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(Abstract] Objective To predict the anti-breast cancer target and related signaling pathways, and explore the anti-breast
cancer mechanism of Prunella Vulgaris 1. by network pharmacology. Methods The potential active ingredients of Prunella
vulgaris 1. were searched and screened in the TCMSP and TCMID databases. The targets of potential active ingredients were
searched in the TCMSP database, and Cytoscape 3.7.1 software was used to construct active ingredients—target network map. The
breast cancer related genes were searched in the HPO and DisGe NET databases. Comparing the target of active ingredients of
breast cancer —related genes to get duplicates (ie. possible targets of active anti —breast cancer). The potential protein
interaction network (PPI) was constructed by using the String platform. The cytoscape 3.7.1 software was used to construct a
potential active componenti—target-breast cancer network of Prunella vulgaris L., and screen out the key targets based on the median
of degree, betweenness and closeness. Melascape database was applied to analyze KEGG signaling pathways of key targets and
perform GO biological processes enrichment. Results There were 19 active components in Prunella vulgaris 1., which acted on 253

targets, and it had 17 components that acted on 29 targets associated with breast cancer, 7 key targets, 7 main active ingredients,
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and 9 related signaling pathways. Conclusion Prunella vulgaris 1. can play the anti-breast effect through estrogen receptor, G1/S—

specific cyclin-D1, epidermal growth factor receptor and some correlation signaling pathway.

(Keywords) Prunella vulgaris 1; breast cancer; network pharmacology; active ingredients
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