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Development of an arrestin-biased ligand for peptide GPCRs to establish a novel
drug addiction treatment.
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Recently, arrestin-biased ligands for the neurotensin receptor (NTSR1) have been viewed as a potential
candidate for the treatment of drug addiction. In this study, we tried to solve the NTSR1 structures in
complex with G protein or arrestin and compare them to develop compounds that selectively inhibit G

protein signaling. To date, we have successfully solved the structures of the NTSR1-arrestin, -Gi, -Go,

and -Gq complexes, and have succeeded in obtaining 30 candidate compounds.
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