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The temporally and spatially restricted nature of the differentiation capacity of somatic stem cells
in development has been studied extensively in recent years. Epigenetic control of developmental genes,
which is heritable through cell divisions, has emerged as a key mechanism defining the differentiation
potential of cells. In this fundamental step of embryonic development, we previously found that HMGA
proteins play a key role in regulating neural stem cell fate during neocortical development (Kishi et
al, Nat. Neurosci., 2012). However, the mechanisms are largely unknown. Previously, we have also shown
that PcG proteins mediate the neurogenic—to—gliogenic switch of NPC fate, in part through suppressing
the neurogenic genes, such as a proneural gene, Neurogeninl. Thanks to this grant, we found that the
interaction between PcG and HMGA2 is essential for the fate transition of neural stem cells.




