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[ Abstract)
its related genes. Methods Eighteen PCD types were integrated to construct PCDScore, and key PCD types with an AUC value greater

Department of Cardiology, The
Objective To establish a prediction model for atherosclerosis ( AS) based on programmed cell death (PCD) and

than 0. 8 were screened by ROC curve analysis. Lasso regression and differential expression gene ( DEG) analysis were combined to
screen core genes. The prediction model was constructed and validated based on multiple GSE datasets. Single-cell sequencing analysis
was performed on the GSE159677 dataset. Results Necroptosis had the strongest predictive ability for AS (AUC = 0.84). Cluster of
differentiation 38 (CD38), granzyme B ( GZMB) , and keratin 8 (KRT8) were core genes significantly associated with AS. The pre-
diction model showed good prediction performance in the training set and validation set. The three genes were differentially expressed in

immune cells such as B cells, T cells, and NK cells significantly. Conclusions Necroptosis is most closely related to AS. The AS risk

prediction model based on CD38, GZMB, and KRT8 is stable and reliable. It has potential clinical application value.
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