©
2013 2016

molecular analysis of Prader-Willi syndrome model mice with imprinting mutation
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We created Prader-Willi syndrome (PWS) model mice, which show neonatal
lethality because of abnormal DNA methylation on the PWS imprinting center (IC). We analyzed
molecular mechanism of establishment of genomic imprinting in gametes and early embryos using our
PWS model mice. We found that the main epigenetic factor which could affect gene expression In the
imprinted region is genomic constitution and next DNA methylation after implantation. To recue
neonatal lethality in PWS model mice, we created Ndn and Mkrn3 transgenic mice, but both of them

could not rescue the PWS model mice.
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