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Mechanism of Taohe Chengqi Decoction in treating sepsis-induced myocardial
dysfunction based on network pharmacology
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Abstract: Objective To explore the potential therapeutic targets of Taohe Chengqi Decoction for sepsis-induced myocardial
dysfunction based on network pharmacology. Methods The active constituents and target genes of Taohe Chenggi Decoction were
screened based on TCMSP and Uniprot database. Target genes of sepsis-induced myocardial dysfunction were screened by gene cards
database, and the intersection between the targets associated with the components of Taohe Chenggi Decoction and sepsis-induced
myocardial dysfunction was performed and visualized by Venn diagram. Cytoscape software was used to construct ‘active
component-target’ interaction network diagram. The same target genes were uploaded to the STRING database, the protein interaction
network map ( PP1) was constructed, and core genes were screened by using R language. Gene Ontology (GO) enrichment and Kyoto
Encyclopedia of Genes and Genome (KEGG) pathway enrichment of key targets were analyzed using functional enrichment analysis
web tool Webgestalt 2019. Results The 64 active components and 20 effective targets of Taohe Chenggi Decoction in the treatment of
sepsis-induced myocardial dysfunction were predicted. Core genes in PPl network are RAC-alpha serine/threonine-protein
kinase(AKT1), Heme oxygenase 1(HMOX1), Transcription factor AP-1(JUN), etc. GO enrichment analysis shows that it can affect
acute inflammatory response, muscle cell proliferation, reactive oxygen species metabolic process, extrinsic apoptotic signaling
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pathway, etc. Enrichment analysis of KEGG pathway showed that AGE-RAGE signaling pathway in diabetic complications and fluid
shear stress and atherosclerosis pathways were the most significant pathways, followed by TNF signaling pathway and Toll-like
receptor signaling pathway. Conclusions Based on network pharmacology, Taohe Chenggi Decoction can treat sepsis-induced

myocardial dysfunction by multiple targets and multiple pathways, such as anti-inflammatory, anti-apoptosis, promote cell survival.
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Fig. 2 Interaction network of active components and targets of Taohe Chengqi Decoction
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