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Investigation of the mechanism underlying the association between DSB repair and

Transcription
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DSB (DNA double strand break) is one of harmful DNA damage that induces
cancer. Recently, DSB-induces transcriptional repression prevents genome instability and cancer. In
this study, we investigated the relationship between DSB-induced transcriptional repression, DSB
repair and transcription. We found that factors of histone ubiquitination which have been reported
to be involved in transcription and DSB repair are required for DSB-induced transcriptional
repression. In addition, we identify the histone modifications that are required for DSB-induced
transcriptional repression. These findings may be an important information to reveal the mechanism
of genome instability and cancer.
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