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SUMO modification and its regulation of signaling pathways
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Abstract: SUMO modification is a kind of post-translational modification of proteins, which plays an important role

in regulating protein stability, protein-protein interaction and subcellular localization. SUMO modification of protein

is the main mechanism for the formation of diabetes, tumors and other diseases.lIt has become the key target for

treatment. In this article, we have reviewed the latest advance in the relationship between protein SUMO modifica-

tion and these pathways which are nuclear factor-kB ( NF-kB) signaling pathway, mitogen-activated protein kinase

(MAPK) signaling pathway and transforming growth factor-g (TGF-B).
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Fig 1 Small Ubiquitin-like Modifier (SUMO) conjugation system
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