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Subacute thrombesis within drug-eluting stent in

elderly acute coronary syndrome patients
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[Abstract] Objective To analyse the cause of subacute thrombosis in drug-eluting stent after the percutaneous
coronary intervention (PCI) in elderly acute coronary syndrome (ACS) patients, Methods A cohort of consecutive
elderly ACS patients treated with PCI were selected from Jan 2004 to Jan 2008. The clinical data, characteristics of
coronary lesion and intervention procedure, as well as antiplatelet therapy of the patients with subacute thrombosis
were recorded. The reasons of subacute stent thrombosis were analyzed. Results Altogether 464 cases of consecu-
tive elderly ACS patients were enrolled into the study. Three of them (0, 65%) developed subacute stent thrombosis
within 1 week after PCL. The main risk factors related to the subacute stent thrombosis included target lesion calcifi-
cation, complex lesion, multiple stent implantation, without high pressure postdilation, without intravascular ultra-
sound study or optimal coherence tomography guidance. The common character of these factors was that they could
lead to the stent malapposition. Two of the three patients with subacute stent thrombosis died during emergency PCI
and one of them discharged after successful emergency PCl. Conclusion The main reason of subacute stent throm-
bosis in elderly patients with ACS is stent malapposition during PCIL.
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