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ABSTRACT Objective: To study the effects and mechanisms of Sodium ferulate (SF) on human aortic soomth muscle cells
(HASMCs) and endothelial cells (HAECs) to approach its potential possibility for in-stent restenosis. Methods: HASMCs and HAECs
were treated with different concentrations of SF and divided into 6 groups (0 pg/ml, 0.1 pwg/ml, 1 pwg/ml, 10 pwg/ml, 100 pg/ml, and 1000
pg/ml).Cell viability was determined by CCK-8 kit. Cell migration distance was evaluated by Scratch wound healing assay. Changes of
FoxM1 and VEGF expression in HAECs were detected through the Immunocytochemistry method, Western blot and image analysis.
Results: SF inhibited proliferation and migration of HASMCs in a does-dependent manner (10-1000 pg/ml)(P <0.05). However, SF
promoted proliferation and migration of HAECs in a dose-dependent manner (0.1-100 pg/ml)(P<<0.05). The expression of FoxM1 and
VEGF was increased in a does-dependent manner in HAECs (P < 0.05). Conclusion:SF may inhibit proliferation of HASMCs, and
promote vascular endothelial healing through increasing the expression of FoxM1 and VEGEF. It suggests that SF may be an effective
agent for in-stent restenosis.
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Fig. 1 Cellular viability changes in HASMCs and HAEC:s cultured with different concentrations of SF, ¥P<<0.05 vs. 0 pg/mL.
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Fig. 2 Migration distance changes in HASMCs and HAECs cultivated with different concentrations of SF ¥*P<<0.05 vs. 0 pwg/mL
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Fig. 3 Immunofluorescence staining of FoxM1 and VEGF in HAECs(A): control group(top), 10 pwg/mL group(bottom). Quantitation of FoxM1 and
VEGF expressed in gray value per cell in different groups(B). *P<<0.05 vs. 0 pg/mL
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Fig. 4 Expression of FoxM1 and VEGF in HAECs cultivated with SF at 24h(A), Western blot analysis of FoxM1 and VEGF at 24h
(B). ¥*P<<0.05 vs. 0 wg/mL(IOD:integral optical density)
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