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Prediction of Target and Mechanism of Hyperoside in Atherosclerosis Treatment by
Using Network Pharmacology Methods
LIU Chi, YUAN Yu, ZHAO Wen-ting, HU Li-ping”
(Liaoning University of Traditional Chinese Medicine, Shenyang 110847, China)

[Abstract]  Objective: To Study the effect of hyperoside in the atherosclerosis treatment by network pharmacology,
and explore its possible mechanism. Methods: The target information was introduced into Cytoscape-v3. 2. 1 software by using
the TCMSP database and the GAD database to find the target of hyperoside and atherosclerosis. The target of hyperoside and
atherosclerosis protein interaction PPl network were constructed. Taking two PPl network intersections, the intersection node
protein was obtained. The core target protein was obtained after screening. The DAVID database was used for the core target
protein GO comment analysis and KEGG pathway analysis. Results: EGFR, GRB2, NTRK, HSP90AAl, HSP90ABI,
FBO6, PSMA3, PTPN1, HUWEI and VCP were the 10 core targets of hyperoside in atherosclerosis treatment in 29 ( P <
0.05) and 12(P <0.01), and 7 (P <0.05) and 4 (P <0. 01 )signaling pathways, among them the PI3K / AKT and MAPK
signaling pathways enriched in GO annotation analysis and KEGG pathway analysis. Conclusion: The mechanism of hyperoside

treatment against atherosclerosis may related to PI3K / AKT and MAPK signaling pathways.
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