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Role of Relaxin-2 in the migration of human vascular smooth muscle cells and its underlying mechanisms
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[Abstract] Objective

smooth muscle cells (VSMCs). Methods

To investigate the effect and the associated mechanism of Relaxin-2 in the migration of human vascular
The migration of VSMCs in responsing to Relaxin-2 was evaluated by using wound heal-
ing assay and transwell assay,and the cell signaling proteins,including Akt, ERK and NF-kB p65,in responsing to Relaxin-2 were
measured by using Western blotting assay. Results Relaxin-2 can promote the migration of VSMCs in a dose-dependent manner,
NF-«B inhibitor BAY11-7082 can block the expression of MMP-9 and MMP-2 induced by Relaxin-2, pretreatment with PI3K inhibi-
tor .Y294002 and ERK inhibitor U0126 can reduce the activation of NF-kB p65 induced by Relaxin-2. Conclusion NF-xB p65 could

be activated by the activation of PI3K/Akt and ERK signaling pathway induced by Relaxin-2,thereby promoting the expression of

MMP-9 and MMP-2,and inducing VSMCs migration effect.
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