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Research Progress on Exercise-Mediated Multi-Organ Synergy

in the Improvement of Metabolic-Associated Fatty Liver Disease
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Abstract Exercise, as a first-line strategy for the prevention and treatment of non-alcoholic fatty liver
disease, features multi-target and systemic benefits. By coordinating the interaction of multiple organs rather
than acting solely on the liver, it has the unique advantage of improving hepatic lipid deposition without increas-
ing the metabolic burden. It is widely used in clinical practice for the prevention and treatment of insulin resis-
tance, obesity and related metabolic disorders. MAFLD, as a multi-organ metabolic network disorder disease, its
occurrence and development are closely related to the functional disorders of organs such as the liver, fat, muscle
and intestine. Exercise can effectively reverse the systemic metabolic homeostasis imbalance by inducing multi-
organ “dialogue”. Due to its powerful multi-system regulatory capabilities, exercise has become a core interven-

tion method for improving liver lipid metabolism, inhibiting inflammatory responses, and optimizing intestinal
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microecology. This article systematically reviews the role and mechanism of exercise-mediated multi-organ col-

laboration in the improvement of MAFLD, and looks forward to the limitations of current research and future

directions.
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B L U A UORE JE RS M IS D5 1 JH 7 (non-
alcoholic fatty liver disease, NAFLD)® 44 N 4Ril If)
AE B i AH < g 17 14 FF 99 (metabolic-associated fatty
liver disease, MAFLD), DAEE inff S ik 4= B AR
PR B AT o B 8 SR 5 IR OB IR e S AR
S T BT, 12 W IR G 7 HEBR R B A T
Mo HAHT, 6 MAFLDI 290697 77 A+ 0
PR, A2 i 07 ST HOG R 8 3 B, B AN A —4
B30 SR, BRI 23 1 L B AT AN 14, FR )
T IS BT PR SE B b RS HE R o B T TR
N, AR TR HR IS L LA, R F
MAFLD R A SR R AT IE . FEM 2] B %
Wl 718 )5 2 i 4 RG 55 2 A48 B s 2 440
AT SO BT [E R 45 I IR 2 PR . AT I AT O3
FE7R T Ia 32 & B B o 8 B AR EE R , HR
ZHA T TR, Sz —A RGN
B HESE K R Bl e Rl /R o — MR K 2 48 B &
GuiyE g, W IE) HE X — AR 2% LR IR YT 3L
T R, ARLRIA B RGIMME IS RN
2B W [FAE FTEMAFLDSGE HH 19 S i itk g,
RRTFF B ) 22 4 B I 2% 1) 3 B0 B & o S s B2
JE IS B SRR

1 MAFLDH I ORIEHLE 5 KRR
1.1 FRARE# O

JHREATE 9 MAFLDY BELAZ AL R 28 5, H A0
1 = KAZ 0o A e AR 5 . TR R AT
(insulin resistance, IR) AL N, ¥4 A% T 50/ K
A W =AU R 2 MAFLD AR S
RS AIbR PR RRAE , 36 I 40 M o % e s R 1
SREBP-1cifi P4 _F i i 2k i 5 42 i (de novo lipogen-
esis, DNL), ZRRLAA i3 R BAAL T REZ 45, DL A ARAIR
%5 15 IR B H (very low-density lipoprotein, VLDL)ZH %%
5 bEhG , S 3CH W = (triglyceride, TG)FiE &
g R (free fatty acids, FFA)TERT4HIAL P 7 S L1,
AL, R R IR AW AL %03 77, TR
FAMGIERE S B B4 S 8 B (WTPIBK-Ak) 324, F 5L

exercise; non-alcoholic fatty liver disease; multi-organ interaction; mechanism; liver-gut axis

2 B v AR 5 T R % 2 02 3 I o A 5l 2 (dn
SREBP-1¢) & AH X i B W , I Ag 0 A2 1. fx
J& , FF4mi it £ i FFATR N kA . i S AL 1
IRIBRLAR R 40, P=2E K815 1% (reactive oxygen
species, ROS), i H HUA NI (W2 B H IR)IE R
7o ROSANE I A RLA DNAFI & H T, T2
HYjgedt— P32, WReIE N KIE S 207, BuE
NF-xBEEiE 28 2, 75 R R T AL, F= AR n 4- 72 5
T J# [ (4-hydroxynonenal, 4-HNE)F1 74 % (malo-
ndialdehyde, MDA)Z: 8 &I 724, S EBUF 4744 «
RN YL JE B0 (1) BB IR FT 510
1.2 AERL4RLRINEER A

