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The function and drug development progress of free fatty acid
receptor 1 in chronic inflammatory diseases
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Abstract: As a member of G protein coupled-receptors superfamily, free fatty acid receptor 1 (FFAR1), is also
known as GPR40, has been shown to regulate numerous pathophysiological processes in a variety of tissues and
organs. The activated FFAR1 has a variety of biological functions. For instance, it can not only regulate
metabolism of fatty acids and glucose, but also play an important role in immune inflammatory response, it may be
a potential drug target for the treatment of various chronic inflammatory diseases. In this review, we focus on the
recent researches of FFARI1's action in the regulation of pathophysiological processes, its molecular mechanism
and new agonists development. At the same time, this review will take the discovery of series FFAR1 agonists as
examples, and display the applied prospects of FFARI.
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Table 1 Classification, physiological function and drug development of free fatty acid receptors (FFARs). PPI: Proton pump inhibitor;
GPR: G protein coupled-receptor

Classification FFAR1 FFAR2 FFAR3 FFAR4
Distribution ~ Pancreatic f cells, Immune cells, enteroendocrine Adipocytes, enteroendocrine cells, Adipocyte,

enteroendocrine cells,
immune cells
Natural

Palmitic acid, oleic acid, Acetic acid, propionic acid,

ligands linolenic acid butyric acid

Physiological Secretion of insulin and

cells, enterocytes, adipocytes  enterocytes, pancreatic /5 cells, immune
Acetic acid, propionic acid, butyric acid

Anti-inflammation, inhibition Secretion of insulin, incretin and leptin,

enteroendocrine cells,

cells macrophages, taste bud

a-Linolenic acid,
docosahexaenoic acid
Anti-inflammation,

function incretin, anti-inflammation, of lipolysis and lipogenesis, protection of the intestinal epithelium secretion of insulin and
improvement of cognitive  anti-tumor, maintenance of incretin, taste preference,
deficits intestinal homeostasis browning of adipose tissue
Synthetic GW9508, TAK875, AMG- AMG-7703, TUG-1357 AR420626, 1-methylcyclopropane GW9508, NCG21,
agonists 837, TUG770, Medica-16, carboxylic acid NCG46, GSK137647A,
LY2881835 TUG-891
Antagonists GW1100, DC261026, ANT- GLPG0974, CATPB S-Hydroxybutyrate Eicosapentaenoic acid
203
Drug Fasiglifam (TAK-875); GLPGO0974; phase II clinical ~ The effect of PPI therapy on expression of KDT501; phase I clinical
development phase III clinical trial trial GPR41 and GPR43; phase I clinical trial ~ trial

N, R Pl A S 0 AT R SR AE LR AR RS 2R
A, HETHT EIE2SGZ2A8EY. CSLGIZZ
1 LI, A8 PR A EORS PR IR 5 9 (nonalcoholic
fatty liver disease, NAFLD) JE P . /U L& 52 975 B JR 7%
R (Alzheimer's disease, AD) FUeiE 55 34 [A] 1 95 2
Fefth, IRk, S S0 L AR A e M S8 RE PR . BT
I FFART TE LA b8 14 98 R 14 5 9 Hh 403 vl = B2 4
A L3R B S 4 AT 4R SR FEAR 78 12 M 48 A 12 95 05 v 10
Wt FU B3k &, JE R FFAR % 2507 & 1% B, g B2 L AE
DA b9 190 S FH I 5%
1 FFARI1#5R

FFARI £ #] T 1997 4F tH Sawzdargo %5 & B, &
B 28 19 5 Qe itk B B4 BT FEART 5K 4514 300
NI E A, BA 7058 o R e L5, 722 )
G544 BT 4 R A RS 5 T IR B AR X (N Sii) s 78
MEASTHRENBEX &S NHES 5 FAHS 1
J A X (C i), 00 40 i A5 @ BT A7 T am A
A2 R0 i JE R T8 3 BT 1R K 2 R 104 (R104) X T-4ERF
FFAR1 [ IE % ) B & ¢ H 22, R104 R4 9 il & IR
(R104P) 7] 5 ${ FFAR1 LI e 5¢ 42 %2 k™. FFARI H A
J7- 51 F 5 258 ALK R 5% A8 A (0 B IR A I U7 TR A1 JR
RO ULRE I RY), BB 211 AL RS WAL E R (Arg211His)
LAV RE S BUR B R WA AR, e E
BF FCAUE BT FFAR 7E AR B 40 L i 14 43 W K AT
D L G g% 20 B R AR AN X PR R G b s Rk,
TE TR o 20 R F Y 43 0 T4 PR ol v 400 L - 4
JFF 4 R TR /b Rk, X378 FFARL AT RE1E 2 Fii AR
R B I AR 47 v R A g

