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Reverse Genetic Analysis of DNA Damage responses in the Avian DT40
Gell Line and the Medaka Fish
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WFZER S OBEE (JE X : A number of anti-cancer agents, including radiotherapy, induce DNA
damage, arrest DNA replication, and thereby induce apoptosis. Therefore, functional
analysis of DNA repair factors may contribute to improvement of anti-cancer treatments.
For this functional analysis, we have developed unique reverse genetic model systems, the

avian somatic cell line (DT40) and the Medaka fish. We have revealed the role of
ubiquitylation, some DNA polymerases, and BRCA1/2 in DNA damage responses.
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