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[ Abstract ]
functions by binding to G protein-coupled receptors ( GPRs ) on the cell membrane. GPR120 is the receptor for medium and long-chain

Free fatty acids are important substances for regulating energy metabolism in the body and mainly exert their

free fatty acids in mammals. Studies have found that the activation of GPR120 on endothelial cells, vascular smooth muscle cells,
and monocytes/macrophages can reduce monocyte adhesion, promote cholesterol efflux from foam cells, regulate the migration and
differentiation of macrophages, and exert anti-inflammatory and antioxidant functions, potentially resisting atherosclerosis. This article
reviews the molecular structure, tissue distribution, ligand types, signal transduction pathways of GPR120, and its research progress
in anti-atherosclerotic diseases, aiming to reveal the molecular mechanism of GPR120 in resisting atherosclerosis and its potential
value as a therapeutic target.
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GPR120 MRLIAZ Jyrh . KEEUFIRNTTR, LA
o -3 ZAMFAENHTR (omega-3 polyunsaturated fatty
acid, -3 PUFA) N3, WFFEHGE, GPR120 F%
TR FHUARR O BRET . IRNTALZL. ' W iE
G, SERLSAE W EERE SRR, M
W E P R EOK T (R AR M s . Y AR
15 4B 4 T ANk VR I A R R R
AYFDIRE S, AR B8, GPR120 J&ME
—ERATEGEEAMMEL G EAMIKZAR, H
FE EL 20 LT e B R I s AN R AR, AT
PER U A B (s ko REREAL ) JRYT I 7E
B 5L ARSI N GPR120 43 F-4540 . A0
Be AR K H A T 1015 5 5 5 A S AIF 5% 1 d o i e
ek, JFHE A AR GPR120 7E 1M P B 400 . 1fiL
T Vi LA A g A i b gV AL, R ST
e ) ks A T L 5 & A RN & R R IV B oy T
B, R GPRI120 1R AT stk ok AL A L (1 T 7
TRYTHE SR IR A

1 GPRI120 WO FEMEEHEXE

SHIIER

1.1 GPRI120 B3 E A FLEHRE S

GPRI120 J&—Fh &4 7 /N5 IR 25 #3810 26 14
HEEI A TYefadk 10q23.33 X, EA GPRs ¥
kIR, NS, GPR120 JEN 4 EAM B T
3 RAVEREVERT 4, dntt P A B R TR Y JE P
Y, KBRS X AT 1134 MR, S
el 377 R IR AR IE AL A B R, AR
GPR120- “K” (GPRI120-L ) ; %% A% S AR o 15
XEA 1086 MLHIR, MG 361 MaFEMR TR A
HRE T, BN GPR120-“%2” ( GPR120-S)'™,
/N BRI R B ] Y 35 PR o R S B 3R B, e 4 2
Y15 N2 (8| & LR T HIAEAE 98% ()5, {5
FEMG 1 2 s s Ak N R AL sh b it ok R I e
SEAMAETE, B8] GPR120-L Al REALAELE T A2k
il (E75 3 B2, GPR120-L 7245 =/l Py 3F
(intracellular loop 3, ICL3 ) H1 & A HHMA 16 T2
FRIFF, WAL E T L E TR AN R A FRSE
ICL3 HLAT GPR 53 fg, W& 25 G HIAM
B, A EAER. 2Bk, TGS
T G AR, X RET GPRI120-L
HAARFETF GPR120-S (55 SVEA, JHHAHL
F GPR120-S, 7RV A F R mamEe ",

