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Abstract Objective: To investigate the relationship between the level of HDL-C and the severity of coronary
artery disease and its influence on the prognosis of interventional procedures. Methods: Ninty-six patients with a-
cute coronary syndrome who received interventional therapy in our hospital from January 2019 to December 2019

were selected for retrospective analysis, and general data, laboratory test results and Gensini score of the patients
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were collected. The patients were divided into 2 groups according to the presence or absence of MACE after inter-
ventional treatment. The above indicators of the 2 groups were compared, and multivariate logistic regression a-
nalysis was used to judge the comprehensive effect of each factor. Correlation analysis adopts Pearson correlation
coefficient method, and ROC analysis is used to evaluate the predictive value of APOE-HDL-C and Gensini score
for the prognosis of interventional therapy. Results: Multivariate logistic regression analysis based on univariate a-
nalysis showed that smoking history, diabetes, and elevated Gensini score were risk factors for MACE after inter-
ventional therapy, and elevated APOE-HDL-C were protective factors(P<C0.05). There was a negative correla-
tion between APOE-HDL-C and Gensini score(r = —0.693, P<C0.05). ROC analysis results showed that the
cut-off values of Gensini score and APOE-HDL-C for MACE after interventional therapy were 42 points, 4. 96
mg/dL; Area under the curve(AUC) were 0. 803(95%CI 0. 726—0. 880), 0. 879(95%CI 0. 814—0. 943). When
APOE-HDL-C is 4. 96 mg/dL, the sensitivity is 79. 17% and the specificity is 84. 19% (P <C0. 05). Conclusion:
The incidence of MACE in patients with ACS after PCI is mainly affected by smoking history, diabetes, APOE-
HDL-C level and Gensini score. There is a negative correlation between APOE-HDL-C level and Gensini score.
both of which can be used as predictors of MACE after PCI.

Key words  apolipoprotein E; high density lipoprotein cholesterol; Gensini score; interventional therapy;

prognosis prediction
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