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WFZeR RO EE (3530) @ Spindle assembly checkpoint (SAC) can induce cancer—selective
mitotic cell death. Although the cell death is induced after M-phase arrest by SAC
activation, the mechanism behind mitotic cell death is unclear. In this study, 1
discovered candidate genes associated with mitotic cell death by shRNA screening. Further,
seven genes were identified by using siRNAs that specifically suppress the candidate

genes.
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