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Understanding the mechanisms by which a replisome component Ctf4 promotes proper
repair of DNA double-strand breaks at arrested replication forks
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In this study, | aimed to understand the molecular mechanisms by which Ctf4
protein promotes proper repair of DNA double-strand breaks (DSBs) formed upon replication
inhibition. To this end, | compared the levels of replisome factors and homologous recombination
factors bound around DSBs by chromatin immunoprecipitation and identified factors whose association
levels are altered in the absence of Ctf4. Furthermore, | identified the Ctf4-interacting protein
that may function together with Ctf4 during DSB repair. I will examine in a future study how these
factors collaborate together with Ctf4 to regulate DSB repair.
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