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[ Abstract] The neunte outgrowth inhibitor A (Nogo-A) is a protein found in
mammals, which is capable of inhibiting axon growth. Previous research has found that Nogo-A
can play a regulatory role in axon growth and synaptic plasticity in the nervous system, and it is
closely associated with Alzheimer's disease, amyotrophic lateral sclerosis, multiple sclerosis, and

spinal cord injuries. This article reviewed the basic structure and functions of Nogo-A and its

receptor NgR, as well as the research progress in the context of neurological disorders.
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