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Abstract: Objective To explore the molecular mechanism and regulatory network of exosome miR-21
and Panax notoginseng saponins in the treatment of ischemic stroke by bioinformatics. Methods The active
components and target genes of Panax notoginseng saponins, target genes of exosome miR-21 and ischemic

stroke were investigated by multiple databases. Common target genes were analyzed by GO and KEGG. Cyto-
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scape software was used to construct active compound-target gene-signal pathway network map and PPI net-
work map to screen core genes. Finally, molecular docking was used to verify the active compounds and main
targets. Results This study obtained twelve active components and 47 common target genes of Panax notog-
inseng saponins. The PPI network was constructed to obtain 10 core genes: CASP3, EGFR, VEGFA,
STAT3, HIF1A, ESR1, BCL2L1, HSP90AA1l, PTGS2, MTOR. GO enrichment analysis showed that the
target genes were mainly enriched in the biological processes of negative regulation of apoptosis, positive regu-
lation of nitric oxide biosynthesis, positive regulation of RNA polymerase II promoter transcription, and posi-
tive regulation of cell proliferation. KEGG enrichment analysis showed that common genes were mainly in-
volved in proteoglycan., HIF-1 signaling pathway. pancreatic cancer, tumor necrosis factor signaling pathway
and other pathways in cancer. Molecular docking showed that the main active components had strong binding a-
bility with the core target. Conclusion Exosome miR-21 and Panax notoginseng saponins intervene ischemic
stroke through multiple targets, multiple approaches, and multiple pathways. STAT3, VEGFA, HSP90AA1,

BCL2L1, and MAPKI1 are target genes that deserve attention, and proteoglycan and cancer pathways are main

regulatory pathways.
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