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miR~-185 inhibits the migration and angiogenesis of HUVECs induced by VEGF by targeting MRTF-A
ZHANG Rui, LI Yu-ming, ZHAO Ming—feng
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Abstract Objective: To investigate whether the migration and angiogenesis of HUVECs treated by VEGF could be inhibited by
overexpression miR —185. Methods: HUVECs were transfected with miR —185 mimics and treated with 50 ng/mL of VEGF. HUVECs
migration ability was tested by wound heal assay and transwell assay. Angiogenesis was tested by Matrigel assay. Results: Wound heal
assay and transwell assay confirmed that miR-185 mimics inhibited VEGF -induced HUVECs migration and reduced the expression of

migration marker genes MYL9 and CYR61. Meanwhile, Matrigel assay showed that miR—185 mimics inhibited VEGF-induced HUVECs

angiogenesis. Conclusion: Overexpression miR-185 could inhibit the migration and angiogenesis of HUVECs induced by VEGF.
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