1.2 GPRI20 KyFik

GPRI20 " ZRETH M. NEliHZ gk
HLOMENE, AN REVEAET., OF BiE:
GPR120 F %3k T 18 38 ) P9 43 W0 4 L 1 255 433
A0 M, P GPR120 RJ ¥ Ghrelin 3 3. i 4
WA 2 IR 52 3R s 22 JURRI Jk v W 2R R ik -1
( glucagon-like peptide-1, GLP-1) By 43 W, H
A B O A B fg B AR E . QBRI
HE1: GPRI20 7E 45 (0I5 W Al (15 17 34 %
ik, GPR120 W] il i Ca™ {5 = 1 B OIS i 4816 )
il 4 3% 58 W) B4 15 Z 1K y (peroxisome proliferator-
activated receptor-gamma, PPAR-y) ¥##% H (g5
AHE ok, GPRI20 ST AT 4k 20 i AR K IA 1 21
(fibroblast growth factor 21, FGF21 ) {2 ¥EE: (L ig i
B, @HERE: GPR120 L3R5 T Ik
W BLA b, 28 Ca™ 15 518 i al 22 2L U AL R
M iR ( mitogen-activated protein kinase, MAPK)
ZHWALE SR, @HiIEA S GPRI120 &
BERIR T SCRE SN I A ( BOPR AR R AR At
Club cells ), 73 20 =4 T Bl A it L iz 448 R A
it 6L W 20 i -, T e e AR T UL P A e T
RN Ca* KV, 25 il L I 40 i A W DT BE
I AREFIE LR A B R, OF MR
GPR120 JEME—7E A/ B2 B F AR i e 0K
1 G M2 IR, ERRA M B R
AT S DI RE R M AR S T RE
1.3 GPR120 Bk

GPR120 HYBCARGLAE ML 1 N IR LR FI SR 5
PR R, IR RO A 14~22 B 5T 1Y
NEWIR, FEAMMIENIR (C14 + O/ N EEIR
C16 : O/ FEREHERFN C18 = O/ REJRAR ). LA FN
iR (C16 = In-7/ BFAHINAR . C18 : 1n-O/ JFR ) Al
ZARMFIRER (C18 ¢ 3n-3/ WIKER. C20 : 5n-3/
“ R IR ( eicosapentaenoic acid, EPA )
C22 : 6n-3/ — -+ — % 7N K B2 ( docosahexaenoic
acid, DHA)). -6 l§ JIii #2 (C18 : 2n-6/ V. {if fi% |
C18 : 3n-6/y- WKAR . C20 : 3n-6/ 7 -y- W KR
FIC22 + 4n-6/ A ZHRVUIRHIR ). 534k, Yore %5
WHE R, & A SCHERR MR R R AR HIR -9- FRAEAE
JER ( palmitic-acid-9-hydroxy-stearic-acid, 9-PAHSA )
Je—RNIRIERR R, wlHESE S GPRI20 455 )
WS R WEE S . NIEPERC/R 4N DHA FI EPA,
15 GPRI20 £58 5 HAT 103 O BT AR A 5 28 G A
. X B S E R AN A R NR DT 4 LA SE
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NEJEAE A B 5 AP, LR R YR RS 1) —
ALY NIRPERCR S GPR120 [R5 1)
AN, HAEA R,

R T e YRR R AL, BFIE# MR YE GPR120
2SR REMETF & T — S L BB S M i SR
PERCMAR, FEAHE: 4- (3- REFEE) KNR
(GW9508 ), 3-{4-[ ( 4-Fluoro-4-methyl-2-biphenylyl )
FAE | 2R3 ) TR (TUG-891 ), KR ( grifolic
acid ), L& % A (compound A ) Fl 4- H 48 3 -N-
(2,4, 6- =HHEIR) FREAMERE ( GSK137647A) 55,
B AN GPR120 HA maa My, alfE R HAb
PR B BC AT HEVE T, H Gk SE e AR e 1 4 S Pk
FETEWI R WA S 25 5, Bhi i e 45 SRR L REAR
B S B AR PN R R 22
1.4 GPRI120 f+RFMFEHFERE

GPR120 SECIARZE A J5 nl B0E NG 5 Sl
%, EZH G EAKBUERIE G & A KBR R
f B- M1 ( B-arrestin) {5 S FIRAE,

L4.1 G EAKBRIE S RERE

G HE AR ERE EE R =Rk C EAMM
6, SRR G EARH Ga. GB Ml Gy =AM
M. 2 GPRIY o WIS ZH “HiiR (guanosine
diphosphate, GDP) Z5& 1), Ga 5 GRy R ikZE
BIE ARG SR =R AR 1Y GPR SRS &
PS5, 1AL GPR 5 Ga W45 4, i Ga
WAL % R84, Go WS GDP £ S T
K%, BERD 5 247 =52 ( guanosine triphosphate,
GTP) 54, FE Ga Fl GBy WA . A TGk
ARZSI Ga-GTP 7 FEREGEHE [ ] 5T WEAso s 8 1%
PE, Go FEA Gs. Gil0. Gq/11 F1 G12/13 PUFh
ANFEHL, 4 GPRI20 5 AREARLS A5, "
WARFR Go WA, I TE 545, Rk
M, GPR120 S5ECARZS A J5 vl i #E Gs. Gi fl
Gq WIL KA, A5 AFEALS A S, GPRI20
PO B A VR R . EPAL 9-PAHSA . T
fii . FEAEBR . TUG-891 5 GPR120 454 J& nl i 1k
Gi Fl Gq WA, & Ca™ {5 5 3 K FN PR B 2 i 4
( cyclic adenosine monophosphate, cAMP ) 15518 %
M w-3ENGRIR ( EPA #IDHA )5 GPRI20%454 )5,
RERZIGTL Gs WAL, FEIMFOE N IER) cAMP {55
B, UL 1
1.4.2  B-arrestin ™ FHIMF T Fi&E

