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(Abstract] Objective Through network pharmacology, to predict the promoting and repairing effect of effective components

of the ingredient Chinese medicine with Qi-benefiting, blood —activating and resuscitation on white matter injury after cerebral
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ischemia with oligodendrocyte precursor cells (OPCs), the main functional cells of myelin regeneration. Methods TCMSP, PubChem
and SwissTargetPrediction databases were used to predict the targets of the effective components of ingredient Chinese medicine in
promoting white matter repair of OPCs after stroke; GEO, GeneCards and CTD databases were used to search the stroke targets; PPI
network diagram of "ingredient Chinese medicine—disease" targets was drew through STRING, and preformed for GO and KEGG
enrichment analysis. Meanwhile, using the rat cerebral ischemia—reperfusion model, the promoting and repairing effect of effective
components of the ingredient Chinese medicine with Qi-benefiting, blood—activating and resuscitation on white matter injury after
cerebral ischemia was evaluated from neurological function and morphology. Results A total of 33 drug—disease common potential
targets were identified in network pharmacology. PPl network and topology analysis revealed that VEGFA, PTGS2, NTRK, ESR2
and MET, etc. may be important targets, enrichment analysis mainly involved Calcium, PI3K-Akt, VEGF, Rapl, Ras, EGFR tyrosine
kinase inhibitor resistance and MAPK signaling pathways. KEGG enrichment analysis of differential genes in GEO data sets
showed, PI3K-Akt signialing pathway was involved in both 5 and 15 days of stroke. Pharmacological experiments showed that the
ingredient Chinese medicine with Qi-benefiting, blood—activating and resuscitation can improve neurological function and mitigate
white matter injury after cerebral ischemia-reperfusion, reduce white matter injury and demyelination of corpus callosum and
striatum in rats. Conclusion The ingredient Chinese medicine with Qi—benefiting, blood-activating and resuscitation can effectively

improve white matter injury after cerebral ischemia-reperfusion and the effect may be closely related to the multi-target and multi—

pathway promotion of myelin regeneration and white matter repair by each active ingredient.

(Keywords) network pharmacology; ingredient Chinese medicine with Qi-benefiting, blood —activating and resuscitation;

cerebral ischemia—reperfusion; remyelination
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The KEGG enrichment analysis of all DEGs of 5d vs ctrl
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