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Elucidation of the mechanism underlying apoptosis-induced compensatory
proliferation using a murine model
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Apoptotic cells might produce growth factors that subsequently induce
proliferation, which is referred to as compensatory proliferation. The aim of the study is to identify
growth factors released from dying cells and elucidate the mechanisms underlying compensatory
proliferation. We generated mice that harbored cFLIPs gene at a locus on X chromosome. Intestinal
epithelial cells of cFLIPs KI mice underwent apoptosis, however, female cFLIPs KI mice were born and
developed without abnormality, and fertile. To identify candidate genes that are potentially involved in
proliferation, we performed genome-wide transcriptome analysis using intestines of cFLIPs KI embryos and
we found that Reglllb and Reglllg involved in tissue repair were significantly elevated in the intestine
of cFLIPs KI embryos compared to wild-type embryos. Now, we are going to generate mice lacking both
Reglllb and Reglllg to elucidate a role for these genes in compensatory proliferation.
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