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WFZeR RO EE (3530) @ Germline mutations in the breast cancer susceptibility gene BRCAI
predispose women to breast and ovarian cancers. BRCA1 plays important roles in DNA repair
and centrosome regulation, along with its heterodimer partner BARD1. We identified a new
protein that interacts with BARD1 (here we call it BARDl-interacting protein (BIP)). We
found that BIP plays an important role in the regulation of centrosome amplification and
cytokinesis together with BRCAland BARDI.
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