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Abstract

Objective: To investigate the molecular mechanisms of experimental autoimmune myocarditis
(EAM), identify new biomarkers and targets for EAM, and provide new insights into myocarditis di-
agnosis and treatment. Methods: Through differential expression analysis of the EAM-related dataset
GSE155423 from the gene expression omnibus (GEO) database, we identified differentially expressed
genes (DEGs). A protein-protein interaction (PPI) network was constructed using the STRING data-
base. Hub genes were selected using Cytohubba. Feature genes within the Hub genes were further
screened using the support vector machine-recursive feature elimination (SVM-RFE) and random
forest (RF) machine learning algorithms. Finally, these hub genes were validated in an
lipopolysaccharide-induced myocardial injury model. Results: A total of nine hub genes were identi-
fied in GSE155423. Furthermore, the feature genes Cxc/9 and Cxc/10 were discovered. The high ex-
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pression of Cx¢/10 in the LPS-induced myocardial injury model was validated through qPCR and
Western Blot. Conclusion: Izgax, Ccl5, Cxcl10, Ifng, Csf2, Cxcl9, 116, Foxp3, and 1/1b are closely as-

sociated with the occurrence and development of EAM. The gene Cxc/10 may serve as a key target in

the underlying mechanisms of EAM development.
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