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(Abstract] Objective To study the mechanism of Zuojin Pills in the treatment of gastric cancer based on network
pharmacology. Methods Chemical constituents and corresponding action target genes of Chinese materia medica in Zuojin Pills
were obtained from TCMSP database, while GeneCards and OMIM database was retrieved for the target genes of gastric cancer.
Then the intersection of the 2 groups of genes were taken to get the predicted target gene of Zuojin Pills acting on gastric cancer.
Cytohubba, the plug-in of Cytoscape3.7.1 software was used to screen out key target genes. And the ONCOMINE database was used
to analyze the expression of key target genes in gastric cancer. Gene ontology (GO) enrichment analysis was conducted by DAVID
online tool and kyoto encyclopedia of genes and genomes (KEGG) pathway analysis was carried out using Cytoscape3.7.1 software.
Results A total of 68 target genes and 15 key genes were screened for Zuojin Pills in the treatment of gastric cancer. There were

significant differences in the expression of these key genes in gastric cancer samples and normal samples in ONCOMINE database.
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GO functional enrichment analysis showed that Zuojin Pills acting the predicted target gens of gastric cancer involved in a series of

biological process, such as response to organic substance, negative regulation of apoptosis, negative regulation of programmed

cell death, etc. KEGG pathway enrichment analysis mainly involved pathways in cancer, p53 signaling pathway, VEGF signaling

pathway, etc. Conclusion This study preliminarily revealed the main targets of Zuojin Pills in the treatment of gastric cancer, and

the action mechanism of multi—target, multi—dimensional regulation, synergistic effect and overall regulation, which can provide

beneficial thinking for further deeper study on its action mechanism in the furture.
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