured group, the a-
bilities of cell proliferation, cycle transformation in OGD group significantly decreased, while the apoptotic rate
significantly increased. Compared with NC inhibitor + OGD group, the abilities of cell proliferation, cycle
transformation in the miR-143-3p inhibitor + OGD group significantly increased, while the apoptotic rate sig-
nificantly decreased. Conclusion OGD treatment significantly inhibited cell proliferation, cycle transformation
of rtBMECs, and promoted apoptosis. Interference miR-143-3p expression had protective effects on rBMECs
under OGD conditions.
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