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It is known that histone modifications including the phosphorylatin, acetylation,
ubiquitination and methylation have been detected after induction of DNA damage. However, it is unclear
whether these modifications are removed or still observed after DNA damage-repair. Thus we investigated
the status of these modifications including the phosphorylated H2AX at the DNA damage-repaired sites by
the chromatin immunoprecipitation (Chromation IP). As a result, the phosphorylated histone H2AX was
decreased as DNA damage is repaired. We are still analyzing the status of some other histone
modifications by using chromatin IP method. As for the chromatin status at the DNA damage site by I-Scel
by using real-time PCR for the sensitivity for MNase, we observed the chromatin opening at the damage
site. We will analyze the chromatin status after DNA repair in the near future.
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