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[ Abstract] Atherosclerotic cardiovascular disease( ASCVD) is the leading cause of death and disability in the worldwide. At present,
the research of traditional cardiovascular risk factors including hyperlipidemia, hypertension and unhealthy lifestyles have been studied in
depth and made great strides. Although traditional risk factors have been fully popularized and effectively prevented, the residual
cardiovascular risk that may lead to recurrent adverse cardiovascular events in some patients remains to be fully studied. Percutaneous coronary
intervention is the cornerstone therapy for ASCVD, but its related complications should not be underestimated , which leads to a decrease of the
long-term survival rate for patients. How to make ASCVD patients get a better prognosis after treatment has always been a hot and difficult
point of research in the cardiovascular field. This review systematically summarizes the relationship between residual cardiovascular risk and
coronary stent failure, aiming to provide new ideas for the long-term prognosis and prevention of recurrent events in patients with stent
implantation.
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