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Abstract Objective To explore the proliferation property of vascular smooth muscle cells in the stable CMKLR1 gene knock —
down mouse vascular smooth muscle cells (VSMCs) line. Methods The normal VSMCs,CMKLR]1 gene interfering control VSMCs line,
stable CMKLR1 gene knockdown VSMCs line were divided into nromal group,PDGF group, control group and CMKLR1 knockdown group.
The PDGF group, control group and CMKLR1 knockdown group were given platelet — derived growth factor - BB (PDGF - BB) to initiate
proliferation of VSMCs. Cell number counting and BrdU measurement were employed to investigate the proliferation property of VSMCs.
Results The VSMCs number and BrdU A value of PDGF group significantly increased which was higher than those of normal group (both
P <0.05). Compared with normal group, the CMKLR1 knockdown group obviously decreased in VSMCs number and BrdU A value (both

P <0.05). Simultaneously, there was no significant difference in the proliferation of VSMCs between normal group and control group.

Conclusion Inhibiting CMKLR1 signal transduction pathway can prevent the proliferation of mouse vascular smooth muscle cells.
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