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Abstract: As a member of the suppressor of cytokine signaling (SOCS) protein family, SOCS2 is a negative
regulator of cytokine signal transduction which is involved in a variety of aspects of biological and cellular function
including growth,metabolism,bone growth, tumorigenesis and immune function. In this article, we mainly review
SOCS2 about its molecular structure, the regulation of its activity, biological function in the cytokine signal trans-
duction and clinical research.
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