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[ ABSTRACT]

regulate inflammation and metabolism. TGRS activation can inhibit foam cell formation and atherosclerotic plaque rupture

G Protein-coupled Receptor 5;  Atherosclerosis; Inflammation Reaction; Vascular Endothelial Dys-

G protein-coupled receptor 5 (TGRS) is recently discovered to be a new membrane receptor that can

by reducing inflammation reaction, promote NO, H,S and other endogenous gas signal molecules to improve vascular endo-

thelial dysfunction. In addition, it also can reduce atherosclerosis risk factors such as obesity and diabetes. Therefore,

TGRS may be an important target for prevention and treatment of atherosclerosis.
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Figure 1. TGRS function diagram
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WESE INT-777 FEZBEBENEROE F 4L - TGRS 32
P 0 B WA B 75 1 ox-LDLC 1™ Az 46 4 40 it ()
+, NI A FEST As fEH ., T {8, Miyazaki-Anzai
LS ApoE ™ M1 LDLR 7 /NEUSL R b | FIHE VR
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T g/ b g St IERE B IRIRE 2R As fEK R R
HIRA , NZ T T &P As fEH .
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TGRS 78 JLFl 5 4 A A & B 40 i b #8238, 4 o
AR B W 4, R, TGRS A5 AT B i 2 3
TRIE SN, TR As KR 1 o R v A 4
TEH .
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terleukin-6,1L-6) | 140/ % 1B (interleukin-18,1L-
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FIBELR N A , 48 fER BXE B 1 S8 1 % £ 00 JILASE B 1) XL
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NF-kB 5 5 [ 42 ok [ IR 4 4 40 il I8 7 7K S8
NF-B E—Fp 2 T AR R RN, 5
HAWRIE 1 (1B) 254, IF LUIETG MR S A7 T 40
MO rf 24— S i ifg 7 3 5 S (40 LPS | TNF-
o) J5 , IkB KABIRAL , B & 0I5 NF-xB 4355,
NF-kB 306 I #E A 4HMA% , 5 DNA 85 F 4 S04
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JE it b NF-«B A] DA — RPN B 1) &35, an
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TR AL, T NF-B I3 i A4 RO e ok s HE = VT,
TGRS J7 , i3 TGRS-cAMP 15 538 [ , #00% & (3%
fiff A ( protein kinase A ,PKA) , 1T [ 18 R JE FE A c-
Fos 15 NF-«kB B3 p65 454, i NF-kB #453%;
H=,#% TGRS J5 , i it TGR5-cAMP-PKA 155 &
18 AN B9 JEE W) 45 5 8 H ( cAMP-response element
binding protein, CREB) B2 1k, I 5 NF-xB 38+ 4%
4 CREB WA EH (CREB binding protein, CBP) ,
WA NF-kB 354 [ ] BE3S AN470 58 40 i B 1
FZ0A 2 10 (interleukin-10,1L-10) B2 4= 120
2.2 TGRS EMEHNK
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B 4 1) S 22 38 TS 5P A A L A o R R Tl
BN B TR RN BT B, o0 A I B ox-
LDLC 540 AR 4, 2k As k4R R
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%ML R 20 1007 9 B AL, A, AR AR K
B ML PR AR AT LUE S #OE TGRS 5214
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-, REAE I o PR AP I A8 P B 00 ot 4 S i AL 40
HEFH AR AN TR B, T I As 19 % A e
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H 30T L# FOXOAT 3 X 25 (B R Ak, 4 i 9 B2
# 1 (endothelin, ET-1) f47= 4 | T 403 155 5K 7777
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IR SE C5TBL/6) 2 14 )G, F-45 T TGRS Hi 5
PEBLENH INT-777 3697 10 JA, & SRS 40 2 A &
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S E HE A R, O BT B LR A2 A
TGRS Fiff Ml —F b A& @( neuronal nitric oxide
synthase ,nNOS) i) 235, L T TGRS 3% vl 5
B HEZS IR | Jd /0 e s B, R AR I I, 53 Ak,
POE TGRS 244, v] 5 e/ FRIERH AR T, 34
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SOV SR AL AT RES e i D 4L SR B L
o, TGRS 1% i@ 1t TGR5-cAMP {35 S B% , H5R 1 2
AR it S 22 R — Al ( D2) 5 M AR TS T 1 1Y
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(T3 ), 34T 2H 2 200 1t i) A5 B0y B SR T 8, A
T3 0 BE BT A B e 1 A AR S AT & A
2.4 TGRS 5K & HER R

VLA WF5E 2 W] TGRS A2 AR B0 7l LA B 4% 5%
A0 Hb 3 g 5 2R 5 S A W, A e A AT
i, BFA R R . Katsuma 2520 % BLIE TGRS 52
IR AN 770 s 0 ] S O s w0 = 1R
ZFERK 1 (glucagon-like peptide-1,GLP-1) . Tfif GLP-
1 KSP b e AT LA e 5 28 0 26 W 6 )R 43 s,
] 1 I AR 2 A, 2 R A A, RS B
RIS TGRS SZ AU AT i iz 38 P 43104 240
53 GLP-1, 38 Al H A3 WA Z2 Ik YY (peptide YY,
PYY) , HoAH ALy - 76 B 1 9 43 Wb 4 i v, TGRS
PR AR ) 5 EER T TGRS SZ2AK MY Gas

T TR B 15k LI ( phosphatidylinositol , PT) 7K fi#
it cAMP/Epac/PLC-g/Ca” {5 58 I, 51 GLP-1
FUPYY Bl ; 11 H,S w3 L f il PT /KA F1 Ca™ B
WO AW H TGRS 4+ S 9 GLP-1 fl PYY Behk'®',
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JEEEy B ZBA b TR B =i Y PREE T TGRS 1Y
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51E % 18 N 43 I 4R D TGRS 34075 )5 5158 GLP-1/
PYY B VE FHALEIARAL

3 EBE5RE

Z5 LTk, TGRS Ay — Fl B B9 RE I8 5 2 E Al
TR RIS AZ 1A, )92 e 1k T N FmG 14 25 sh 1 i 4%
FLH SV 40 v, HLBTS 5 T DLl T 2 4 (s Sl
6, 2 SR IR BE QU i B T | S B
PR SRS 5 T RA S 207 PR, W X As
KRB ZA T, A B BIR As (185 78 40
o AAN ST & TGRS P43 5 nl 3 i INK AR
PRV A1 N 240 i miR-26a 192357 . miR-
26a CBIESE S S5 I0E IR 1, oot ME 5 1 i Y
gl ZARHT ™), BB E PUE ox-LDL 51 S 1)
N IKHERETE AL AL miR-26a 3235 5% 7+, miR-
26a 18 1 A P LA S AL A0 14 58 R A% 410 46
MM RITAT: AE As KA R EREREMHEMA™ . H
HII TGRS X L4515 LA i i 4 F 55 220, TGRS
T LA - LA 7 10 X As 1 % A 58 35 9 T 3 O
A & S T A o, B Rk — 2P phoiE s, HEH, B
Tk e 57 32 2 Jy BR T 3l 40 S 56 FMAR SP SE 50, i —
5T TGRS 76 AR SCLH 2L () D fiE S HAR 53
6 ST AT S 1 I PR R, o T SR 5 48 A AT
TV ) AR HILE] , LA KX As BTG M HTTF A
T T it B R X,
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