B-arrestin /1 T W 15 5 # T J& GPR120 &k “E
B R AL 5 — MR A B9 8 B 0S5, GPRI120

wviisrs
PRYSPEPA

aee
3 San

cCAMPE 5l | Ca?55EMH

E 1 GPRI20 M5 G BEBRBINESHS
Figure 1 GPR120-mediated G protein-dependent signal

transduction

S kLS AR, @it G & B2 IR (G
protein-coupled receptor kinases, GRKs) fi¢ #f 5%
REEmR AL, X —id AR N RS R L. Bk
() GPR120 5 G & 4 & A BB RLN, FEAG T Ui
G HEAME S 3 8UEME, M5 B-arrestin [i
K 1 (B-arrestin2 ) H A 1R & ) S F Sy, 2 3
B-arrestin2 /™ FHIESH T . ZIRAILFIHEZ >,
W58 A& B, 7F L AR 3% 8h 7 o— W RR IR (alpha-
linolenic acid, ALA) #1 DHA E /i F, GPR120-L
F1 GPR120-S 4 A[ AcA:= Pdimiie b,  H A [R]IEA)
MR IL B R AR A 2R, RW, &
A EEF DR, GPR120-S MR L FLE e
GPRI120-L F9H 55, X% F GPR120-L 1 ICL3 £
I 16 NEILRA B FREICH BRI . L,
5 F GPR120 i R 1k 1) B 5% £ 4 1 7F GPR120-S
B ANRIBCAR s Eh AT GPR120-S 1 AN
SR AEBEIRAL, Bums 25 iR, DHA %S 08
ke th G FEEAZ IR 6 (GRK6) Hl Gou/
Ca™/PKC 5 BT, X PHARR 50 B 2 ] iR
fb. GPR120-S #2 & ¥ 119 Thr347 ., Ser350 Fl1 Ser357
DA, 33 A AT Z8 A8 2 i B-arrestin2 [7] 4
MR SR 4R, SR N Ca” KF T+ R Butcher
G RAESE, TUG-891 5 GPRI120 254 )5, @il
GRK6 5 5 3 % i Thr347. Ser350 Fl Ser357 {3 i
KA, IFEIGIE A 5 Thr349 Fl Ser360 1]
P EIfEIE TUG-891 175 T A B IR Ak S 1 . Wi R Ak 11
GPR120 R (1% B-arrestin2, 5514 14 22 F k%
P A A R 7 BT U 1 455 3 H 1 (ransforming
growth factor-beta activated kinase 1 binding protein
1, TABL), #ifilFLS5HAE K F B 16 1L s 1

(transforming growth factor-beta activated kinase 1,
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TAK1) Wy454, BEMAE NOD Ff 52 (AP 11 45
F 3 AH 2 2 11 3 ( NOD-like receptor thermal protein
domain associated protein 3, NLRP3) ik, A4FEHT
RAGIETER, LA 2,

Tane (R

MR 4 &
x

?ﬁﬁé*ﬂﬁa&ﬂﬁﬁy

B2 &K GPR120 3T B-arrestin N RIESHS
Figure 2 Activated GPR120 mediates signal transduction

