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Abstract: Objective To explore the multi-component, multi-target and multi-pathway mechanism of Prunellae Spica in treatment
of glioma effect by using network pharmacology and molecular docking techniques. Method Search for the related component targets
of Prunellae Spica through the TCMSP, BATMAN-TCM, HERB databases, search for the relevant targets of glioma in the GeneCards
and OMIM databases. After summarizing the two and removing duplicates, the intersection was taken to obtain the potential target of
Prunellae Spica in treatment of glioma. After importing the intersection genes into STRING for PPI network. Cytoscape was used for
network topology analysis, and the CytoNCA plugin was utilized to determine the core targets and core drug components, and a “drug-
component-target” diagram was created. GO biological function and KEGG pathway enrichment analysis were conducted in the

DAVID database, and the “drug component - disease target - pathway” map was plotted using Cytoscape. Molecular docking
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verification was carried out through AutoDock Vina. Result 42 Effective components and 806 targets of Prunellae Spica were
screened out. There were 1 802 glioma targets, resulting in 234 intersection targets. GO enrichment analysis yielded 1 569 items and
172 KEGG enrichment analysis pathways, mainly involving cancer-related signaling pathways, PI3K/Akt signaling pathways and TNF
signaling pathways, etc. Through CytoNCA analysis, TP53, Aktl, MYC, STAT3, EGFR, etc, were screened out as possible core targets,
and quercetin, luteolin, kaempferol, morin, ursolic acid, etc, might be the core components of Prunellae Spica in treatment of glioma.
Molecular docking verification shows that both the core components and the core targets can bind well. Conclusion The effects of
Prunellae Spica in treatment glioma perhaps involve quercetin, luteolin, kaempferol, morin, ursolic acid, TP53, Aktl, MYC, STAT3,
EGFR, PI3K/Akt, and TNF signaling pathways etc, through multi-component - multi-target - multi-pathway approaches.
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Fig.1 Venn diagram of intersection targets between

Prunellae Spica and glioblastoma
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Fig.2 PPI network interaction visualization diagram (A) and core target diagram (B)
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