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This study assessed the function of PRL-3 in the progression of oral
squamous cell carcinoma. In human oral squamous cell carcinoma cell lines, PRL-3 showed an
expression pattern similar to that of E-cadherin which disappears in the course of
epithelial-mesenchymal transition (EMT). E-cadherin was also highly expressed in the most invasive
part of the oral squamous cell carcinoma tissue in which PRL-3 is highly expressed. In addition, the

expression of PRL-3 was low in gingival squamous cell carcinoma tissues with jaw bone invasion. On
the contrary, PRL-3 and E-cadherin were both highly expressed in the gingival squamous cell
carcinoma tissue without the jaw bone invasion. These results demonstrated that PRL-3 has a function
of suppressing EMT via E-cadherin and suppress the invasion of oral squamous cell carcinoma.
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