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Exploring the Mechanism of Kaempferol in the Treatment of Castration—Resistant Prostate Cancer Based

on Network Pharmacology and Molecular Docking”

MAO Zheng', TAN Wu-bin?, CHEN Gui-heng?, ZHENG Jue?, CHEN Hao? LI Tie—qiu*, YANG Ke?
(1Hunan Changsha County People's Hospital, Changsha410100; 2Hunan Provincial People's Hospital, Changsha 410002)

Abstract: Objective: To analyze the targets of kaempferol in the treatment of castration-resistant prostate cancer
(CRPC) using network pharmacology methods and molecular docking techniques, and to explore its related molecular
mechanisms. Methods: The targets of CRPC were retrieved from the DisGeNET database, the therapeutic targets of
kaempferol were obtained from the Swiss Target Prediction database, and the target intersection was used as the core target
of kaempferol against CRPC through the Venn diagram tool. “ClusterProfiler” package in R studio to perform GO and
KEGG pathway enrichment analysis on the core targets and predict the biological processes and key signaling pathways of
kaempferol for CRPC treatment. Results: The 29 core targets of kaempferol treatment for CRPC were identified: ESR1,
SRC, EGFR, AKTI1, PTGS2, CYP19A1, MMP9, ABCG2, ESR2, IGFIR, etc. mainly through the regulation of the
endocrine resistance pathway, EGFR tyrosine kinase inhibitor resistance, Proteoglycans are found in cancer, the PI3K-AKT
signaling pathway and Estrogen signaling pathway, etc. Conclusion: This study predicted the core target, biological
processes and key signaling pathways of kaempferol treatment for CRPC, which will contribute to the clinical application
of kaempferol in the treatment of castration-resistant prostate cancer.

Key words: Castration-resistant prostate cancer; Network pharmacology; Molecular docking; Kaempferol; Target;
Signaling pathway
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