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In this project, we evaluated the vessel alterations during the tongue
cancer development using mouse chemical carcinogenesis model.
The first histological abnormality of the blood vessel was revealed in epithelial dysplasia, the
early pre-malignant mucosal lesion. Endothelial cell proliferation was evident only in the stroma of
the invasive squamous cell carcinomas. Also, we successfully cultured the primary cells from
epithelial dysplasia using our current model. Our study showed that the chemical carcinogenesis
model can be a good model to evaluate both pathological and molecular abnormalities found in
pre-malignant and early malignant lesion of the oral mucosa.
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