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Mechanism of Smilax glabra in treatment of inflammatory bowel disease based
on network pharmacology
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Abstract: Objective To discuss the mechanism of Smilax glabra in treatment of inflammatory bowel disease based on network
pharmacology and molecular docking technology. Methods The active components of S. glabra were obtained from TCMSP
database. Deduplicating and merging IBD target information of multiple platforms in TTD, OMIM and GeneCards databases. Obtain
the intersection of active components and targets and construct PPI network diagram and “drug-component-target-disease” interaction
network diagram. The GO enrichment analysis and KEGG pathway analysis of intersection targets were carried out by using Metascape
database, and the relevant biological process information and disease pathway were obtained. Using Cytoscape to obtain core target
and molecular docking with AutoDock Tools 1.5.7. Results A total of 15 active components, 190 active component targets and 2 171
disease targets were obtained, 137 intersection targets were sorted out, and 28 core targets were screened by boundary value, of which
5 were key core targets, mainly involving TP53, IL-6, and AKTL. It is speculated that PI3K/Akt signal pathway is the main action
pathway. The results of molecular docking showed that the key core targets had key binding activity with the active components related
to S. glabra. Conclusion The active ingredients, targets and pathways of S. glabra in prevention and treatment of inflammatory bowel
disease were preliminarily revealed through network pharmacology, which provides a theoretical basis for the clinical application of S.
glabra in the clinical treatment of IBD.
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Table1 Basic information of active components of Smilax glabra

MOL ID W RS OB/% DL
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Fig. 1 Map of active constituents and target network of Smilax glabra
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Table 3 Results of energy docking between S. glabra and IBD
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A—D is IL-6 combined with astilbin, diosgenin, nargenin and quercetin, E—H is TP53 combined with astilbin, diosgenin, nargenin and quercetin, I—L is
AKT1 combined with astilbin, diosgenin, nargenin and quercetin, M—O is IL-1f combined with astilbin, nargenin and quercetin, P—S is TNF combined
with astilbin, diosgenin, nargenin and quercetin
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Fig. 7 Visualized docking results of S. glabra with key core target molecules of IBD
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