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Molecular Mechanism of Sanwubai Powder in Treatment of Gastric Cancer Based on

Network Pharmacology and Preliminary Validation
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(Abstract] Objective To investigate the mechanism of Sanwubai Powder in the treatment of gastric cancer based on network
pharmacology combined with molecular docking, and to preliminarily verify the related targets by in vitro cell experiments.
Methods TCMSP was used to screen and predict the compounds and targets in Sanwubai Powder. Targets related to gastric cancer
were collected by GeneCards, OMIM and TTD databases. The potential targets of Sanwubai Powder were matched with the targets
of gastric cancer to obtain the anti-gastric cancer targets of Sanwubai Powder, STRING was used to analyze the protein—protein
interaction of targets, PPl network was structured and then the core targets were screened by using topology analysis. GO biological

process analysis and KEGG pathway enrichment analysis were performed by R language. Auto Dock Vina software was used
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to dock the core targets with the active ingredients. qPCR was used to verify the regulatory effects of Sanwubai Powder on the
targets of Caspase—3 and Caspase-7 in gastric cancer cells SGC-7901. Results 17 active components were screened, and 12 hub
targets of 84 targets including TP53, AKT1, MAPKI1, JUN and CASP3 were obtained of Sanwubai Powder. The targets of Sanwubai
Powder involved PI3K-Akt, p53, HIF-1, IL-17 signal pathways, which played an anti—tumor role by inducing cell apoptosis,
inhibiting cell proliferation, regulating hypoxia and inflammatory microenvironment. The results of molecular docking showed that
active ingredients had good binding capacity with targets. The results of in vitro experiments confirm that, Sanwubai Powder could
up-regulate the expression of apoptosis—related molecules Caspase-3 and Caspase—7, which to a certain extent confirmed the
reliability of network pharmacological prediction and experimental design guidance. Conclusion The results of this study reflected
the therapeutic characteristics of Sanwubai Powder with multiple components, multiple targets and multiple pathways, revealed the
active components, key targets and important pathways of Sanwubai Powder in the treatment of gastric cancer, and provided
research ideas and reference basis for further discussion on the mechanism of action.
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