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[Abstract] RhoA is a member of the Rho GTPase family. ROCK is a downstream effector molecule of RhoA.
ROCK affects cytoskeleton and transcription in the nucleus. This series of reactions constitute the RhoA/ROCK signal-
ing pathway. Embryonic stem cells are primitive cells with the potential for self-renewal and differentiation into various
cells. The RhoA/ROCK signaling pathway plays an important role in neural differentiation of embryonic stem cells. This
article discusses the influence of Rho/ROCK on the differentiation process of embryonic stem cells, and prospects and
summarizes their future research direction.
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RhoGTP i 5% 1 i 51 2 — , RhoA A2 %5 43 T JF K i 1
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