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WFgeR R o3 (332) : DNA damage checkpoint system is crucial to maintain genome
stability. We have previously identified and analyzed Arabidopsis SOG1, which is a
plant-specific transcription factor, governs DNA damage response. SOGT1 is the only known
DNA repair-/DNA damage response-related transcription factor that is unique to plants. In
this study, we investigated the mechanism of activation of SOG1. We demonstrated that
SOGT1 is phosphorylated in an ATM-dependent manner, and that this phosphorylation is
essential for cell cycle arrest, transcriptional regulation, and programmed cell death. We
have previously reported that, although the amino acid sequence of SOG1 is completely
different from that of the mammalian tumor suppressor p53, their functions and roles in
DNA damage checkpoint are quite similar. Our current study illuminates new aspects of
the regulatory mechanisms of SOG1 functions which are mostly similar to properties of
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