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WFZeR RO EE (3530) : miR-34a is a tumor—suppressive miRNA, which represses cancer cell
proliferation by inducing cell cycle arrest. In this study, we found positive feedback
activation of pb3 by miR-34a through the repression of endogenous inhibitors of pb3.
Furthermore, a functional screening method was established to quickly and efficiently
isolate tumor—suppressive miRNAs. By using this method, a novel tumor—-suppressor miR—22
was successfully identified.
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