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Research progress of suppressor of cytokine signaling-3 in prostate cancer
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Abstract  The suppressor of cytokine signaling-3 (SOCS-3) is a common inhibitory signal regulatory protein,
It can participate in the negative feedback regulation of Janus kinase/signal transducer and activator ol transcrip-
tion (JAK/STAT) and other important signaling pathways, so as to regulate role of cytokines and growth factors
on cells, Migration and invasion ability of prostate cancer cells can be regulated by SOCS-3 through a variety of
mechanisms. This paper will provide a briel review on it.

Key words  prostate cancer; suppressor of cytokine signaling-3; tumor invasion and metastasis
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