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WFZERC R OMEEE (Z30) : In this study, we found that dephosphorylation of histone H3-pT11
(H3-pT11) plays an essential role in DNA damage—induced transcriptional repression of
various E2F-targeting genes. In the absence of DNA damage, Chk1/GCN5 complexes bound to
E2Fs and cooperatively catalyzed T11 phosphorylation and K9 acetylation on E2F promoters
thereby activating their transcription. In the presence of DNA damage, Chkl/GCN5
complexes released from E2Fs and in place, Rb—PP1 gamma—HDAC3 complexes bound to E2Fs,
leading to dephosphorylation of T11 and deacetylation of K9, which resulted in the
transcriptional repression of E2F-targeting genes.
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