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The evolutionary expansion of the mammalian brain, especially the neocortex, enables us to obtain the
higher cognitive abilities. One of the principle factors for the neocortical expansion in evolution is increasing
neurons followed by progenitor cell expansion. Recently, we have identified a human specific gene ARHGAPI1B
which expresses higher in the neural progenitor cells in the developmental human neocortex. Ectopic expression
of ARHGAP11B in the embryonic mouse brain promotes progenitor cell proliferation. Although ARHGAP11B
has RhoGAP domain, ARHGAP11B did not show strong GAP activity for RhoA. This result suggests that the
function of ARHGAP11B is independent from RhoA signaling. Therefore, it can be speculated that ARHGAP11B
has novel molecular function for progenitor cell expansion. To understand the novel molecular function of
ARHGAPI11B, firstly we made various truncated mutants of ARHGAP11B and examined their effects on the
progenitor cell proliferation. Then we identified novel interacting partners that specifically bind to ARHGAP11B
through the region that has responsibility for the progenitor cell proliferation. Most of the identified proteins are

involved in intracellular transport. Now we are analyzing the function of identified interacting partners of

ARHGAP11B in neocortical development.
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