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[ Abstract] The present study explored the main active ingredients and the underlying mechanism of Linderae Radix the treatment of
gastric cancer by network pharmacology, molecular docking, and in vitro cell experiments. TCMSP, OMIM and GeneCards database
were used to obtain the active ingredients of Linderae Radix to predict the related targets of both Linderae Radix and gastric cancer.
After screening the common potential action targets, the STRING database was used to construct the PPI network for protein interaction
of the two common targets. Enrichment analysis of GO and KEGG by DAVID database. Based on STRING and DAVID platform data,
Cytoscape software was used to construct an " active ingredient-target" network and an " active ingredient-target-pathway" network. Mo-
lecular docking was performed using the AutoDock Vina to predict the binding of the active components to the key action targets, and fi-
nally the key targets and pathways were verified in vitro. According to the prediction results, there were 9 active components, 179 re-
lated targets of Radix Linderae, 107 common targets of Linderae Radix and gastric cancer, 693 biological processes, 57 cell composi-
tions, and 129 molecular functions involved in the targets, and 161 signaling pathways involved in tumor antigen p53, hypoxia-indu-

cible factor 1, etc. Molecular docking results showed that the core component, jimadone, had high binding activity with TP53. Final-
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ly, in an in vitro experiment, the screened radix linderae active ingredient gemmadone is used for preliminarily verifying the core targets

and pathways of the human gastric cancer cell SGC-7901, The results showed that germacrone could significantly inhibit the prolifera-

tion of gastric cancer cells and induce the apoptosis of SGC-7901 by regulating the expression of p53, Bax, Bcl-2 and other key pro-

teins. In summary, Radix Linderae can control the occurrence and development of gastric cancer through multi-components, multi-tar-

gets and multi-pathways, which will provide theoretical basis for further clinical discussion on the mechanism of Radix Linderae in trea-

ting gastric cancer.
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Fig. 1 Process of treating gastric cancer with Linderae Radix
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