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[ Abstract | Objective: To explore the molecular mechanism of Chaenomelis Fructus in the treatment of knee osteoarthritis
based on network pharmacology. Methods: Based on oral bioavailability and drug similarity, the main active ingredients of
Chaenomelis Fructus were screened by TCMSP. GeneCard and OMIM database were used to establish the target database of knee
osteoarthritis. Cytoscape 3.7. 1 software was used to construct a visual interactive network map of "active ingredient-action target-
disease”. STRING database was used to construct protein interaction network and analyze the interaction relationship between related
proteins; Kyoto Encyclopedia of Genes and Genomes (KEGG) pathway and Gene ontology ( GO) bioaccumulation analysis were
carried out for core targets. In addition, the drug active ingredients were docked with disease targets by Discovery Studio software.
Results: Three active ingredients of Chaenomelis Fructus were screened, involving 44 targets. The results of network analysis
revealed that these targets exerted their therapeutic effects on knee osteoarthritis by regulating cell apoptosis, TNF, p53, NF-kappa
B, AGE-RAGE and other signaling pathways which mainly involved in the cell metabolism, apoptosis and other biological processes.
Molecular docking results showed that the docking degree of papaya active ingredients with targets of KOA such as VEGFA, 116,

ESRI was good. Conclusion: Chaenomelis Fructus had the characteristics of multi-system, multi-component and multi-target in the
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treatment of knee osteoarthritis. Possible mechanisms include controlling inflammation, regulating the metabolism, growth and

repairment of articular cartilage, promoting cell proliferation and differentiation, inhibiting cell apoptosis and resisting oxidative

stress which could control the occurrence and development of disease. Mairin, ent-epicatechin, and quercetin in Chaenomelis

Fructus may be the material basis for the treatment of knee osteoarthritis.
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