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Summary Complex high-risk indicated patients(CHIPs) often need high-risk and complex coronary interven-
tional therapy due to the limited efficacy of traditional drug therapy. In recent years, PCSK9 inhibitors have per-
formed well in the benefits of cardiovascular adverse events in coronary heart disease. Inthe future research, They-
will be the novel focus in CHIP patients, such aswhether the application of PCSK9 inhibitors can reduce stent im-
plantation, and even achieve "drug revascularization", the changes of treatment strategies whichreduces the risk of
high-risk interventional therapy, as well as the optimal time of PCSK9 inhibitors.
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