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[ Abstract)
pled receptor ( GPCR) super-family. High expression levels of TGR5 mRNA can be detected in multiple tis-

G protein-coupled bile acid receptor Gpbarl (TGRS) is a member of the G protein-cou-

sues, such as small intestine, stomach, liver, lung, especially the placenta and spleen. TGRS is not only a
bile acid receptor, but also a receptor of a variety of selective synthetic agonists that regulates the derivatives of
different signaling pathways, such as nuclear factor-kB ( NF-kB), AKT and extracellular signal-regulated ki-
nase (ERK). TGRS is involved in energy homeostasis, bile acid balance and glucose metabolism during the
process of metabolic regulation. The latest studies have expanded the range of TGRS function to alternative as-
pects including inflammatory response, cancer and liver regeneration. These novel findings suggest that TGRS
is a potential drug target for multiple diseases. This review summarizes the basic property and novel function of
TGRS.
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GPCR J& Jfi I 45 4 1) TGRS Z &, TGR5 fi 4
VRE R SRR IR . 2R HER (TLCA) . A JH
fR(LCA) . WA HER (DCA) (R8I0 f2 (CDCA)
FRHER (CA) 1] LAF AR5 15 5 A TGRS H6 4Ly
CHO 41l cAMP, & (ECy,) BT & TLCA
(0.33 pmol/L) > LCA(0.53 pmol/L) >DCA(1.01
pmol/L) >CDCA(4.43 pmol/L) >CA(7.72 pmol/L),
FA rh & BT R B 24 S5 Obacunone , B 1T DAF 6
M b3 TGRS, HoAth— b & 1y 40 S0 R R F1 55
BRI (OA) g %5 7 J 55 TGRS #shH .
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1. TGR5 1 AKT 4%

AKT J&:22 5[/ 5 R BRI, & 76 R[] 41 i it
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i . AKT HA pleckstrin( PH) Rl PESE K. 78
JRIE b, AKT f9 PH 45 ¥4 35 A0 i B2 L 2 = #f 1R
(PIP3) 2 [ia] ) AH H.AE FH 7E 73 &R 308 i AKT
(RE 5 16 1, AKT W a] DL i 22 & 1R 473 W iR k.
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# TLCA ] 358 AKT BERRIL T3 NO et
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o X FH] TGRS i 41N cAMP 55 GLP-1 1
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