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Exploring the Mechanism of Chegianzi—Zexie in the Treatment of Gout
Based on Network Pharmacology and Molecular Docking
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Abstract Objective: To discuss the mechanism of Cheqianzi (Plantaginis semen)-Zexie (Alismatis rhizoma)
in the treatment of gout based on network pharmacology and molecular docking. Methods: The active ingredients
and targets of Cheqianzi and Zexie were obtained from TCMSP database for the screening of the main active
ingredients; gout-associated targets were gained from GeneCards, OMIM, PharmGKB and TTD, and protein
interactions analysis was performed on STRING platform to construct PPI network. R language platform was used
to analyze "medicine-ingredient-target" and the biological processes and pathways in which it is involved,
CytoScape 3.8.0 was adopted to construct the network of the drug combination Cheqgianzi—Zexie- gout-related
targets -pathway, and molecular docking was verified by Pymol. Results: There were 13 active ingredients in the
drug pair for the treatment of gout, among them, quercetin, sitosterol and dinatin were the main active ingredients;
PTGS2, PPARG, CXCLS8 and IL-18 were the key targets among 29 targets related to the treatment of gout with the
drug pair; the signaling pathways related to gout were Th17, HIF-1, PI3K/AKT, arachidonic acid, IL-17, NF-«xB
and TNF, mainly related to inflammation and immune reaction. Conclusion: Chegianzi—Zexie could treat gout via
multi-ingredient, multi-target and multi-pathway.

Keywords gout; Chegianzi; Zexie; network pharmacology; molecular docking; mechanism
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