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Mechanism of action of Sinomenium acutum in intervention against knee osteoarthritis .
A study based on network pharmacology and molecular docking
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[ Abstract] Objective:To investigate the mechanism of action of Sinomenium acutum in the intervention against knee
osteoarthritis (KOA) based on network pharmacology and molecular docking. Methods : TCMSP database was used to obtain
the chemical components of Sinomenium acutum,and drug targets and disease-related genes were obtained. The intersecting
targets were obtained ,as well as the action targets of Sinomenium acutum in the treatment of KOA. Related databases were
used to perform the gene ontology functional enrichment analysis and the Kyoto Encyclopedia of Genes and Genomes pathway
enrichment analysis of the intersecting targets and related signaling pathways,and a molecular docking platform was used for
molecular docking. Results; The above analyses obtained 6 main chemical components of Sinomenium acutum, 643 disease

genes ,and 11 intersecting targets of the drug and the disease. The network analysis showed that by regulating the signaling
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pathways such as the tumor signaling pathway ,the AGE-RAGE signaling pathway in diabetic complication,the cell apoptosis

signaling pathway ,the tumor suppressor protein p53 signaling pathway ,and the serotonin—synapse signaling pathway , Sinome-

nium acutum acted on the key targets including prostaglandin—endoperoxide synthase 1,prostaglandin endoperoxide synthase

2, peroxisome proliferator—activated receptor,B—cell lymphoma=—2, transforming growth factor B—1,and CASP3 and exerted a

therapeutic effect on KOA by regulating cell apoptosis and inhibiting inflammation. Molecular docking showed a highly stable

binding activity between the core components of Sinomenium acutum beta—sitosterol and Sinomenine and the core targets.

Conclusion ; Sinomenium acutum exerts a therapeutic effect on KOA through multiple pathways and targets ,and its mechanism

of action is closely associated with cell apoptosis and inflammation.
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