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MFIER R OMEE (3£30) : Fanconi anemia is a hereditary disorder characterized by increased incidence
of cancer and leukemia. FA is caused by a mutation in any one of the 14 FA genes. Their products form a
nuclear biochemical network called FA pathway. We analyzed molecular function of the FA pathway by
making knockout mutant cell line from chicken DT40 cells. We have partially clarified molecular details
of the FA pathway and its regulatory mechanism in the DNA damage response.
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The core complex functions in 3 steps:
1. Mono-ubigquitination of FancD2

2. Chromatin targeting of FancD2

3. DNA repair
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