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Abstract: G protein coupled receptor (GPCR) is one of the biggest mammal cell surface membrane receptor fam-

ily,in the research and development of human medicine ,nearly half of drugs have direct or indirect effects on GPCR

signaling pathways. Desensitization ,endocytosis and the resensitization are the key processes of GPCR regulation of

signal transduction in terms of time and space. Both clathrin and AP2 play important roles in the process of endocyto-

sis. In this paper we aimed to describe the signal transduction pathway of GPCR,summarize the negative feedback

regulation of desensitization and endocytosis caused by continuous stimulation of agonist. Recycling pathway of re-

ceptor resensitization and discuss the pharmacological function of clathrin inhibitors in clinical practice so as to pro-

vide theoretical basis for the pathogenesis of related diseases.
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