H & Ig i 2141 (white adipose tissue, WAT)JF:HE
J2 Tl B B RE B AR AT R | 112 — A BE TR BR 1) 9 43 b
FE, AT R NEE SZ AN B A% O,
T I << o <l 7 R 43 A B L R KL A
Fo EREERFSLIE-PHERRA T, R4t Bl 21
PERER, S1 R UM BRA . P 5T I I A e 3t 4
JiE, FFIGE INK AT IKK B/NF-x B4 S 4 e il 4%, &
R P 4 B ot e % 2 R ek 5, PR R o8, B
SEREHUK R FFA. Y FRA% H I 4 A A LA L g
I, RAE“Hg i >, I EFFAZ [T ki AT,
BRI P9 R 53 AR A TG 1 3 A 1 B RUR )[R
JIE W5 BRL 73 il e A A, LA R I R I RORN BT R A
IR KPR FE, HIl 95 Hod ik AMPK/PPAR-oiifl
PR AR 3 T 17 1R S A B ) 9 E DR B LA 5 1T 3R
KT T B0 AR AR, A8 A B Ak A i ik R
FERIThREE R, AR AP 44 A F S T 3 5080, B b,
HPLHR . IL-61 TNF-o558 & K7, #t—
T P 5 2R HEHURN SE ISP
1.3 FEAK T

“  JUL A N A i O P T 2 7 Ak 3 2% R
(R BACH T, £ MAFLDH (1E FTEAS 1 T 5%
ME . E IR SR, BRIV S R
VLR 723 v 4% i o A8, — 3 SL Rl s2 i 36 4 B R
FEREfAR RS . T iashB 2 SR &=, B %
LA i S5 A TR A S A (T3 o . fh 2R Tk e )R
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5%, 180 & B CO(protein kinase CO, PKCO)
S, 10155 S R 2R 1(insulin receptor sub-
strate 1, IRS-1) S IR EER AL, TR S 2= (5 5 5%
3, FEUE E ML 12 55 H4(glucose transporter type 4,
GLUT4) R 40 B i 4% i 2 FH, WURE S & b, i
2 100 26 BB 3 1) U, D9 IHERRE D BSOR T Jo2 A i 2
PEERA A, TR 4 m 2 A 4H 00, S, A
B — AN EZER AN WA T, Bah s i, n] 5
Wh— 2 BBy “ILER 7~ i 40 L DR 7 R R R, ns
B # (Irisin) fE A — M 2 35 S LA 7, #h
A LA i DT A AR Ak, 34 B RE R AR,
IR RELE e B R i IR T R A e o — R
LA ¥~ IL-6, fEiE B LR TN I, AT 8 i P50
AMPKHT GLUT4 KA 1 ] %) B SEHCR A 7 48k, &
A 2 AREHE R, 1X 518 145 v e g g 4 237 A
FITL-6 (2 A IR AN [
1.4 BpEEBEEEREL

Wi A R N AR B K AR TS R A 4 0,
I fizIE I 5 AT B ) () <RI
PoriE T R AL S L SR ) Ja SR, ZIXE MAFLD
RN R . ESRMFEERINE mE
(TR AT B Y S HA 2 A =4 (k2 B AR D 7R )
IR AN, A BOR RG22, BEREAE AL S 2 /b
FHE AW, A2 TE R =R, 1 BE R T RS2
e [F, A FAU G 2 A S B0l bR g
[] F1) 55 2 14 5 11 (W1 Occludin, ZO-1)3R3E T, %
I i1 B b ) e B, TR, (R A i 9 1)
4N AR =9 s 22 B (lipopolysaccharide, LPS) I B
DNAZAF LA G Atk NI T KAE A, LPS5 1 Kupffer
Y b 1) TollFE 524445 &, Bim NF-kBEE 58 R4 28 i 18
P&, W R ME SORE A S m AP Jiah, AL
HiEFEUE AW R AN, —J7m, A
WY SCFAs(In 41 EE . NIRER . TIRE )™ & TR
SCFAsAMYU Al bR it i re . Y5 BE R U fe,
LREHENTEIR, LEFEAI AL 2 RS 28 . IS5
JE B R BURME RS B AR, b anE %
LRSI RN 5 — 71, A FAU 1
hn, i PENE 2 EE. A= F % (trimetlylamine oxide,
TMAO)FIIR AR RS , 1X Le4) i n] B 42060 I 41 A
FEAE R, (R A SO 2REN
1.5 iR

