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Abstracts: Objective To investigate the targets and mechanism of action of GEL against tongue squamous cell carcinoma (TSCC)
by network pharmacology and molecular docking techniques, and to verify the effects of GEL on the proliferation, apoptosis of human
tongue squamous carcinoma CAL27 cells and the effects of key targets by experimental methods. Methods The shared targets of
GEL and TSCC were predicted by network pharmacology, and the PPI network diagram was drawn. GO function and KEGG pathway
enrichment analysis were performed, and molecular docking was performed using Autodock vina software. The cell morphology of
CAL27 cells under GEL action was observed by Incucyte S3 live cell dynamic analysis system and the ICso value was fitted. The cell
proliferation ability was detected by CCK-8 experiment, plate colony experiment and cell cycle experiment. The cell apoptosis was

detected by Hoechst 33258 staining and Rhodamine 123 staining, and the expression of Bax, Bcl-2 and Caspase-3 proteins was detected
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by Western blotting. Results A total of 49 common targets were screened, including ESR1, CASP3, MMP-9, BCL2L1 and SRC,
with the KEGG pathway enrichment being higher in cancer pathway, PI3K/Akt pathway, etc. The molecular docking was combined
well, with GEL having a strong binding to CASP3 and BCL2L1. The in vitro experiment showed that GEL could inhibit the proliferation
of CAL27 cells and block the cell cycle at the G2/M phase. Under GEL intervention, the chromatin condensation of CAL27 cells was

observed, the mitochondrial membrane potential was lowered, the expression of Bax, Caspase-3 proteins increased, and the expression

of Bcl-2 protein decreased. Conclusion GEL can inhibit the proliferation of CAL27 cells through multiple targets and pathways,

promote their apoptosis, and may be related to activating the Bax/Bcl-2/Caspase-3 pathway.
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2 I PPINLKE (A) KRizliE= (B)
Fig.2 PPI network diagram (A) of intersection targets and core targets (B)
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Fig. 7 GELL inhibits colony formation of CAL27 cells (X X5, n=3)
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Fig. 10 GEL induced mitochondrial membrane potential reduction in CAL27 cells (X s, n=3)
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protein in CAL27 cells (X s, n=3)
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