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Axon regeneration in the central nervous system with a novel blocker for
semaphorin
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We have reported that GTP-bound R-Ras stimulates axonal elongation and
branching in cultured neurons. Elucidation of regulatory mechanisms for axonal morphogenesis by
active R-Ras is helpful for axonal regenerative study, and we searched for R-Ras-binding proteins
responsible for axonal development through yeast-two-hybrid screening. Through the screening, we
identified an actin-binding protein, afadin, for R-Ras binding partner mediating axonal branching.
We further identified alternative variants for afadin, I-afadin and s-afadin, and their opposite
roles for inducing axonal branching.
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