2 FFAR1 5¥ER%

B N AR S 7 30 0%, B JR v 7E thE 5 % L i
KRR FZRE ETE, AT AE 2030 4, 4 it Fok A it
5540 FE . L R S WA AL 2 BUBE R (type 2
diabetes mellitus, T2DM) F95 Kl 22—, HUAR J0E S v 5
B R RE 25 DA S0, FFART H 2003 4E B9 L1k
DLRM, B S A Dy A2 Jik B 28 WA R B B S 2 Tz
R, TR AE FFAR BN 57 AS [F) 4% G (0 sl I JOR 28
2, FAR I 2R 43 Wb B T R FE AR, B K
B LE AR I8 A AR, FE I R B B 7 A — 2 At 508
FFAR1 (#1388 AN J51 BR T 18 9 55 5% 25 20 06, 3 A o 3%
RE, T B I BT A A F S0 B DR R B B AN R Th e,
TERE PRIFIRTT J7 A T2 B A5
2.1 FFARLENZIZFIBERFIEANEZNS
211 RERBZRZW EIHE AAH, FFARL BHUS
g C (PLC) i %, FF L & Ca® i@ 18, 41 i Ca™ it
75 TR 2 Mk AR O, B AR R AL LI 1
WS AE R T B W, g KL 40 i, R S ik
(gastric inhibitory peptide, GIP). fifi &5 Il B% 2% #F fik -1
(glucagon-like peptide-1, GLP-1) %5 33, 1 J5 & i
VA 43 A R Y T 2 0 B 2 3 200 L P 5 2R 43 220
2.1.2 UK EIRIE R RIS SORE R O IR IR,
K 9 RE 185 SN AR JBR B 2R H AT AN B 4 i Th e 32 4
BF 78 4 8 FFART B0 12 128 B 240 P 38 B, 93 /D 40 i )
T2, OIS U N BERY . 45 F 2 BUBE PRI eNOS
db/db /)N & FFAR1 ¥ 5)) 71 PBI-4050, ] /> ig & P 4
25 24 6 V2, SR TR AR A 0 L W o, 4 R PR IR N 3
FEAR, IS Dh R E . 7 — B #I CNX-011-67 fig ]
HARPE 90 5 UM R 5 FR4I M (NIT1) Thise 52 43 0
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Figure 1 FFARI signaling in pancreatic f-cell. ADP: Adenosine diphosphate; ATP: Adenosine triphosphate; DAG: Diacyl glycerol; GK:

Glucokinase; Glut2: Recombinant glucose transporter 2; GTP: Guanosine triphosphate; G-6-P: Glucose-6-phosphate; Gq: Gq subfamily; IP;:
Inositol-1,4,5-triphosphate; IP,R: IP, receptor; PIP,: Phosphatidylinositol-4,5-bisphosphate; PKD1: Protein kinase D1; PLC: Phospholipase

C; p-arr: f-Arrestin

T 4 I SR A BT D 7 9 R A A A i DR - ik PR 3R ik
AR TR A IR TAK 875 Wl idE ik FFAR1/
PLC/IP3 i i#% [ A% /& Jig Tk & o5 3 AL Bk SD oK Bl il ¥
PE PRI 7K T, #) Toll # 32 44 4/4% A ¥ kB (Toll-like
receptor 4/nuclear factor kappa-B, TLR4/NFxB) ¥ 1t ,
O B Bl R A ORE 451 5, 1 Tk i B OR AR
FHEEPL, DL F B 4R, FEARD 0% 35 2 0 38 7y JiR 9
YRR S A L, 3 T DR A7 W PR 9 JBR K B 2 i T e,
NFxB /& 3 3= ZLAF 8 %
2.2 FFAR1HEFERIPERFFH AR
GW9508 72 25 — /™ #l i 1 N T ik & B
FFAR1 ¥ 3)1 77, A&7t i %1k FFART [ 293T 4 fig o {2
BE45 B TR Y, Fasiglifam (TAK-875) /& H < i H
25 1 3 B FRARD sl vy 7 25 0 40 ik
T 1 2 0 T, A AR RV I ) A RO K B
0 A B, kN TSR I PR 58, (H EH T JFF 0 5 2 e &
1EPY, - Akros Pharma A #] [f) glimepiride (JTT-851) i
AL R R 56 (NCT01699737), 1B 3 — 4R E,
U A AL T PR T B R TE B B B FFAR 1 /N7 1330
745 TUG-770°Y.DS-1558" . AM-1638 . AM-52625,
AP1 #1 AP35 CPU025"* . CPL207280"", ¥4 FFARI
BN 79 v A T 8 I PR AL, Bk 2 A e R —
R R AL, 22 AT RE AR B 2L FFARL BB AE N
PUWE R 25 W0 A I B 2R 2, A fasiglifam 4 #3E B
T GE AL I o T, 0 TR IR R A s R A B A
], T B8 AL 36 B 2 M 1 2 5L R 20 KSR IR 7T

