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[Abstract] Objective: To investigate the impact of enolase 2 (ENO2) on the proliferation of oral squamous cell carcinoma
cells (OSCC). Methods: Tumor tissues from twenty patients with OSCC and the corresponding adjacent normal tissues were col-
lected from First Affiliated Hospital of Shihezi University. The expression level of ENOZ in both tissue types was measured using
qPCR. SCC15 cells were transfected with ENO2-specific interfering sequence (si-ENOZ2 group) or negative control interfering se-
quence (si-NC group). After assessment of transfection efficiency, an oral squamous cell carcinoma SCC15 cell line was construct-
ed with ENOZ2 knockdown, verification of ENOZ interference efficiency by Western blot and qPCR. Assessment of cell growth,
proliferation, migration, and invasion in si-ENOZ2 and si-NC groups were detected by CCK-8 proliferation assay, scratch healing
assay, and transwell invasion assay. Results: The expression level of ENO2 in OSCC was significantly higher compared to adja-
cent normal tissues. Following transfection with ENOZ2 interfering fragments, the growth, proliferation, migration, and invasion

of cells in the si-ENOZ2 group were significantly reduced compared to the si-NC group (P<C0.05). Conclusion: ENOZ2 is overex-
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pressed in OSCC. Silencing ENOZ2 expression can inhibit OSCC cell growth, proliferation, and migration. This may significantly

impair cancer cell proliferation and influence OSCC development and progression by inducing cell cycle arrest. Therefore, ENO2

represents a potential therapeutic target for OSCC.
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