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Relationship between VHL expression and epithelial-mesenchymal

transition progress in patients with oral cavity cancer
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Abstract: Objective To investigate the correlation between the expression of von Hippel Lindau( VHL) ,an anti-onco-
gene,and epithelial-mesenchymal transition( EMT) in patients with oral cavity cancer. Methods Eighty patients with oral
cavity squamous cell carcinoma treated in our hospital from January 2010 to December 2014 were selected as research ob-
jects. The expression levels of VHL gene and EMT-related proteins including snail protein, epithelial type cadherin ( E-cad-
herin) and nerve type cadherin ( N-cadherin)in cancer tissues and para-carcinoma tissues were detected by immunohisto-
chemisty method. The correlation among various factors and prognostic risk factors were analyzed. Results The positive ex-
pression rate of VHL in tumor tissues was significantly lower than that in para-carcinoma tissues(52.50% vs 85.00% ,P <
0.05). The VHL expression was positively correlated with the E-cadherin expression (r =0. 848 ,P <0.01 ) and negatively
correlated with Snail protein and N-cadherin expressions (r= —0.313,P <0.01;r= -0.373,P <0.01). The expression
of VHL was associated with lymph node metastasis,tumor differentiation degree and tumor TNM classification( P <0.05 or
P <0.01). Cox regression model analysis showed that VHL was the independent risk factor influencing prognosis of oral
cavity cancer. Conclusion VHL might influence the occurrence and progress of oral cavity cancer by regulating EMT-re-
lated proteins. The low-expression of VHL might promote malignant differentiation and lymph node metastasis of oral cavity
cancer. VHL is the independent risk factor influencing prognosis of oral cavity cancer.
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