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Roles of newly discovered NBS1 domains in ubiquitin signals and rejoining of
double-strand breaks after irradiation
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NBS1, a protein responsible for radiation sensitive disorder, has been to control
both cell cycle checkpoint and homologous recombination repair by binding to either ATM or MRE11l at the
C-terminus of NBS1. We hosed here other two binding regions at the C-terminus and their regulatory
mechanisms. NBS1 ubiquitinates PCNA and then initiates Pol eta-mediated translesional DNA synthesis by
binding to RAD18. It also binding to RNF20 to ubiquitinate histone H2B, which,in turn, recruits histone
chaperon FACT and initiates chromatin-remodeling for rejoining of DNA double-strand break.
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