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Understanding mechanism of genome instability in hereditary breast cancer
induced by telomere dysfunction
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Breast cancer is currently the most common cancer in women, with hereditary
breast cancer accounting for about 10% of the cases. Mutations in the BRCAl gene, one of the major
causative genes in hereditary breast cancer, cause genome instability. Telomeres are localized at
the ends of chromosomes to play an important role in genome stabilization. In this study, we focused

on telomere function to elucidate the mechanism of genome instability caused by BRCAl

abnormalities.
This study reveals a detailed molecular mechanism by which the BRCAL complex regulates the_
ubiquitination of chromatin in the telomere region and represses chromosome end fusion during

telomere dysfunction, which leads a genome instability.
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