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Abstract Objective To investigate the effects of chrysin on the proliferation of vascular smooth muscle cells (VSMCs) induced by
platelet derived growth factor (PDGF) - BB and the possible mechanism. Methods Proliferation of VSMCs was measured by WST -1
assay. DNA synthesis of VSMCs was determined by 5 — bromo — 2" — deoxyuridine ( BrdU ) incorporation. Flow cytometric analysis was car-
ried out to analyze cell cycle of VSMCs. Western blot was performed to evaluate protein levels of cyclin — dependent kinase (CDK) 4,
CDK6 and p27“" (a CDK inhibitor). Results Chrysin inhibited PDGF — BB — induced VSMCs proliferation and DNA synthesis in a con-
centration — dependent manner. 12.5pumol/L chrysin pretreatment caused PDGF — BB — stimulated VSMCs to arrest at G,/G, phases, and
this arrest was accompanied by decreases in CDK4 and CDKG6 protein levels, and an increase in p27""" expression. Conclusion Chrysin
can suppress the proliferation of VSMCs induced by PDGF — BB. The possible mechanism is related to cell cycle arrest mediated by re-
duced protein levels of CDK4 and CDK6 as well as elevated p27""™ levels.
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