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Mechanism of action of Radix Rhapontici in treatment of oral cancer:
A study based on network pharmacology and molecular docking
ZHANG Wencui' , YUAN Yuyao',LIU Likun®
(1. Shanxi Academy of Traditional Chinese Medicine, Taiyuan 030012, Shanxi, China;
2. Shanxi Provincial Hospital of Traditional Chinese Medicine , Taiyuan 030012, Shanxi, China)

[ Abstract] Objective: To investigate the mechanism of action of Radix Rhapontici in the treatment of oral cancer
based on network pharmacology and molecular docking. Methods : HERB and SwissTargetPrediction databases were used to
obtain the active components and targets of Radix Rhapontici,and DisGeNET, GeneCards, OMIM ,and TTD databases were
used to obtain the targets associated with oral cancer,as well as the potential targets of Radix Rhapontici in the treatment
of oral cancer. A traditional Chinese medicine (TCM) drug—component—target—disease network and a protein—protein in-
teraction network were constructed to analyze the association between related components and targets and the association
between targets. Gene ontology functional enrichment analysis and Kyoto Encyclopedia of Genes and Genomes pathway en-
richment analysis were used to investigate the molecular biological processes and pathways involved in treatment,and mo-
lecular docking was used to assess the affinity between the core components and the core targets. Results: A total of 287

targets were obtained for Radix Rhapontici in the treatment of oral cancer,and the active components such as ursolic acid,
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glycyrrhizin , farnesol , farnesyl acetate , and methyl maslinate and the targets such as PTPN11,STAT3, JAK1, JAK3, and

LCK were in the core positions of the network. Enrichment analyses showed that protein phosphorylation , the phosphatidyli-

nositol 3—kinase/protein kinase B signaling pathway, and cell apoptosis were the potential pathways involved in treat-

ment. Molecular docking showed that ursolic acid, glycyrrhizin, and methyl maslinate had strong affinity to the core

targets. Conclusion ; This study discusses the complex mechanism of action of Radix Rhapontici in the treatment of oral

cancer from the perspectives of multiple components , targets , and pathways, which provides a reference for further pharma-

codynamic studies.
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