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[Abstract] Objective To investigate the expression level of receptor-interacting protein kinase 1
(RIPK1) in peripheral blood mononuclear cells and to discuss its relationship with in-stent restenosis (ISR) in
patients with acute coronary syndrome (ACS) after percutaneous coronary intervention (PCl). Methods A total
of 188 patients with ACS, who received PCI at Beijing Fuwai Hospital of China between April 2017 and June
2019, were selected as the research objects. According to whether ISR occurred or not within one year after
PCI, the patients were divided into ISR group (n=51) and non-ISR group (n=137). Ficoll density gradient
centrifugation was used to separate mononuclear cells from peripheral blood, and Western blotting was used to
detect the expression level of RIPK1 in mononuclear cells. Results After PCI, the expression level of RIPK1
was decreased in both of the two groups, and the expression level of RIPK1 in the non-ISR group was lower than
that in the ISR group, the difference was statistically significant(P<<0.05). The reduction value of RIPK1 before
and after PCICARIPK1) in the non-ISR group was larger than that in the ISR group, the difference in the reduction
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value between the two groups was statistically significant(P<<0.05). The area under ROC curve, sensitivity and
specificity of RIPK1 in diagnosing ISR after PCI were 0.868, 78.43% and 84.67% , respectively. The diagnostic
efficacy of post-PCI RIPKI was higher than that of pre-PCI RIPK1 and ARIPKI, and the differences were
statistically significant(P<<0.001). Logistic regression analysis showed that FBG, the number of diseased vascular
branches, post-PCI RIPK1, and the length of vascular lesions were the independent risk factors for ISR within
one year after PCI in ACS patients(P<<0.05). Restricted cubic spline fitting Logistic regression analysis indicated
that RIPK1 bore a linear relationship with ISR. Conclusion RIPK1 is correlated to ISR within one year after

PCI in ACS patients, and its high expression level indicates a high risk of ISR occurring within one year after
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PCI. (J Intervent Radiol, 2021, 30. 438-442)
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