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Study of Reendotheliazation after Placing the Drug Eluting Scent.
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Cultured human peripheral blood mononuclear cell indicated that the effects of cilostazol

induce the endothelial differentiation.

Furthermore, the PKA inhibitor was established

to control the cilostazol -—inducing activity toward endothelial cell. It is remained

unproven that cilostazol improves the delay of vascular endothelial regeneration caused

by SES.
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