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Abstract : G protein-coupled receptors ( GPCRs) are transmembrane proteins with important pathological
and physiological functions. G protein-coupled receptor kinases ( GRKs) ,protein kinase C (PKC) and B-ar-
restin are closely related to G protein-coupled receptor phosphorylation. The process of GPCR phosphoryla-
tion selectively activates G protein-dependent or G-protein-independent signal transduction pathways, which
shows the characteristics of the biased receptor/ligand. In addition, new technologies, such as biolumines-
cence resonance energy transfer and Duolink etc. ,furtherly promote the research of GPCRs phosphorylation.
In this review,the effects of GRK, B-arrestin and PKC on the phosphorylation of GPCR and phosphorylation
of GPCR were summarized. The application of newly found technologys in GPCR phosphorylation were also
discussed , which provides a theoretical foundation to further understand GPCR physiological and pathological
function and drug development.
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