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Abstract: Objective: To screen mitophagy — related biomarkers of atherosclerosis. Methods: GSE100927 dataset was
served as the training set, and mitophagy — related biomarkers of atherosclerosis were screened using weighted gene
co — expression network analysis (WGCNA), three machine learning algorithms (LASSO regression, random forest
and XGBoost), and other comprehensive bioinformatics analysis techniques. A nomogram model was constructed to
evaluate the diagnostic value of these biomarkers. Results: Receiver operating characteristic (ROC) curve analysis
showed that tumor necrosis factor (TNF), cyclin — dependent kinase inhibitor 2A (CDKNZ2A) and human leukocyte
antigen A (HLA — A) had good diagnostic value for atherosclerosis. A nomogram model based on these three bio-
markers showed good diagnostic capability for atherosclerosis (training set area under the ROC 0.985, 95% CI
0.969 —1). Conclusion: TNF, CDKN2A and HLA — A were potential biomarkers for diagnosing atherosclerosis.
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