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Down-regulation of EZH?2 for antiangiogenesis by microRNA-101 as induced by laminar
shear stress
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University, Shenzhen 518000, China; 2. Department of Nephrology, Huadu People's Hospital, Guangzhou 510800, China;

3. Department of Vasculocardiology , Nanfang Hospital Affiliated to Southern Medical University, Guangzhou 510515, China)

Abstract: Objective To investigate the mechanism by which laminar flow shear stress regulates the expression of
microRNA-101 (miR-101) and the protein Zeste-enhanced homologue 2 (EZH2), as well as the effect on the function of
vascular endothelial cells. Methods Human umbilical vein endothelial cells (ECs) were selected as the study objects and
treated flow shear stress to detect the expression levels of miR-101 and EZH2, and its effect on endothelial cell angiogenesis is
further studied by inhibiting or overexpressing miR-101 and EZH2. Results Compared with the Control Group, the
endothelial cells treated with laminar flow shear stress had upregulated miR-101 expression, downregulated EZH2
Expression, and reduced angiogenesis (P<0.05 or 0.01). Inhibition of miR-101 expression in endothelial cells increased the
EZH2 protein level (P<0.05). In the endothelial cells treated with laminar flow shear stress, EZH2 expression was not
downregulated after inhibition of miR-101 in endothelial cells, and laminar flow shear stress showed no significant
antiangiogenesis effect (P>0.05). Conclusion Laminar flow shear stress may induce miR-101 to downregulate the EZH2
expression level, and thereby inhibiting angiogenesis.
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