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Abstract: As a kind of negative regulators, suppressor of cytokine signaling (SOCS) plays an important role

in cells signaling transduction pathways. SOCS can regulate multiple immune responses through inhibiting

diverse conduction pathways of the cell factors. Recent studies showed that gene transcription silence which

caused by the hypermethylation of SOCS CpG island is closely related to the occurrence of diversiform tu-

mors. Thus, as negative regulators of the cell signaling transduction pathways, and also on the behalf of a

class of tumor suppressor genes, SOCS are the new targets of tumors therapy.
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