He e

SR BRI R B T G BEAGRE M (Y FFARL B30
7, P10 24 P 2 0R 22 A

FFAR1 £ #8554k & 9 80 FFAR1 450 7 5 HoAth 24
Wk 2 OB SRR IR R I R 2 —, S ik R
P38 5h 7 M B, FFAR1 F1 PPARs B FFAR4 [ X0 Jit {4
A B [ B B I i 5 3% 43 e R g B 2 1 B v T A
F, 41 FFAR1/PPARS X # i 1k & % HWL-088 i
ob/ob /I R FEREAR T K 5 47 4E L"), FFAR1/PPARa+ )0
VU 0 55 5 7 RLAS-A L ZLY 18 203 i I I E /) 5 (1)
BEAG AR AEORS PE AR 5 28 (non-alcoholic steatohepa-
titis, NASH) I £F 46141, 4k, FFAR1 B sh 75 %
FE FI0 JOR 5 B8 24 T Y S i /K A 5 A R B 2K 1) o AR
L B AF i IR FH S HWL-088 45— HIXUITHY
TAKS875 5 — H XU FH M AE 203 ob/ob /)y B G AR
WA RAE DT TH R I I FAEH . (B2, ok 28R
2R S 25 NI R T RN AT, A R SRtk — 2
PR o
3 FFAR15NAFLD

NAFLD 72 — F i W AR R EL 1w, w5
T2DM FLAFH . an SEI6 7 A 2, 7T B SR Al U R 5
HEARE N NASH H & fF# 464, H 57 NAFLD 5%
BRNUHATANE 28, 22 AT i 2 B0 9 T 40 i o v =
g (TG) B ARG — AT i, TR 5 2 ST A
WO B8 J5 [ JERE 9 88 — IRAT 7, AR FE RN ZF 440 Ry
5= WAT Y, & NAFLD ¥6 97 25 W JF & £ DA
GLP-1 5244 N8 & b L3618 44 2 (SGLT2) ik JE i X
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ZAA (FXR).PPAR 32 14 [ Bt 4l i A 2 AL 1§ (ACC)
DEE AT, IS RS A% R IR RS, H AT R
HEHEET X NAFLD VG 97 B0 254, K7 5 25 1) 22 5F 1%
AN E WM, DA 25 WK R A F (198 A 22 4 i)
O EEEH AR,
3.1 FFARDETIATALBE R 5

