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Molecular mechanism of Ganfufang in treatment of liver cancer based on network pharmacology
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[ Abstract] Objective: To investigate the targets and potential molecular mechanism of the active components of
Ganfufang in the treatment of liver cancer based on network pharmacology. Methods ; Traditional Chinese Medicine Systems
Pharmacology and related articles in China and globally were used to screen out the compounds of the herbal medicines in
Ganfufang and related target proteins. The GeneCards database was used to obtain the targets of liver cancer. Cytoscape
3.2.1 was used to construct a “drug—effective constituent—target” network and a protein—protein interaction network , and
a network topology analysis was performed to screen out core targets. Finally , Database for Annotation, Visualization and In-
tegrated Discovery was used to perform gene ontology and KEGG pathway enrichment analyses. Results: A total of 104 ef-
fective constituents were screened out based on the criteria of oral bioavailability =30% and drug-—likeness =0. 18, with

1135 corresponding targets ,and there were 16490 targets associated with liver cancer. Stigmasterol , ginsenoside ,and B—si-
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tosterol were the core constituents,and interleukin—-6 (IL—6) ,epidermal growth factor receptor (EGFR) ,and CASP3 were

key targets. Conclusion ; Ganfufang has the features of multiple constituents, targets, and pathways in the treatment of liver

cancer , possibly by regulating the core targets such as IL-6,vascular endothelial growth factor A, EGFR ,and CASP3,with the

involvement of the VEGF ,PI3K-Akt,and p53 signaling pathways. This study predicts the molecular mechanism of Ganfufang

in the treatment of liver cancer based on network pharmacology and provides a theoretical basis for clinical application.
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