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Abstract: Objective To predict the potential mechanism of astilbin in the treatment of osteoarthritis through network pharmacology
and verify it by experiments. Methods The molecular formula C, H,,0,, of astilbin was obtained from PubChem, and the targets
related to astilbin were screened by PharmMapper and Swiss Target database. Three databases were used to screen out the target
genes closely related to osteoarthritis. The networks of astilbin target gene and osteoarthritis target gene were combined to screen out
the common targets, which were imported into String database and Cytoscape for visual analysis. The target genes were uploaded to
David( https://david.ncifcrf.gov/ )Gene function and KEGG pathway enrichment were analyzed. Human chondrocyte model induced
by IL-1p was established, and astilbin was given at low and high doses (12.5 and 25.0 pg/mL) at the same time. CCK8 method was
used to detect the activity of chondrocytes on day 1, 2 and 3. Western blotting method and real-time fluorescence quantitative RCR
method were used to detect the expression of TNF-a and CCNDI1 protein and mRNA. Results By mining data, 377 potential targets
related to astilbin and 2 758 potential genes for osteoarthritis were obtained. The network was then docked to obtain 43 potential
target genes, and then a PPI network was constructed. The key genes are TNF (tumor necrosis factor), HRAS (oncogene homolog),
HSP90AAS (tumor marker heat shock protein 90a), APP (amyloid precursor protein), and CCND1 (G1/S-specific cyclin-D1). The
key pathways are the AGE/RAGE signaling pathway and tumor clustering. Sugar signaling pathway, MAPK signaling pathway,
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P13K-AKT signaling pathway, cell proliferation, apoptosis and other related pathways. Compared with model group, the absorbance

(A,5.) of human chondrocytes in astilbin low-dose and high-dose groups were significantly increased (P < 0.05), the expression of

TNF - o protein and mRNA were significantly decreased (P < 0.05), and the expression of CCNDI1 protein and mRNA were

significantly increased (P < 0.05). Conclusion Astilbin may directly target STAT1, STAT3, RAS and other targets, and this target

interferes with the AGE/RAGE pathway, thereby regulating the expression of TNF-o and CCNDI1, and proving the efficacy of

astilbin in the treatment of osteoarthritis.
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