FFAR1 ¥ 46 7] 38 1o [W) 9 5 B 9% 1 1 50 I IR
AU AL, RAIER S S © Bl ESRIEH.
T FEART 390 fige &5 25 43 6, 7 i 5 3 308 aod 198 I S JUL 7
3- P Bl/eL/oy & TR WOBE/E W & R HE &R H (phos-
phoinositide 3-kinase/serine/threonine-protein  kinase/
mammalian target of rapamycin, PI3K/Akt/mTOR) 15 &
I8 42 i %% )l & 1 B (apolipoprotein B, Apo B) JI fift iff
5 WE R SRR CY; @ i GLP-1/E . #3% FFAR]
4N GLP-1 73 Wk, GLP-1 38 i 4018 £ A ok ¢ 4K 2701 240
3 o T8 I R A 50 T I o S AR ) d i ik
e MLE AR . B GBS, 528 FFART W3h 7
SCO-267, W 3 i 5 e LA 28 73k, T g vy T 3% 7T fie
BE I E AR 48 AL, 980 B 5 S R @ 40 i FFARI
HEZ 54 M AR 5 AR Y . B AT R IO
2 i FFAR1 Al 3 i p38. I 1 R V& Ak & F1 AR (AMP-
activated protein kinase, AMPK) % i8 % T~ 1/ 5 [&] B% 17
G 45 & B [ 1 (sterol-regulatory element binding
protein 1, SREBP1) HJ#% sk 8 3, T i I5 il & ok Bt
fitg, 4 JIg Ui B2 7 KT (fatty acid synthase, FAS). Z It 4
i A R 1L (acetyl-CoA carboxylase, ACC) Al fig ik
R A LB AEE 1 (stearoyl-CoA desaturase-1, SCD-1)
(W) 235, o035 I 4 i g 07 A8 R 53 A i O 4k
FFARI il /N SR & NAFLD, L5 I g 7 R 5%
{7 (hepatic fatty acid translocase, FAT)/CD36 4
KW, B4k, FFAR1/PPARS ) RUSE A58 71 CPU02S
ZLY032, HWL-088 45 AJ o5 3% A Mk 5 5t 57t % 3E AR
NASH S I £F 45405, 7 2 B8 52 245 7T Be X ia
ST NASH A7 2. LB e 487, FFART 258 2
HEJBR & 2 GLP-1 i = Bk 32 70 W 2 AMPK-SREBP1
5 X A 1) IR 5 K, A ST o R A, B
JHF I g 5T HEAR o
3.2 FFAR1EWIUERT AR AE

FFAR1 £ JH- 2 it AT g 40 Jf v Rk, 0% FFAR]
RE VR NASH [ 5840 SO 98 0E OB, 5038 4R 44k o
WF 8 % B FFAR] 4 5 b 3 BUm i 35 5 KRR
TR IR R /0N BRI FFF UK 565 400 P A 5420 F4/80 T B IR
JRE A S BN, $278 FFAR m b 2 5 80T IR 28 0 &
ZRYEAE. T FFARL 3071 EPA H1 DHA 1 i B
WG 241 it v 9 B 28 RE A i (TLRs. CD14 1 NFxB), i /b

JFF 41 B S 0 2% 98 RE PR 1 RO, o T A ORER
Park %5 % B, FFAR1 1 5 1% ¥ 3)) 75 41 TAKS75 Fl
AMG 1638 11| B 5 5 216 41 i NOD # 32 7R #v i
45 16 0 AH 5¢ 2 B 3 (NOD-like receptor thermal protein
domain associated protein 3, NLRP3) % ¥4 /M 1) iE 1k,
7 B W41 il RAW264.7 I I HE Kuppfer 41 i o 1 47 28
ABLER I 9T 45 Y, 3R FFAR 1 i 71 7] i it NLRP3 4
S /MR B MR GH B TE A, RIEPLRIER . £ NAFLD
/NER A A ) RLAS.CPU025.HWL-088 & ZLY032 2%
FFAR 1 3 2h 75 7] 93 /b il 983 2R 58 5] 7 o (tumor necrosis
factor o, TNF-a) A fl /3 6 (IL-6) 55 2K+ 1 7
WA, E S TR I Jo A AR [ N, 3 A 4% NASH [ % Fil
W DRE R A0 JRE A BB AR 4RSS DS A, B
7% FFART J5 mJ 38 in s i M 7 /0 BT 2H 23 8 Bt 4% 1R 1
IL-10 B2 IA, 31 o5 T E 28 iE . R4 H AT a7
45 B FFAR1 35077 o0 3% NASH O A4E 2 Bl or T o 3%
JFF R 5 AR 1 2 A 7 9 AL, 2 282 3 ko0 o) 2 A 48
i (B0 5 1 JORE BB, 1152 /Bt K 14
WK SEIL . [Fl M FFART /& NASH 1 — MEE 2 ) 4
M, B fasiglifam [N 8 M 8 45 16 JF &, H Ak
FFAR1 #sh 71 KR R AR IHAE 15 5%
4 FFAR1 59 R#EZ R GKRF

FFARI1 7E 4 8 4 i v |3z ek, Q46 K B2 =
WL AT T B NI A BE SRR 4 0, HOTREAE
M 989 25 DDA 5 1) P9 YR M S R B R R S8 N B Th g
03 1 S D) RE VR T BN R A SR B A RO,
4.1 B

