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Targeting Nogo protein and its receptor in promoting nerve regeneration: recent progress

ZHU Zhuang-chen, NI Bin*

Department of Orthopaedics, Changzheng Hospital, Second Military Medical University, Shanghai 200003, China

[Abstract] Ample evidences have showed that the failure of early regeneration of the central nervous system(CNS) in

adult mammals is mainly due to the growth inhibitory factor. Efforts have been made to promote neuron regeneration and

neurological function recovery by damaging myelin and removing myelin-associated inhibitors. At present, the Nogo protein

associated drugs and gene therapy have become a novel effective way to promote axon regeneration after CNS injury; here we

reviews the recent progress on the related issues.
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