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Bioinformatics Analysis of FKTN Mutant Dilated Cardiomyopathy Related Genes
CHEN Cheng, SU Danyan, QIN Suyuan, HUANG Yuqin, YE Bingbing, HUANG Yanyun, PANG Yusheng
(Department of Pediatrics, the First Affiliated Hospital of Guangxi Medical University, Nanning 530021, Guangxi, China)
Abstract: Objective To investigate the pathogenic mechanism of FKTN gene mutation in dilated cardiomyopathy. Methods The GSE138280 gene
expression profile related to FKTN was downloaded from the Gene Expression Omnibus database, and the differential expression of FKTN gene
mutation myocardial tissue and normal myocardial tissue was analyzed. The heatmap R package was used to display the differentially expressed genes
in the FKTN gene mutant myocardial tissue, and further enrichment analysis of the differentially expressed genes was performed to find the
enrichment pathways. Protein interaction network analysis was used to find the key pathway proteins in the FKTN gene mutant myocardial tissue, and
to find its pathogenic mechanism and therapeutic targets. Results Bioinformatics analysis of FKTN gene showed that compared with the healthy
control group, 5636 differentially expressed genes were identified in the FKTN mutation group, of which 2630 were up-regulated and 3006 were
down-regulated. Among the up-regulated genes, GO analysis found that it was mainly concentrated in inflammatory response and extracellular matrix
collagen fiber proliferation. KEGG pathway analysis found that they were mainly enriched in the interaction of cytokine —cytokine receptor,
interleukin—17 signaling pathway, tumor necrosis factor signaling pathway, chemokine signaling pathway, P53 signaling pathway and extracellular
matrix receptor interaction. Protein interaction network analysis found that the key node genes were Fnl, CD44, Kif18a, CXC, Saa3; among the down—
regulated genes, GO analysis found that they were mainly concentrated in calcium transport, myocardial contraction, endoplasmic reticulum, sarcomere,
microtubule and protein glycosylation. KEGG pathway analysis found that they were mainly concentrated in myocardial contraction, dilated
cardiomyopathy and calcium signaling pathway. Protein interaction network analysis found that the key node genes were Asbl5 and Efcab2.
Conclusion The pathogenesis of mice with FKTN mutation —related DCM may be related to intracardiac calcium homeostasis, cardiomyocyte
inflammation, microtubule abnormalities, and extracellular matrix hyperplasia.
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