through B-arrestin

2  GPRI120 RJ{E A BhBkHEEEREL
R B E a

ol UK o RE 1 4k (atherosclerosis, AS) 48 1E
Bl IKEE N A A BRI . RAE W AN AT 4ifk, A
23R A RE RS JEAEAL L A IR ) I AR
SRy IS Y0 R AR T 1 R AR, FE AS
) it B, IS RE b N R AR T
JULEH Ff R L I R 2 S AS e AR R Jre i o
BEAMOAE . N B AL G R R B L I AR T LA
PRI BAAZ, /L g IR I P RE A F2 A R
1ok 22 1 I8 B A L A1 £ P U RRAE Bl Bk BE B
B AS BEHOIF5 K 50T B KR, dE— 25 el AS
PEHLAY A I AT LRI, 2 GPRI20 5
AFBLARS SR, R GPRI20 HA THE 4N
Ca™ K- P cAMP {55181 . DUAR M GREIA 1Y
MEH], 3 B RABE N LS. mkE
I 240 A i - T UL B U P Y R A R 1. BRATR AR
JFTHERR S R W AAE K-, HE T R FEHRIT AS & AR AN
RIBWVE, AIYERIARYT AS IETERE 2

2.1 GPRI120 S vl 4k P K 4n i £

P B 20 1Y GPRI20 0%, BR W% 142 AL Ak
1K % I8 85 H (oxidized-low density lipoprotein,
ox-LDL) 51 & i N B T RE B bt WF 58 o, il
H1 GW9508 1 TUG-891 1% A == 3l ik 4 K¢ 41 i
(human aortic vascular endothelial cells, HAECs )
B9 GPR120 °T LA Al P Rz 240 i ot 6 200 6 8
T -1 (vascular cell adhesion molecule, VCAM-1)
1 E- £ £ 2 (E-selectin ) 9 33k, # 1 FH 1k ¥
20 ML B T B A B GPRI20 B LT
i T LA P B A0 v e R DR, A A
% 6 (interleukin 6, 11-6 ). BRI ELEH 1
( monocyte chemoattractant protein 1, MCP-1 )
R Bl (high mobility group box 1 protein,
HMGB1) 5923k, MM RAER . HAECs (9%
B SR (TRl 1 <9 A AN 1 H 4 e vl A DN ) 1 I
RN, REEHGEAEE AS KRS EGR AR, il
F GW9508 ¥k A 4 - GPR120 fkik, ib&n]
PLUSU/D ARG B- 2 FUE T i A1 A 200 i o 2
K, ZEMeEE ox-LDL BRI R 2. Rtk
b, GW9508 B N B4 Y GPR120 J&, 3]
DR VEAZ N F - L4 N+ 2- #H5CIHF 2 (nuclear
factor-erythroid factor 2-related factor 2, Nrf2) A
PEANEAZ, 2 TR — R RESS bt A AL
AR R, RAESUEARTER

i b, AN AR GPRI20 BT AT i
REAR AR AN R B . T LA Kbt A i 7 A il
AS W RAFUERE (DL 3, R4S 3 ).
2.2 GPR120 #i ATl M- 1 LR S AE AN S
s i

1M VM ( vascular smooth muscle cells,
VSMCs ) EHR LN B T IG0E . TR BN KT
Jea ] oA B IR A, (e E RAE A A JE, AT
et AS fHERE . BEST W78, GPR120 7E VSMCs
Ak Rk v LI I B-arrestin2 2635, FFIE LA
EW, MR R IL-6 A MCP-1 1Rk, K%
PURWMER; 2R, KR/ Bt (small
ubiquitin-like modifier, SUMO ) J& i GPR120 5
B-arrestin2 [ 3% F ST A, W55 1 T iEfS % 0+
(1% . EPA n] i i # 1% VSMCs _E 1 GPR120,
P e-Jun 2 I A 56 B4 c-Jun N-terminal kinase
(TAKI-JNK ) {55 i i DA I 410 1 9 A, 32 1 410
il 18 & 2 ik B S iy & MY, 53 4h, GPR120 5
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EPA 454 )5, Al JH# VSMCs o NADPH & 1k /i 4
( NADPH oxidase 4, NOX-4 ) BJFik/KF, FEIRHE
P4 (reactive oxygen species, ROS) A=A,
kloth KRR R/INERA BIKES Ak, DT AS (9%
JEE,

£% I, VSMCs H Y GPR120 4383 Al & 4% Bt
SPUAATE Y, BRARBEH A 21 S b i 5,
il AS 19 & A Rk R (ULIEL 3, I A8 7 T L4 i

53 o
2.3 GPR120 7% vl 812 B W 40 g Dh BEHEDT AS /Y
KREMER

L Wk 24T R LT Pt ) iod BE TR, AR 9 T K
AMEAIE R, TR 7 RAE RN, HAEEE AS 1Y
SKHEAERT, T GPR120 AR AT LN 2S5 TR
1l FE Mk 200 S 5 P Y TR AT B )T 8o
2.3.1 fEit AR P IR S A

