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[ Abstract ] Objective: To investigate effects of ECRG4 on invasion and metastasis of human laryngeal
squamous cell carcinoma Hep-2 and its molecular mechanism. Methods: ECRG4 overexpression vec-
tors were designed and constructed, and transfected into Hep-2 cells. Then the expression of ECRG4
mRNA and protein by Real-time PCR and Western blot were detected. The cell migration through the
scratched wound healing assay were detected ; the cell migration and invasion were detected by Tran-
swell assay. In addition, the western blot was used to detect the protein expression of NF-kB signaling
pathway associated protein NF-kB p65 in cytoplasm and nuclei. The protein expression of transcription
factor Snail and EMT ( epithelial to mesenchymal transition) molecule markers E-cadherin, N-cadher-
in, and Vinmentin were also detected. Results; The mRNA and protein expression level of ECRG4 in-
creased significantly after overexpression of ECRG4 in Hep-2 cells. The results of Scratched wound
healing assay and Tranwell assay showed that the overexpression of ECRG4 inhibited the cell migration
and invasion. At the same time, overexpression of ECRG4 could down-regulate the protein expression
of NF-kB p65 in nucleus and up-regulate the protein expression of NF-kB p65 in cytoplasm. In addi-
tion, overexpression of ECRG4 could up-regulate the expression of E-cadherin protein of EMT epitheli-
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al marker and down-regulate the expression of Vimentin and N-cadherin protein of Snail and EMT in-

terstitial markers. Conclusion: ECRG4 may inhibit the EMT occurrence by inhibiting the activation of

NF-kB/Snail signaling pathway, thereby inhibiting the invasion and metastasis of Hep-2 cell.

[ Key words | ECRG4; laryngeal neoplasm; carcinoma, squamous cell; epithelial to mesenchymal

transition ; cell migration, cell invasion; nuclear factor-xB
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