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The challenge to generate tetraploid mice that can be bred cumulatively
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Tetraploid mammals are rarely born because they are lethal early in
development. We discovered that a p53-dependent checkpoint exists in early development and published
that disruption of p53 function dramatically improves the developmental potential of tetraploid
embryos (Sci Rep 2015). In this study, disrupting the function of p53 and cyclophilin D (CypD), a
component of the Mitochondrial permeability transition pore, successfully increased the viability of
tetraploid cells in late gestation. On the other hand, inhibition of p53 and CypD function did not
result in the formation of gametes (spermatozoa) of tetraploid origin.
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