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Explore the Molecular Mechanism of Panax notoginseng on Retinal Vein
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Abstract Objective: To explore the molecular mechanism of Panax notoginseng in the treatment of retinal
vein occlusion (RVO). Methods: The active components of Panax notoginseng were screened by using TCMSP
database and relative articles, and the corresponding active targets were collected by Swiss Target Prediction
database. Then,GeneCards and other five databases were used to search RVO disease targets, and Panax

notoginseng active targets were mapped to RVO genes. In addition, the network diagram of protein-protein
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interaction was constructed by Cytoscape 3.8.2 and STRING software,andthese core genes were selected for GO
and KEGG enrichment analysis. Finally, molecular docking verification was performed by software Sybyl-x 2.0.
Results: Ten active components of Panax notoginseng were screened, involving 354 proteins. There were 181
disease targets of RVO, among which 9 were potential targets of Panax notoginseng for the treatment of RVO.
Furthermore, in the drug-active-component-disease-target protein interaction network, the core target genes
included VEGFA, EGFR, etc. According to GO and KEGG enrichment analysis, 28 biological processes and 18
signaling pathways related to RVO were screened out. The potential molecular mechanism of Panax notoginseng
treatment of RVO was closely related to fibrinolysisand other biological processes. The key signaling pathways
included HIF-1 signaling pathway, PI3K-Akt signaling pathway, etc. Molecular docking results also suggested
that the main active compoents of DFVand panaxydol had good binding activity to key targets such as VEGFA,
EGFR and other key targets. Conclusion: The several components of Panax notoginseng act on the retina through
different biological processes such as fibrinolysisand different signaling pathways such as HIF-1, with multiple

targets, multiple pathways and multiple effects, and further play a treatment role. So the VEGFA, EGFR, etc., may

be the potential therapeutic targets.
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