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TR OBEEE (3 3C) : We show that tetraploid cells induced by impaired mitotic
chromosomal condensation are eliminated by a novel type of cell death different from
caspase-dependent apoptosis. The cell death was executed by the downregulation of
eukaryotic translation elongation factor 1 alpha 1 (eEF1A1), a typical housekeeping gene
products. The downregulation of eEF1A1 expression was shown to be induced by both
destabilization of its mRNA and its translational inhibition.
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