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[Abstract] Objective This study aims to investigate
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RRAGIFIH  (LSFGG-2023041) 5 575 MR B k3 g 75 47 1 Gene Expression Omnibus (GEO) database chip mining,
+3 H (QMSI2022B-03; QMSI2023E-02)
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the primary target and potential mechanism of mangiferin

network pharmacology, and molecular docking techniques.
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identified using GEO chip data. The potential targets of MF were predicted, and disease-related targets for OSF were col-
lected from databases. A Venn diagram was created using the EVenn platform to identify overlapping targets. The protein-
protein interaction (PPI) network was constructed using the STRING database. Gene ontology (GO) and Kyoto Encyclope-
dia of Genes and Genomes (KEGG) enrichment analyses were performed using the DAVID platform. Cytoscape 3.10.1
software was used to visualize a drug-target-pathway-disease network, while AutoDocktools 1.5.6 software was employed
for molecular docking analysis. Results A total of 356 potential targets for MF and 360 disease-related targets for OSF
were obtained from multiple databases. The top 15 key target proteins in the PPI network were selected as significant candi-
dates. GO function and KEGG pathway enrichment analyses revealed that MF treatment primarily involved advanced gly-
cation end products-receptor (AGE-RAGE), epidermal growth factor receptor (EGFR), and other signaling pathways associ-
ated with OSF pathogenesis. Molecular docking analysis demonstrated that MF exhibited a strong binding activity toward
AKT serine kinase 1 (AKT1), tumor necrosis factor (TNF), and other core targets. Conclusion These findings suggest
that MF may exert its therapeutic effects on OSF through a multitarget approach involving various signaling pathways.

[Key words] oral submucous fibrosis; mangiferin; Gene Expression Omnibus database; network pharmacology;

molecular docking
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Fig 3 Venn diagram of potential target of MF for OSF treatment
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Tab 1 MF acts on the top 15 potential key targets of

OSF in the PPI network
Frs EASER FEAE £l ARV ¢ S AP AR 2
1 AKTI1 20 0.71 0.21
2 TNF 20 0.70 0.19
3 EGFR 16 0.66 0.09
4 SRC 16 0.65 0.08
5 BCL2 15 0.62 0.05
6 MMP9 14 0.60 0.03
7 HIF1A 13 0.59 0.09
8 PTGS2 12 0.58 0.02
9 IGF1 12 0.58 0.03
10 MMP2 11 0.58 0.02
11 ALB 9 0.55 0.04
12 ITGB1 9 0.55 0.09
13 AR 8 0.52 0.03
14 PGR 8 0.51 0.03
15 MAPKS 7 0.52 0.00
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