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abstract
The centrosome 1is a major microtubule organizing center and
contributes to proper segregation of chromosomes during mitosis.
Centrosome amplification is found in many cancers and considered as
a cause of carcinogenesis. BRCAI, one of the responsible genes for
hereditary breast cancer syndrome, participates in the regulation of

centrosome duplication. Consequently, BRCA1 dysfunction induces




centrosome amplification and carcinogenesis. Although, the mechanism
is still unknown. In this study, we analyzed the precise localization
of BRCA1 in centrosomes using super—-resolution microscopy. In addition,
we found two novel interaction partners of BRCAIl from the localizing
pattern. In the following study, we will investigate how BRCAIl
regulates these interaction partners to conduct centrosome

duplication.
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