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THE SN MR & nGAPs OBMRZ 7=, T OREE, NGF FEMto ks M#Eic b 4T
® nGAPs WM S TRV, RNAL / v 7 Z U UEHTIZ LD . NGF 12X - THE I LD
ZEHRAMEICIE nGAPs NV ETH D Z E ML NITR o 72, & HIZ—H D nGAPs DRI
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ZHhbd,

W R OMEEE (3530) : Continuous rearrangement of cytoskeletons and recruitment of
transport vesicles to plasma membrane are thought to be essential to the growth cone
motility, however, it is unclear how the proteins are directly involved in processes of
axonal growth. We have recently reported of identifying 17 proteins as the functional
marker proteins in the mammalian growth cone, as neuronal growth—associated proteins
(nGAPs). However, it remains to be determined whether these marker proteins are widely
involved in neuritogenesis in various neuronal cell types. We showed that all of the nGAPs
were concentrated in the growth cone of PC12 cell. RNAi knockdown of each nGAPs also
inhibited neurite elongation induced by NGF. These results indicate that nGAPs are
involved in NGF-induced neurite outgrowth, and that nGAPs are very useful as generalized
marker of the growth cone. To investigate the roles of nGAPs for the growth cone behavior
further, we analyzed the changes of morphology of the growth cone and cytoskeletal
distribution there using RNAi. We found that knockdown of some nGAPs caused significant
reduction of the growth cone area and the amount of F-actin there. These results suggest
that these nGAPs regulate growth cone morphology through rearrangement of F-actin and
thereby control the axon outgrowth.
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