DOI;:10. 3969/j. issn. 1000-9760. 2017. 06. 009

+ 420 - T BB FAR 2017 4E 12 A% 40 555 6 #1 ] Jining Med Univ, December 2017, Vol. 40, No. 6

G B A BRI SZ M S DR — SR AL AEFARE H 1y 142 H

kD N ST N S S F i
BRI AF R 273165 5 5 77 B2 B dh &R M RF 52 BT, B 7 272067 )

W E G EO1MMIEZIR(G protein-coupled receptors, GPCRs) EAAR P S 2 Rk, EANFHEFTH T A
FARE R AR R B P AR T T ELGER, AR LR IEL RN ES R E, AR EN,GPCRs RALVA
PR XA, ETAAZRKRBANFERRNG X REERD, AL EZRWR T 5 #p AR5 40 % 49 GPCRs =
RAR, AR BT W28 MR 2 AR T TR B ARAR TAR R 09 5 F L), 5t 3P AR 69 08 7 SRk A 20 7 ik

KR G EGMIRTAR; FpARGE; TR IR &7

hE 4SS R6 TERARIRAD ;A X E 4210009760 (2017) 12-420-05

The role of G protein-coupled receptor heterodimerization in depression
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Institute of Neurobiology , Jining Medical University , Jining 272067 , China )

Abstract : G protein-coupled receptors ( G protein-coupled receptors, GPCRs) are widely expressed in the
human body,the signal transduction of which plays a very important role in the occurrence and development
of depression. So they are as a major target of antidepressant drugs. Studies have shown that GPCRs not only
exist as monomers,but also act as dimers or higher order oligomers. This article focuses on GPCRs dimers

which associated with depression in order to understand the molecular mechanisms of interactions between

receptor-receptor heterodimers and exploits a more effective approach to the treatment of depression.
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