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Role of Glis3 in preimplantation embryo devel opment
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The Glistranscription factors, Glisl and Glis3 are highly expressed in the unfertilized egg and 2-cell stage, while
Glis2 ishighly expressed after the 2-cell stage. Previous study revealed that Glisl and Glis3 promote reprogramming
that occurs during iPS cell induction, while Glis2 suppresses it. However, it is unclear whether Glis family genes
are involved in the reprogramming that occurs after fertilization. In this study, we examined the effects of Glis
family genes on reprogramming that occurs after fertilization.
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