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Mechanism of Trichosanthes Peel Injection in the treatment of coronary heart disease and angina pectoris:
a network pharmacology—-based study

GU Yuan—yuan,ZHONG Zhao—hui, WANG Wan-yue, LIU Tian—tian,ZHANG Xiao, GONG Ying,CAO Jun-ling’
Department of Pharmacy , Dongfang Hospital Affiliated to Betjing University of Chinese Medicine , Beijing 100078, China

[Abstract] Objective To investigate the mechanism of Trichosanthes Peel Injection in treating coronary heart disease
(CHD) and angina pectoris through the network pharmacology—based approach. Methods The effective components in
Trichosanthes Peel Injection were screened by using the Traditional Chinese Medicine Systems Pharmacology Database (TC-
MSP) , and the gene names were predicted and given. The targets related to angina pectoris and shared targets were searched
by the GeneCards database. Protein—gene interaction data were obtained by using the String database, and the interaction net-
work was drawn by Cytoscape 3.7.2. GO enrichment analysis and KEGG pathway enrichment analysis were performed on the
shared targets using the David database. Results The mechanism of Trichosanthes Peel Injection in the treatment of CHD and
angina pectoris was mainly through 20 signal pathways of 5 active components and 69 targets (including 20 core targets). Be-
sides, 137 biological processes, 33 cell components and 57 molecular functions were screened from 69 shared targets. The re-
sults of enrichment analysis showed that the injection mainly produced an effect on the cancer pathway, PPAR signaling path-
ways, proteoglycan pathway and prolactin signaling pathway. Conclusion By interacting with the core targets, the Trichosan-
thes Peel Injection may activate or block multiple signaling pathways to reduce inflammation, stabilize atherosclerotic plaques,
regulate lipoprotein metabolism, alleviate angina, and improve endothelium proliferation.
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