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Biochemical analysis of post-replication repair pathway
involved in induced mutagenesis
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TR OBEEE (330) : DNA lesions produced by ionizing radiation and environmental
mutagen inhibit DNA replication. Stalling replication would lead to cell death if it
persisted. Cells have mechanisms (post-replication repair, PRR) to restore DNA
replication to survive against DNA-damaging agents. PRR is involved in induced
mutagenesis. In this study, we purified enzymes required for PRR, reconstituted
biochemical reactions with the enzymes and analyzed molecular mechanisms of the PRR.
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