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Decay of RNA binding protein involved in oral oncogenesis
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In this study, we examined how pp32rl controls the decay of HuR to contribute
tumorigenesis. In the cancer cells expressing high level pp32rl, the expression of HuR was up-regulated.
pp32rl inhibited the activity of caspase3, which is required for the HuR degradation. pp32rl bound to HuR
stronger than that of pp32. These findings indicate that pp32rl plays the important role for transforming
cells by inhibit caspase activity.
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