2016 2017

Analysis of Translesion synthesis (TLS) mechanism by novel assay method
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Translesion DNA synthesis (TLS) is pivotal for releasing replication arrest
at DNA damage on the template strand. TLS polymerases are involved in this bypass replication across
damaged template. However, the mechanism to select a polymerase to carry out TLS across some
specitic damage has not been elucidated. For the bypass of UV induced T-T dimer damage, Polymerase-
n can replicate in error free manner, while other TLS polymerases induce replication erorrs during
TLS and thereby induce mutations. In this study, we employed novel TLS assay using artifical damaged
oligo DNAs and revealed selectivity of TLS polymerase to the kind of DNA damage.
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