L3 B, FFAR1 /2 $ 9 ¥ 25 221 775 K, FFAR1
A B VR AT e B0 B RO IR ) R A Th el
5, PEIRAT 9 JEIe, FFART P ¥4 fic 44 DHA 145
PRI BN GW9508 FE 7E A [1) 52 56 P 7 i 455 4w e B0
1B F, D BR B 9k i 5 5 P U P 2 9RG  Je oRE P  22 A
IR E MR 5 9 K &R R SR AL R R 2,
GW9508 A i 1 48 /K Ly AR 75 - 98 i P 7 /) BRUFIV A s
SALE S AR/ N BUE RE T g I HEIK S R ke %
FOE R BRI, 3X AT RE 2 B0 FFARL R ¥R 7
N 2 —97: th4h, FEAR] #is T2 H 'S EIREae
M3 RAEMATT, R FFARI G S RES 5 T &M%
H N AT RGN, A B IS TR TE AT IR A
RGBIE, (EANE S04 5, FFARL R IA -
W, 5 AME R R ) 08 5250 B B, DHA R AR
W= PAE /N BT B A A i 35 1S 0, 8 DHA B0E
FFARI1 tH V72 700 I AR A% i 8%, Harada 57O PP Al
T FFARI TE A X A5 o Ji5 P 0 S 36 A5 80 wh R/ i =2
P ¥E B GW9508 5k DHA fE 2% il XU 20 2 ik 14 %€
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(bCAO) IHEE ddY 7N B ML i Ik B0RSE 284 1 497 55
YEF . DL ERFF 3R, FFARD T g% 8 5 P Y5 o 7%
S RGN &
42 MEAD

AT TR B, AD 518 Vi 28 90 25 DI M O%,
i FFARL R 1 980/ AB Ve 8 A TR 3% AD B Y
JIN R 23 8] 8 A S NI AZ, T 3 I o 3 o 48 8 RE E
— 3% ADYY. HETIA N, FFARL iE 4L g3 AD HI1E
FAMLH ARG O 8 8 AR 2 R G RORE, B
LRI E TG IIRE . AB DU 5 I 2H 2 b 5% 0 A i
AR 73 B4 A 0%, H AR FRIE I 22 W0 /N B 5T 28
PR WG 20 P, 3 — 251 T 2R A T A TR 4 s,
FEOANFIZ BN R, FO% FFAR @ 1 8600 T
W o SR AN IR L B AD /N R T 1 W Th e S
W 5 o 2 A B ADAMI0 B35 P, A5 % P9 53 3 TR
) AB F Tau £ F1 5 B 98020 BFEVE M B2 TR Ak, k1
B A 2 JORE IR A2 BN R T RETY . b4, S R B
o AN A 22 B 41 984 o FFAR W] 3 5 7 5 90 ol i 7
BN JG A 45 A B (cAMP-response element binding
protein, CREB) A1 41 i 4 i 5 &5 (1 ¥ 1/2 (ERK1/2)
110 B TR A, R 22 2R V& AN B B (P3) v Ak, 189
IO A o 2 R DR TR R S TR A R R G R
i, AR E RN T i AN B ph 2 A A KT @ B
POt ML R G R, 48T GWI508 E & 3 13t
W5 UG RBP4 SRR A, 1IX— 1 FITEAS A B 9
W45 2 58 E . GW9508 il i NLRP3/IL-18 52 CREB/
P21 154 4 (p21-activated kinases 4, PKA4)/¢4H & [
% A AL (histone H3 lysine demethylase, KDM6B)
5Tl TN R TR AT B M1 R AR S M2 Y, i
fig % ¥# (lipopolysaccharide, LPS) 75 5 [ /8 i 5 21 g o
WX #0282 22 58 2 RET™; W FFAR 1 7] 5582 AE 40 5 300 1) 2
1 ARRB2 (B-arrestin-2), fff NLRP3 B 4 & i, #ll ]
X 2 JE 33 T2 AT K 5 40 22 OR AP D eV, (D) 3 i g i Jik
MIVER . FFARLIEALAE SN A mT R 2k iz ik Ik (40 GLP-1.
GIP. ik 5 F &) 71, Jo & T 3 iod 1M Jo ot e, 2% figé oot 22
TG E R Th AR T H, O A RO, R IRt & R AE
™, PL_EA F7EB T FFAR1 35 71 T i i B 45 A
V) 422 1 FH A 1) b 28 90 1) s B A2, RIE DRI PR &R
G\ B B A
43 HbhiR{EE REER

