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Summary Even the interventional techniques and stent design continue to improve, unresolved problems a-
bout stent biocompatibility persist, including neoatherosclerosis and delayed re-endothelialization, which cause in-
stent restenosis(ISR) and stent thrombosis(ST). High-density lipoprotein(HDL) is widely recognized as an es-
sential anti-atherogenic factor that plays a protective role against atherosclerotic cardiovascular disease(ASCVD).
It can maintenance of vascular endothelial function, protection of endothelial integrity, enhancement of re-endothe-
lialization, reduction of inflammation and platelet activation, playing a certain role in improvement of stent bio-
compatibility after percutaneous coronary intervention(PCI). The article is to review the effect of HDL on stent

biocompatibility in ASCVD patients following PCI and discuss a novel therapeutic direction of HDL infusion

e 11

therapy.
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