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Mechanism of action of Yanghe decoction in treatment of triple—negative
breast cancer: A study based on network pharmacology
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[ Abstract] Objective: To investigate the potential mechanism of action of Yanghe decoction in the treatment
of triple—negative breast cancer based on network pharmacology. Methods; TCMSP and HERB databases were used
to obtain the effective constituents of Yanghe decoction and predict their action targets, and an effective
constituent—target interaction network was constructed. DisGeNET and GeneCards databases were used to obtain the

targets associated with triple—negative breast cancer,and Xiantao Venny tool was used to obtain the intersecting tar-
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gets of Yanghe decoction and triple—negative breast cancer. STRING database and Cytoscape software were used to
construct a protein—protein interaction ( PPI) network ,and gene ontology (GO) functional enrichment analysis and
Kyoto Encyclopedia of Genes and Genomes (KEGG) pathway enrichment analysis were performed. FerrDb database
was used to obtain the targets associated with ferroptosis,which were intersected with the targets of Yanghe decoc-
tion and triple—negative breast cancer to construct a PPI network and perform GO functional enrichment analysis
and KEGG pathway enrichment analysis. Results: A total of 86 effective constituents were obtained for Yanghe de-
coction ,among which core components included quercetin and kaempferol ,and there were 207 corresponding action
targets. A total of 1748 targets were obtained for triple—negative breast cancer,and there were 89 common targets
between the two groups of targets, with the core targets including protein kinase B, mitogen—activated protein kinase
1 (MAPKI1) ,and phosphatidylinositol 3 —kinase regulatory subunit 1. KEGG analysis showed that the PI3K— Akt
signaling pathway and adherens junction were the main signaling pathways involved in the treatment of triple—nega-
tive breast cancer by Yanghe decoction. A total of 487 regulatory targets were obtained for ferroptosis,among which
MAPK1 and peroxisome proliferator—activated receptor gamma were the core targets of ferroptosis involved in the
treatment of triple—negative breast cancer by Yanghe decoction. Conclusion; The treatment of triple—negative breast

cancer by Yanghe decoction involves multiple key targets and signaling pathways,and the ferroptosis pathway might

be an important mechanism of action.
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