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Research progress of pseudokinase PEAK2
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Abstract: Protein kinases lacking catalytic activity are called pseudokinases, whose catalysis-independent

functions play a key role in cell signaling. Pseudopo-dium-enriched atypical kinase 2 (PEAK?2) is a class [

pseudokinase that is widely expressed in various organs, including esophagus, pancreas, colon, small intestine,

lung, stomach, kidney, spleen, brain and so on. Its role as a scaffold protein is not only an important component

of several signal transduction pathways, but also a key regulator of cell proliferation, migration, invasion,

adhesion, and other processes. Because the expression of PEAK2 is closely related to tumors and other

diseases, it has attracted wide attention. This paper mainly summarizes the research progress of PEAK2 from

structure, the related signal transduction and the expression and function in diseases, in order to provide new

ideas for innovative drug discovery in these diseases.
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