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[Abstract] Objective: To investigate the effect of down-regulation of FMNL2 gene expression on invasion, migra-
tion, and NF-kB signal in oral squamous cell carcinoma (OSCC). Methods: FMNL2 specific siRNA (si-FMNL2)
and negative control siRNA (NC) were transfected into human oral squamous cell carcinoma cells CAL-27. PDTC
was set as NF-kB signal inhibitor. After the cells were treated for 48h, western blotting was used to detect FMNL2,
E-cadherin, Vimentin, NF-kBp65, and IkBa protein expression. Results: Compared with the blank group, the cell
invasion and migration ability in si-FMNL2 group and PDTC group decreased obviously, the expression of E-cadher-
in protein increased obviously, and the expression of Vimentin, NF-kBp65, and IkBa protein decreased significantly
(P<C0.05). Compared with the PDTC group. the cell invasion and migration ability in PDTC—+ si-FMNL2 group
decreased obviously, the expression of E-cadherin protein increased obviously, and the expression of Vimentin pro-
tein decreased significantly (P<C0. 05). Conclusion: Downregulation of FMNL2 gene expression can reverse EMT
by inhibiting NF-kB signaling pathway. thus inhibiting the invasion and migration of oral squamous cell carcinoma.
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Fig. 1  Western blotting was used to detect the expression of

FMNL?2 protein.
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Fig. 2 Effect of si-FMNL2 on the expression of EMT associated
protein in CAL-27 cells.
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Fig. 3 Effect of si-FMNL2 on NF-«B signaling pathway in CAL-27

cells.
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Fig. 4 Effect of NF-«B signal inhibition on EMT in CAL-27 cells.
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