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< Abstract >

Why does the CNS not regcnerate after mjuty? The failure of axonal regeneration in the CNS after injury is
not due to an inherent inability of these neurons- to regrowth axon. Recently, an inhibitory substrate effect of
CNS has been discovered which 'could be dirt:c_tly;'involvéd_ in the lack of regeneration. The failure of axon
regrowth in the CNS is crucially mﬂuenoad by the presence of neurite growth inhibitor NI35/250 and possibly
also by molecules such as myelin assaciated gly&?prot_ein(MAG) and chondroitin sulphaté proteoglycans(CS-
PGs). The application of the monoclonal ‘antibody: IN-1, which efficiently neutralizes the NI35/250 inhibitory
molecules. This new finding has a strong impact on the development of a new neuroscientific research directed

to stimulate axonal regeneration. In t}us review summarize the current knowledge on the factors and molecules

involved in the regencmtioh failure.
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