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Abstract: Objective To explore the potential molecular mechanisms of erianin in treatment of Alzheimer's disease based on network
pharmacology and in vitro experiments. Methods The targets of erianin were obtained by searching databases such as PubChem,
SwissTargetPrediction, and citexs. The relevant targets of Alzheimer's disease were retrieved from databases including TTD,
PharmGKB, GeneCards, OMIM, GEO, DisGeNET, and Celt platform. Topological analysis was carried out using Venny platform,
STRING database, and Cytoscape software to obtain the core targets of erianin in treatment of Alzheimer's disease. GO functional and
KEGG pathway enrichment analyses were performed on the obtained intersection targets using R language. Molecular docking was

conducted via the CB-dock2 website, and cell experiments were carried out for verification. Results The core targets of erianin in

ks HEA: 2025-05-29

E2WB: KREAHFONIIGHRITE E R E SRR H ) (202310228063); KA GIHANIIGIHE (H K% — B0 H)
(202410228053, 202410228015, 202410228010); EIWVLHHJEAR G “ 75T FLUTEERBE L L RIR]”  (YQIH2024224);
HIRILHEARFRESTE GELAEEE) (2019BS05)

TEEENY: T4k, B, W75 ROy AR S A R SRR 7T . E-mail: 2713094373@qq.com

HBIEEE: R o BEIFTLOL, WL, WRFOO5 IO R AR A 7T . E-mail: 261092808@qq.com
£ 58, 5, BIEEL, W7D AR KRR 7T, E-mail: fuqiang19890105@163.com



EAOBRE OB 2025F9 A AR & 5tk &

Drugs & Clinic

Vol. 40 No. 9 September 2025 - 2181 -

treatment of Alzheimer's disease were Aktl, Bcl-2, and mTOR. GO enrichment analysis indicated an association with neuronal

apoptosis. KEGG pathway enrichment analysis identified the key pathway as the PI3K/Akt signaling pathway. Molecular docking

results showed that erianin had good binding ability to the three core targets. Cell experiment results demonstrated that compared with

the model group, the viability of SH-SY5Y cells in the erianin group was significantly increased, and the degree of cell apoptosis

decreased (P < 0.01), and the cell viability was highest when the concentration of erianin was 50 nmol/L. After erianin intervention,

the protein expressions of mTOR and Bax in SH-SYSY cells were significantly decreased, while the protein expressions of Bcl-2, p-

Akt, Akt, and PI3K were significantly increased (P < 0.001). Conclusion Erianin may inhibit cell apoptosis by regulating the

PI3K/Akt signaling pathway, showing potential therapeutic effects on Alzheimer’s disease.
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