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Abstract: Objective To explore the mechanism of Cynanchum paniculatum in the treatment of cervical
cancer based on the technology of network pharmacology and molecular docking. Methods The active ingre-
dients of Cynanchum paniculatum were selected using the TCMSP database,and the targets of action of the
active ingredients of the drug were predicted in SwissTargetPrediction and Targetnet data platforms. Three
databases, Genecards,OMIM and TTD, were used to retrieve the relevant targets in cervical cancer,and the
drug-disease intersection targets were screened by Venny online tool, and Cytoscape software was used to
construct the Cynanchum paniculatum-Active ingredient-Target interaction network. PPI network analysis
was performed on the intersecting targets using String database ,and KEGG and GO pathway enrichment anal-
ysis were performed on the intersecting targets using Metascape database. Finally, molecular docking was

verified using AutoDock and PyMol software. Results Six active ingredients of Cynanchum pawiculatum ,in-
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cluding tomentolide A ,cynapanoside C,cynatratoside B,etc,and 24 interaction targets of Cynanchum pawic-
ulatum with cervical cancer, such as JUN, MMP2, AURKA, etc, were screened. KEGG enrichment analysis
showed that the main pathways of Cynanchum paniculatum for cervical cancer were Pathways in cancer,
Endocrine resistance, Estrogen signaling pathway, etc. GO enrichment revealed that Cynanchum pawicula-
tum could be involved in gland development,reproductive system development,and had protein serine/threo-
nine/tyrosine kinase activity. The active ingredients of Cynanchum paniculatum have high binding ability to
the molecular docking of key target proteins. Conclusion Cynanchum paniculatum may act on key targets
such as EGFR, JUN, MTOR, PIK3CA and regulate the PI3K/AKT/MTOR and Ras/Raf/MEK/ERK signaling
pathways to inhibit the proliferation of cervical cancer cells and promote apoptosis of cancer cells, thus a-
chieving a therapeutic effect on cervical cancer.

Keywords : Cynanchum paniculatum ;Cervical cancer ; Network pharmacology; Molecular docking; Mech-

anism of action ;Signaling pathway
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