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Abstract: Objective To explore the potential targets and action mechanisms of polyphyllin I in treating cervical cancer through
network pharmacology, molecular docking, and in vitro experiments. Methods The potential targets for polyphyllin I in treating
diseases were obtained from the Swiss Target Prediction database. Potential targets for cervical cancer were searched in the GeneCards
and OMIM databases. The “polyphyllin I —intersection target” network was constructed using Venny 2.1 and Cytoscape 3.10.0. The
potential core targets of polyphyllin I against cervical cancer were screened out by constructing a PPI network map through the STRING
platform. The signaling pathways and biological functions of the core targets were analyzed by enrichment analysis. The binding

potential of polyphyllin I to the core target proteins in the key signaling pathways was evaluated by molecular docking. The proliferation
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ability of cervical cancer cells was detected by the CCK-8 method, the migration ability of cells was detected by the scratch test, and
the expression levels of target proteins were detected by Western blotting. Results A total of 105 potential targets for polyphyllin I in
treating cervical cancer were identified from the databases, 96 intersection targets were obtained by Venn diagram, and 35 core targets,
such as SRC, EGFR, CASP3, STAT3 were screened through the protein interaction network. GO analysis showed that polyphyllin I
was significantly enriched in 200 biological processes, 40 molecular functions and 49 cell components. KEGG enrichment analysis
obtained 99 pathways. Molecular docking showed that polyphyllin I had good binding force with the JNK, ERK, and p38. In vitro cell
experiments showed that polyphyllin I inhibited the proliferation and migration of SiHa cervical cancer cells. Western blotting analysis

showed that polyphyllin I can up-regulate the expression of phosphorylated protein in MAPK signaling pathway. Conclusion

Polyphyllin I may play an anti-cervical cancer role by acting on MAPK signaling pathway.
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