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Defective syste-level regulation of Aurora B underlies chromosomal instability
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Chromosomal passenger complex (CPC) ensures accurate chromosomal
segregations during mitosis through releasing incorrect attachments of kinetochores and centromeres.
We previously reported that the function of CPC is allosterically increased by interaction with
heterochromatin protein 1 (HP1) and the amount of HP1-bound CPC is decreased in a wide of cancer
cells. Here, we aimed to understand the reduction of HP1-involvement in cancer cells and found that
the extent of HP1 assembly at centromeres is closely related to ploidy alteration and
transcriptional regulation, affecting chromosomal instability in cancer cells.
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