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Study for degradation mechanism of a cell cycle regulator induced
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WFZE R SR OB (32 30) :We previously found that non—genotoxic stress, whose primary target
is not genomic DNA, induced cell cycle arrest through the degradation of Cdc25A and Cdc25B.
In this study, we discovered that Cdc25B was degraded through the ubiquitylation by SCFF™®
induced by the phosphorylation of Ser101/103 by stress—activated MAP kinases.
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