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Molecular Mechanism of Zhishi Xiebai Guizhi Decoction in Treatment of Coronary Heart

Disease Based on Network Pharmacology
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(Abstract] Objective To analyze the action mechanism of Zhishi Xiebai Guizhi Decoction in the treatment of
coronary heart disease based on network pharmacology. Methods TCMSP was used to select the chemical compounds and the
effect targets related to the Zhishi Xiebai Guizhi Decoction; The targets related to coronary heart disease were screened
through OMIM and NCBI databases. The common targets of disease —drug component were selected by intersecting disease
targets with drug targets. A protein—protein interaction (PPI) network model was constructed using the STRING platform. The
"Compound—Active Compounds—Targets—Disease" interaction network was constructed by Cytoscape software. Kyoto Encyclopedia
of Genes and Genomes (KEGG) pathway and Gene Ontology (GO) functional enrichment analysis were performed by R language.
Results A total of 1801 disease targets and 42 drug targets were screened out by network analysis. For 26 of the common
targets (62% of the target of Zhishi Xiebai Guizhi Decoction) were analyzed. A total of 119 biological processes and 58 pathways
were found to be significantly enriched. Conclusion Zhishi Xiebai Guizhi Decoction in the treatment of coronary heart disease has

the characteristics of multiple targets and multiple pathways. Its mechanism may be related to the regulation of cell metabolism
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and apoptosis, lipid metabolism and other processes in the development of coronary heart disease.

(Keywords) Zhishi Xiebai Guizhi Decoction; coronary heart disease; targets; pathway; network pharmacology
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