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The role of DNA repair factor FNACD2 in centrosome duplication
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Centrosome is an organelle function as microtubules organizing center. Disfunction of
centrosome results in improper cell division and chromosome unstability leads to
tumorigenesis. FANCD?2 is a cause gene of Fanconi Anemia, which represent predisposition
malignancy. In this study, we addressed the role of FNACD2 in centrosome maintence.
Defect of FANCD2 by siRNA knockdown in U20S cells result in centrosome
overduplication and reducing of mictorubule assembly function. These results indicated
that FANCD2 is involved in centrosome functions.
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