It 41, FFART 7E SRR R0 | S 1 F A3 4 5
R RAEC TR ER wmEH, CRCONIRIT A R 5
AP B A 48 JE AR THE £, 5 H AT B FFAR L #3071
it s VRS 2, BRI T LN . B X FFARD EH
HX A1 22 22 45 T BE HAO I 90 14 T TR N

5 FFAR1 51455

FFAR1 7E & [T o 22k, 78 S 1 - B0 4 )R A5 45 FH
(UUO) /I A B I 7 FFARL 2 3K B RS, /N R
FFARI #k 25 386 B (8] J53 2F 4 46>, T FFAR1 330 77
GW9508 A7 Jiek 55 I8 75 5 1 N 30 it /N B2 4 i 9
T 378 FFARLTE B W90 TR G E . 7R84
B A i i A TR, 0% FEARL A& 53 PLC A% 5 1455
W R U B O 1 (CaMIKI) 45 1 2 R il
(CaN) FIINTE IR AR 7 cAMP {5 5 % 5 B AR S 40 A P4
PRS2 3 P P 7, A 3 A B A7 5 T . TR RS 15 5 (1 48 1
B I 451495 1 B K eNOS™ db/db /) 8., FFAR1 #5771
PBI-4050 B] 3@ ik MAPK 15 538 5 ek 2> 5 A 4 Joit I
AR S EARMNA SRR, KES IR E
FHESS S f % PR 95 ' 93 1)k, sk /N BR A 4 A0 B
F PR, LA _EAIEF 278 FEAR 1 F] B & VA 77 B 150405 1 37
B E L S 5 AT A R N B TS k.
6 FFAR15:LIME RS &R
6.1 ThHKHSHERE(L

SRE AN LB IR A R Ty R, 1 0 G 9% 2 L )
50 B RT3 o T LA e i BE MG 5, BT S
FUBE B R AT 0 L% PR 9 (cardiovascular diseases,
CVD). fEANFF#RIk N 41 (HUVECs) 1, FFAR1 %
B3 LY 2922470 #i| LPS 5 1) 5 B 73 7 1 30 A 4
it 1) £ 286 B A T, 490861 NFaeB ()42 36 o S s i Ak, R i
98 1T 240 0 11993 3 B 98D B ik TR A4 B B 1 T 1, FFAR1
T A T A1) P 7 24 L 1) 30 S AR R A B A ) R
6.2 LALRAR{RIP

FFARI1 7E 1 14 2 ) 90 I o R385, 3 2 5 %) B
I P FEVE A0 () O AR o FE B 7 1 JELA R L4 R A
KRB HE 347 KR AR B 1 (methyl palmitate, MP) [
A A B AR A P T it L P EE 9 4 4 SE R, I MP I
I WS FFAR1/PI3K/AKt {5 5 18 2% 98/ O JUL 40 B 1) BE
T8, Ak, E FFARL ]38 028 i 9 Ca® 7K1, 1458
OWUEHNLAER, R0 Thie™, ER#F R, P
GPR40 1E A6 97 $E s BF R AE 7 16 O 1L 28 98 9505 1
O LA B O3 b B VTR RT 5t
7 FFAR1 5SEMRXMER
7.1 FFAR1 5%

TEREE 1, FFAR 10 B00E W7 0 2020 2 B8 i 2%
AU ASR], Q0 g AR 96 40 i b FFAR R & S 8L i &
J B 1 2 0 2 i3k 4 42 22 18 8™ FFART B0 2
6 Z R O R A M e A AR 28 3T R84 o i iR
T2 il 2 40 3 A A ZR AR 28 . FFART £ A A
() e R TP R AE AN R B B S 00 A7 75 O J& 4
W, T BB T oAE 2H 2R 7 1 W FFART #EAR L &9
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AN, FECAE A R AT AR A ROS, B T T
KIEWR
7.2 FFARI 5H 181 KREM TR

FFAR1 #2741 GW9508 \ TAK 875 X 41 14 Hif 3
1k 2% K 72 ¥ (advanced glycation end products, AGEs)
75 3 B R A 453403 A OR3P 4 I, I ] 400 o) R 4
P A B, F B R R A TR AR P AR R e
FFAR 1 3 77138 38 301 1] TNF-o Fll NFxeB 15 5 38 % 2
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