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Abstract: Objective To analyze the potential autophagy-related genes in dilated cardiomyopathy by bioinformatics, and to provide reference for clinical
treatment.Methods The mRNA expression profile of dilated cardiomyopathy was screened based on the GSE3586 data set in the GEO database. Potential
genes related to autophagy in dilated cardiomyopathy were screened by R software. Subsequently, protein—protein interaction ( PPI), correlation analysis,
gene ontology (GO) enrichment analysis and Kyoto Encyclopedia of Genes and Genomes (KEGG) pathway enrichment analysis were used to analyze the
differentially expressed genes related to autophagy in dilated cardiomyopathy.Results Twenty—one genes were identified to be closely related to autophagy
in ventricular septal tissue samples from 13 dilated cardiomyopathy patients and 15 normal people, including 15 up-regulated genes and 6 down-—
regulated genes. PPI analysis showed that there was interaction between dilated cardiomyopathy and autophagy-related differential genes. GO and KEGG
enrichment analysis showed that the differential genes related to dilated cardiomyopathy and autophagy were closely related to the biological function of
autophagy and autophagy signaling pathway.Conclusion Autophagy-related genes play an important role in the pathogenesis of dilated cardiomyopathy
by regulating autophagy, apoptosis and endocrine resistance, and provide guidance for subsequent treatment and research of dilated cardiomyopathy.
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