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In this study, we examined whether RNA binding proteins such as pp32 and HuR have
oncogenic activity. AU-rich element (ARE) containing mRNA and HuR were exported to the
cytoplasm of oral cancer cells. Although pp32 has potential to degrade HuR in the cytoplasm
of cells, pp32rl1 failed to do it. These results indicate that pp32rl inhibits the
degradation of HuR to stabilize ARE-mRNA and to transform cells
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