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Research advances in structures and functions of G protein-coupled receptors

CHENG Jian-Xin, TANG Yun*
(Shanghai Key Laboratory of New Drug Design, School of Pharmacy,
East China University of Science and Technology, Shanghai 200237, China)

Abstract: G protein-coupled receptors (GPCR) are a family of proteins containing seven transmembrane helixes,
which participate in response to a wide range of intracellular signaling transduction. Because the dysfunction of
GPCR will cause a series of disorders or diseases, they are extremely important drug targets. In recent years, a series
of big advances in the determination of three-dimensional structures of GPCR has been made. These breakthroughs
not only allow to clearly understand the basic structural characteristics of each GPCR subtype and individual
members, but also prompt to launch a new round of broad and in-depth exploration on GPCR functions. All above-
mentioned progresses greatly facilitate drug design based on GPCR structures, such as the design of new types of
ligands with functional selectivity like allosteric modulators. In this review, we mainly summarized important
advances achieved in aspects of GPCR structures and functions in recent two years. GPCR structure-based drug
design and further research prospects were also reviewed.
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