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Advance in biological functions and roles of neurite outgrowth inhibitor proteins
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Abstract: In recent years, a series of studies have found that neurite outgrowth inhibitor (Nogo) proteins play an

important role in a variety of diseases. In addition, Nogo is actively involved in the inflammatory process by mediating M1/M2

polarization of macrophages. This paper reviewed the role of Nogo family in diseases and revealed its molecular mechanism.
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