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[Abstract] Being a minimally invasive, safe and effective therapy, endovascular stenting has been
widely used in the treatment of lower limb arteriosclerosis obliterans (ASO) in recent years, but the incidence of
in-stent restenosis (ISR, i.e. the reduction of the vascular diameter>50% of the reference vessel diameter) is
rather high. Therefore, how to treat ISR has become a major clinical issue. Non-coding ribonucleic acid (ncRNA)
is a generic term for a group of RNA molecules that do not encode proteins, such as microRNA (miRNA), circle
RNA (circRNA ), long-chain non-coding RNA (IncRNA ), which can regulate the phenotypic transformation of
vascular smooth muscle cells in ncRNA, e.g. proliferation, migration, apoptosis, neointimal proliferation,
ete. This paper aims to illustrate the value of ncRNA (as a possible biomarker or potential therapeutic target)
and to expound the relevant new ideas and discoveries in the treatment of ISR. (] Intervent Radiol, 2021,
31: 210-213)
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