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Investigation of the molecular mechanism of Qizhu formula in the treatment of gastric cancer based on network
pharmacology and molecular docking ZHAO Chong, CHEN Jianzhong. Department of General Surgery, The Second
People's Hospital of Fuyang District, Hangzhou 311404, China.

[Abstract] Objective To analyze the mechanism of Qizhu formula in treating gastric cancer by network pharmacology
and molecular docking method. Methods The active components and corresponding human targets of Qizhu formula
were screened using the Traditional Chinese Medicine System Pharmacology database and analysis platform.The Gene-
Cards and DisGeNET databases were used to identify gastric cancer-related genes, and the candidate targets of Qizhu
formula for the treatment of gastric cancer were identified.The STRING database was used to obtain protein—protein inter-
action data, the DAVID online tool was used for Gene Ontology (GO) and Kyoto Encyclopedia of Genes and Genomes
(KEGG) enrichment analysis, and the Cytoscape 3.9.1 software was used to construct the herb—compound—-target net-
work , protein—protein interaction network and herb—compound—target—pathway network as well as performing topological
analysis. Results A total of 118 active ingredients of Qizhu formula and 245 human targets were screened, 3376 gas-
tric cancer—related genes were identified from the databases,and 83 potential targets were obtained after taking the inter-
section. Functional enrichment analysis revealed 118 related pathways and 438 GO items, which were mainly related to
cancer—related pathways, signal transduction—related pathways, gene expression regulation, apoptosis and hypoxia re-
sponse.The network topology analysis found the top six core targets including AKT1, JUN, CASP3, CCNDI1, MYC and
IL-6, and 3 key active compounds including quercetin, luteolin and kaempferol. Molecular docking results showed that
these core targets and active ingredients have strong binding ability. Conclusion The potential molecular mechanism of
Qizhu formula in the treatment of gastric cancer was revealed by network pharmacology and molecular docking, which

provided a theoretical basis for its clinical application.
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