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Basal-like breast cancer, a subtype of breast cancer is associated with
BRCA1 dysfunction. Basal-like breast cancer is linked to poorer clinical outcome, therefore
effective treatment options for this subtype is desired. Recent reports have revealed that NFkB
signaling is upregulated in breast cancer with BRCA1 mutation. We hypothesized that basal-like
breast cancer with BRCALl dysfunction could be sensitive to Bortezomib, a NFkB inhibitor.
Indeed, we have revealed that cancer cell lines with BRCA1 dysfunction due to both mutation and
reduced expression displayed NFkB upregulation. Also, cells with BRCAl dysfunction are sensitive to
Bortezomib through NFkB inhibition. The last series of experiments using clinical samples showed
reproducible results, suggesting that Bortezomib could be a reasonable therapeutic option for
basal-like breast cancer with BRCA1l dysfunction. We have been preparing a manuscript to preset our
data as a scientific paper.
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