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Analysis of DNA damage response using gene—disrupted DT40 clones.
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AR RO EE (9532) : Homologous recombination (HR) plays a major role in repairing
DNA damage caused by chemotherapeutic agents, such as camptothecin and cisplatin. HR
is carried out by coordinate actions of more than 50 different proteins. We have analyzed
the role of the individual HR proteins by disrupting genes encoding the HR proteins in the
chicken DT40 cells. We have revealed the function of the following HR proteins, including
CtIP, DNA polymerases 6 and v, Fanl, Palb-2, Sfr1, Slx4, and Sws1.
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