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Fig.1 Effect of aspirin on vascular endothelial cell proliferation
*P<0. 05 vs the control group
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Fig.2 Effects of aspirin on expression of phosphorylated p44/42 mitogen—activated
protein in ECV304 cell line
Lane 1: Control; Lanes 2-5: Aspirin at 1, 2, 5, and 10 mmol/L, respectively
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