AS Bt P rb 0 IR 40 i S0A T A
DAY JIEL ] 5t ) 5 SN 1 3t =2 [ 1)~ 2K L ATP &
& &% 48 £ A Al (ATP binding cassette transport
protein A1, ABCA1) Fl ATP 4 & & #5211 Gl
( ATP binding cassette transport protein G1, ABCG1)
ST A5 L 5 200 L 050 A 0 A 200 A L [T s 3 S )
BRI Hrh, ABCAL A0 [ BB AR SN 2
HARHE A A1 (apolipoprotein A1, apoA-1), ABCGI
F2 A T A A A B 2 A = 2 IR S
( high density lipoprotein, HDL ) ik; |-, HAE K
V-5 BE 4 AT Bl T 02 5 U TR 4 L P JIEL [ e
AN, SIS BRBES AT B, GW9508 i F
WEEZH L GPR120 w1l T e 2 P r i L o e i 7
fif ( neutral cholesterol ester hydrolase, nCEH {1,
AR 200 P ¢ UL T e P K e Ay i 2 L e, 55 Ab
GPR120 Y 3#3% 7] L) 3 2o @5 i 1 C ( phospholipase
C, PLC) /#5825 1 3406 34 ( calcium/calmodulin
dependent protein kinases, CaMK ) / JIif 11 R i 1k &
5 ( adenosine monophosphate ( AMP ) -activated
protein kinase, AMPK ) (EEH RS AN ABCAL
FABCGT R 3k, 1 T 34 10 74 240 i 9 il 5 18
BARE AR © 0 SR, Liang % HE M, K&
T -3 BE iR (DHA) Al GPRI120 & 3% %
AR T2 g /) B ke 1 ) JS AR B B L W 40 S ( bone
marrow-derived macrophages, BMDMs ) 71 ABCAL1
AL DR SRR K, 1l 40 e P REL T B A 0, IX 5
R SCRT iR GW9508 A ZE R e A, mIhE
PR BRI X BMDMs B2 IRA 5, =02 DHA Al

GW9508 5 GPRI120 454 J& & M RS S ik A
A3, BT GPR120 WRCIARZ , HIE 5 X
TR0 A L 3 PR i i 75— AR5
2.3.2 B RN ik

F 0 40 M 3= 2 M FD M2 R R B, M1 Y
35 20 i 78 B B P9 ke B9 & R AE . 5 S ROS 77
A= UL K A5 05 S BT 2R A s T M2 78 I 24
WA A . BN MrE v A T, 2
P BUE LT A i E R R &, TE
ApoE FE R g/ N, AME MR S GW9508 4
I GPR120 RIFE(R TSIk BER AN, HEEH {2 %
PERY M1 R REZR I (CD68 A 5e YK ) 1Y
B U R, {H GW9508 X M2 U [ Wk 448 Jifd A
KT, AR, —Fh
5 H BT HaE#EPER) GPR120 #3h57 (TUG-891) ]
3 T v L2 g R R A fE R (CeLiL
eotaxin ) 7Fl] *ﬁ ?[ﬂ H@ % E ﬁﬂ 77'?5( lﬂ % ( granulocyte
colony stimulating factor, G-CSF) YK, AALA]
DL ARBESR Y M1 A 5 g 40 i s . b o] LT
BN M2 B WA M R, SRR S, BE
fi% AS BEHR/INFIIRSEAZ ORI AR S5 R R
GPR120 FY 316 AT DL o 0 45 B g 4 il R AL 34k
PRI AS BEH N B 2 AE K-
233 JHEE V4TS

ELE AT A 2 e E AS FLR AR A — A T2
PIZR,  E g0 ) ZH U 0 30 S FE ] fig 2 R 3
O JIELFE B T PR A N, Stuttgen SF R B,
GPR120 A5 AT LASE BMDMs 1 H BE B 25 32 451 30
fio Mk, w1 T HErE/NE BMDMs | GPR120 ik
KR, H BMDMs AYEE R E IS . Yang 25
WA, TERINRE TR RAW264.7 4 g 1, EPA
H1 DHA FI 3813 GPR120 & 3% FEAR AR 5 1 w5 41 fifg
FERL R . BEALT R IRSER F -a ((tumor necrosis
factor-alpha, TNF-a) 7K°F-, Fhm 1 CD206 /KF
(BB MR M R bR R Y ), FE S T B w4
A 1R RAE

