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Structure and analysis of Gal3-RhoGEF signaling mechanism
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To elucidate the molecular mechanismof G13-RhoGF signaling pathway, we tried
to determine the structure and Gal3-RhoGEF complex, and dynamic mechanism of Gal3-RhoGEF
interaction. As we could not determine the complex strucuture of G13-RhoGEF, we could not peform
detailed interraction mechanism of G13 and RHOGEF.
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