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Abstract: Objective: To analyze the association of creatine kinase isoenzyme MB (CK — MB), G protein coupling
receptor APJ endogenous ligand (Apelin —13) and asymmetric dimethylarginine (ADMA) with the prognosis in pa-
tients with coronary heart disease (CHD) after percutaneous coronary intervention (PCI), and establish a nomo-
gram model. Methods: This retrospective study enrolled 150 patients with CHD admitted to 909th Hospital of Chi-
nese PLA Joint Logistic Support Force between January 2022 and February 2024. The primary outcome was inci-
dence of major adverse cardiovascular events (MACE) within 6 months after PCI. Multivariate Logistic regression
was used to identify the factors associated with primary outcome, and a nomogram prediction model was established.

The predictive performance of the model was evaluated using the receiver operating characteristic (ROC) curve.
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Calibration curve and decision curve analysis (DCA) were used to validate the calibration and clinical utility, respec-

tively. Results: A total of 150 patients were included in the final analysis, and 41 (27.3%) cases had unfavorable

outcome. Multivariate Logistic regression analysis showed that serum CK - MB (OR 1.09, 95%CI 1.02 - 1.16),
ADMA (OR 8.84, 95%CI 2.67—29.26), and Apelin — 13 (OR 0.98, 95% CI 0.97 —0.99) were associated with
primary outcome. A nomogram model was established using CK — MB and ADMA. ROC curve analysis showed that

the model had certain predictive efficacy (AUC 0. 791, 95%CI 0. 732 — 0. 860) for primary outcome. The calibration

curve showed that the nomogram had good calibration (training set P = 0. 398, validation set P = 0.898). DCA

showed net benefit when risk threshold probability was between 0. 500 and 0. 919, 0. 501 and 1. 000 in training set,

and validation set, respectively. Conclusion: Nomogram model incorporating CK — MB and ADMA has good predic-

tive performance for MACE in patients with CHD after PCI.

Key words: Coronary disease; Creatine kinase, MB form; Prognosis
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