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Functional analysis of novel GAP-43 phosphorylation sites in neuronal growth

Kawasaki, Asami

3,300,000

GAP-43
GAP-43 (Ser96 Thrl72) pSer/Thr
JINK JINK GA
P-43 GAP-43
50% Ser96 GAP-43

GAP-43 is thought to be involved in the mechanisms regulating the growth of
neuronal processes during development and axon regeneration. However, its role for the molecular
signaling is poorly understood. Recentlx, we performed a quantitative phosphoproteomic analysis of axonal
growth cones and identified the novel phosphorylation sites of GAP-43 (Ser96 and Thrl72), which are
extensively highly phosphorylated in in vivo. Using specific_antibodies of phospho-GAP-43 at these sites,
we identified JNK was a major kinase responsible for these sites. In GAP-43 S96A knock-in mice, axonal
growth of the primary cultured neurons was reduced by 50 %, compared with that of wild-type mice. These
results suggest that JNK-dependent phosphorylation of GAP-43 is one of the important signaling involved
in axonal generation and regeneration.
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