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In this study, we investigated wound healing process after stent-induced vascular injury in
the second generation drug-eluting stent (DES) such as zotarolimus-eluting stent (ZES) and
everolimus-eluting stent (EES) and compared with bare metal stent (BMS) or the first generation
DES. The BMS induced mobilization of endothelial progenitor cells (EPCs) that leads to
re-endothelialization in the injured vessel wall. However, ZES as well as EES substantially
inhibited the EPC mobilization and re-endothelialization, possibly leading to relapse and
prolongation of inflammatory reaction at late phase. even second generation DESs remain
problematic in terms of the wound healing process after vascular injury.
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