(®)
2015 2017

Ctf4 rDNA DSB

Understanding the mechanisms by which Ctf4 protein promotes proper repair of
DSBs formed upon inhibition of rDNA replication
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In this study, | aimed to understand the mechanisms by which Ctf4 protein
functions to promote proper repair of DNA double-strand breaks (DSBs) at the arrested replication
forks. It has been believed that DSBs at arrested forks are repaired by homologous recombination,
which is required for repair of DSBs formed in the G2/M phases of the cell cycle. However, | found
that DSBs at arrested forks are repaired by the novel pathways that are independent of homologous
recombination. I also showed that Ctf4 protein, a component of replication machineries, plays an

important role for proper repair of DSBs at arrested forks, by suppressing the initiation of
homologous recombination upon DSB formation.
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