R, GPR120 HP0E AT A2 98 Pk B i
AR, i AT 2 Sl Ik BEE N B 0 240 A 52
PURALE N, XA B TR/D BRI AL, ] AS
(1)K
2.3.4 4R AE

GPR120 A9 3 1% AT LA i /N BB A% 40 i R
(RAW264.7 4 jfd ) F1 s A I B v 4 j % #2 Bt
RAEM . BF9E B, GPRI20 A0S T =& 4 7
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RAW264.7 2 ffd N 4 4iE P 1 3 b, HE 32 285 1o
GPR120/B-arrestin2 15 5 7% F i 12 K Bt R AEH.
— J7 T GPR120 # #0340 N 19 B-arrestin2 43
1 GPR120 Z K NALIE I E &9, P55 TABL 45
4, 4R TAB1 5 TAK1 454, #04 TAK1 %
iR A AT A1 o1 U 28 1 PR R R ) —
J7 T, GPRI120 41 AT FEAIK Toll A 3Z {4 4 (toll-
like receptor 4, TLR4) Bk, MIiHpHl LPS #l
Bg R 1) RAW267.4 41 i 4 4 )2 i, GW9508 1)
il T LPS HB075 5 19 A% R B 410056 P v B
(inhibitor of nuclear factor kappa-B kinase subunit

beta, IKKB) F1 INK By @R fk, BH1E T i-xb BYR#

- N (o)
| ) B Y ) B
\ % N

‘\H_ll’ﬁilzﬁﬁﬂﬂﬂ]]m'ﬂ/l

<

D

fif, 4 TNF-o A1 1L-6 A9 5 . B 4h, GPR120
N2 388 1 B-arrestin BYELTE A 7T HIH] o -3
JIg Wi 12 15 = (1) NLRP3 4 4 /MA 1) 41 4% . NLRP3
AT /I 1 5 S AR SR B A 55, AR i Rk
AN F (TL-1B. TL-18. TL-33 25 ) ik il 20 Fl
B R R 2 TR 35 2 B NLRP3 RAE/MA S
5 AS R, FERHhE IRIT AS IR

Zi I, GPRI120 B3RS AT i L 5 248 it iy IR [
P A O L R I A ) M2 B AR R A L
AT 49 55 Ty AU 1) 5 40 O 1A 96 R 200 P T
HEHT AS R AR (WLIE 3, Bk / B g
B3 o

4 ™
\\iﬁﬁ/ﬁ%ﬁﬂﬂﬂ)

HE [P

2 FEJEL ] B

B3 GPRI120 9+ SHIFUBIBKMEERE LA H
Figure 3 Anti-atherosclerosis mechanism mediated by GPR120

3 HIESRE

HATBF2E B UESE, GPRI120 WY 7% BA ok &
G IRE N7 SR 11 7T 11| 1720 9 5o VAN 15 o1 5
LGB, AR NG IR IR YT 2 TR RS |
PR . PURM YIS TR, S AS IR
Y7 OCHR I HGE H AT, ASCER, PR AN
1457 L4E i 19 GPR120 5 Bt ik 45 4 )5 il A &
PGS, RIS ANMR T . brsa b
PR AN ] 3h Bk BEH S AL A D RE . g AN i IR
IR AN A TE B AS & AR AR A B B bR,
GPR120 J&ME—7E B AR S R IA 1 G R Iz
. GPRI20 IIE AU MEIRIEVEN, &f
S 76 VR 40 A P R B3 VR . L AR
FHALE, GPR120 ATEAIRYT AS B M TEZS )

Fiupeys

B %I GPR120 /& PUFA W92k LIE, Bt
EL A KNG F1 R IR IR & LA o e PR S
Hsg0r) GPR120 #ahifl. HETE Z3A GPR120
Bofk, BEA M IEMSERLR ( -3 PUFAs), XA 4k
TEAE A B 3 77 (GW9508 . 9-PAHSA Fil TUG-
891 4§ ), AHN 3ok S P4 () F 5 tho AN IR - S it
B BE, TG R By B i o8 0 i, 5k,
GPR120 5 AN[RIFCARSS A J5 vl 30 4 i N R TRl 9 5
SR, TR & LL GPR120 SR S HA AR
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