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Molecular mechanism of compensatory proliferation
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Abstract Recent studies have suggested that dying apoptotic cells are involved in various types of extracellular
stimuli, termed compensatory proliferation. For example, caspase-9 (Dronc), a type of enzyme which induced cell
apoptosis, stimulates JNK or prostaglandin E2, leading to the pronounced cell proliferation. Moreover, interleukin-11,
which is produced by reactive oxygen stress, has been also found to be involved in the compensatory proliferation. For
more understanding the mechanism of cell death and proliferation, further investigation of the compensatory

proliferation is awaited.
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