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A Review of the Literature on Cytokine Signal Suppressor 3 and Nervous System and Related Diseases
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Abstract: Cytokine signaling inhibitor 3 (SOCS3) is a protein encoded by SOCS3 gene. The abnormal expression and function of
this protein are related to the occurrence and development of autoimmune diseases, metabolic disorders, tumors and other diseases.
This gene encodes members of the STAT-induced STAT inhibitor (SSI) family, known as cytokine signaling inhibitors (SOCS). SSI
family members are negative regulators of cytokine signaling induced by cytokines. SOCS3 is closely related to the central nervous
system and related diseases. This paper mainly focuses on the structure and function of SOCS3 and its relationship with the central

nervous system.
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