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Effect of miR-381 on proliferation and migration of human aortic vascular smooth muscle cells by targeting HMGBI
CHEN Peng, LIU Yong-sheng ™ , ZHOU Deng-ming, WANG Ping. Xiangyang Central Hospital, Xiangyang 441000 , China
Abstract Objective: To investigate the effects of miR-381 on proliferation and migration of human aortic vascular smooth
muscle cells (HA-VSMCs) and its mechanism. Methods: The expression level of miR-381 was detected by RT-PCR, cell
proliferation and migration were detected by MTT and Transwell assay, the targeting relationship between miR-381 and
HMGBI1 was detected by double luciferase reporter gene assay, and the expression level of HMGB1 protein was detected by
Western blotting. Results: The proliferation and migration of HA-VSMCs could be promoted by platelet-derived growth factor
(PDGF), and the expression of miR-381 could be down-regulated by PDGF. The proliferation and migration of HA-VSMCs
induced by PDGF could be inhibited by miR-381 up-regulation. Double luciferase reporter gene assay confirmed that HMGBI1
was the target gene of miR-381. The inhibition of miR-381 on the proliferation and migration of HA-VSMCs could be reversed
by HMGBI up-regulation. Conclusion: MiR-381 can inhibit the proliferation and migration of HA-VSMCs by targeting
HMGBI.
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