AR D R BT AL O TR T AR, T

Re X ALAT R M BAOREE W AR ARSI A, 2
MAFLD K45k e () B2 EEALE] . R B 54k
# (arcuate nucleus, ARC)NAF-{E PSRBT, 47
AL HE B A AgRP/NPY 1 28 50 F 0 i) & 4K 1)
POMC/CARTHHZ JG, AIJEId#E5H 2 (leptin) iR
F (insulin)FAMNEABEERE 5 LEFYTUKN, K5
ERESREHEFEIT AN, RN MAFLDRZS
T, H LA M leptinflinsulinf 4T, R G HHleptin
FlinsulinZKF-F iy, {HI AN B f& s g (5 5 1 e
J153E R B, leptin Joik A R3] AgRPHHZE 70 BLIB0E
POMCHIZ T, PRIV S: . e igmt®., [
IF, I o i X e R R T DT TR S5 915 5 IR IR N
JI I B, % HRRHRET AL B N Joit X S
JOREIE B (41 TKK B/NF-xB)iiE , PLL& SOCS3 8 H Xt
leptin Z 415 S S|, T EHE BN IE KL
(Z8). HEME M RE (A Eh G T %S
B D FUIR S BEAS 2 ) AR BE BV FEFRAR, 3L
7] 51 R FF 8 e B RV AT, AT S A JE 4R g o
FHRHEAR A 110, tAb, soRxad i 558 I8 /R 58
AP ENE ), B RS e AR R A

2 BN SRR AE-RE R LR LR X IE”
2.1 EHEZREER

1Bl % WAT I 51 98 J2 R 4% 4 B AU i Ak 1)
IR, KON B4 175 5 15 e AR AN 2 g A
e A =) G IS oA S REN =1 [ by NSCEN =1 g 2 e
IR HE S B UL I TrisinFT FGF21
0T IrisindlAEH TR 4L aVES R
Ak, FIRARIAR N BRSPS E 1(uncoupling
proteins 1, UCP1)3RIA , i 4l S AL BB A it 2
FBe & AR T ZORE I, AT IN R SV #E, A R0t
PUILHERY . FGF21 (R AT Hp [A] {2 2 UCP 143k f 2k
KAL) A R, SE5E = HAEe I, R, g3 )it
BOBEEE N 73k R GG T 7, R LI 9 ik
GIUAEEIN, 55 06 7 4 M S T ) B- B R R R s A (3
BN B3-AR)SE &, HOE cAMP-PKAMS Sl B, R
AR U B T B (hormone-sensitive triglyceride
lipase, HSL)AFM i 5 H it =1 g 197 i (adipose triglyc-
eride lipase, ATGL)7< 8 g At B, {12 12E TG /K ff A~ H i
M FFA, Nizgh$t b ae &Ry >, KRiEzhit ] -
WB-ARKIE . T RANHIME Gitk B RIE, B9 AR
‘)Efé;ri[zﬂo
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2.2 EEEERET

BB ] 225 CE IR T LR I A oy WA T RE , A%
FE T30 I 197 DR - 23 Wb 2R A7, T AR I T B B
% (adiponectin)fll leptin#i#T. Adiponectinf@—F H
A W PR LS KR FERE AR A
s W A7, FAE MAFLDH /KPR . 12 3h ] @
o 2 PP 0 X — i 3 ) Oz b G
T HERR , AU Sk IR T IR R G T 4 B I S N O
WIRZS ; @18 3 FEARNE W7 423 JR B F0 4 B 1) 98 i 7K
-, T AE R 12> il Adiponectin ) 25 K 21k Al 53
Wh; iz 2l ] eIl I AMPKIE #5472 3 Adiponectin
AR JEH Adiponectin/K P (1T &, Fr & =7 T
RIS 2K USR58 B A
5%, SR EGE HFE A 9 AdipoR 1/R2 3244, #E 11 JE 5
AMPKAMIPPAR-of5 ‘5 il %, (2532 g 07 R A1k, 0
JHF W et A0 A T o A ik POY. RIS, dE B RE A A
SO AR A KT R R S AR, SR AR s A
leptiny AR IR, B H (1) & 58 i X leptinfd
SRR, A BT I A BN A B 2 T
FREEIHFE, M B leptinf&PrB PG IR, FLHLH
ALFE IR T Fe i P 5T DX 2 38 A A i TKK B/NF - B A
INKZE R AEIE K, #1271 leptin3Z /& Ob-Rb {5 5 #
FHEAIET,
2.3 EEhEIRMARRE R

12 By d5e LWL IR 2k 2 — 2 ek b I T (vis-
ceral adipose tissue, VAT)FJHER, X3+ BELT IS 5 m) JH-
A it RN 22 iR MAFLD 2 ¢ 558 VAT R H: i i
HREEERAT# K R4, HAUE R, 5HEA
WX RECNEY] . 18 ghE it A K gE & P
A AR BN AR, PS8/ VAT FE [ 51 B 9 3R A,
RE A ot AR AN B 5, T ] R S PRI VAT T
N, BLE G4 VATH B-'B EIRERBEZ R 5, X
B33 1) LR I G (5 5 SR U Y, [F] s
s VAT LT, AR T FFARIE R S48, 1
VAT B98N B8 8 5% il g o 7 NG i 73 1) S
HEAR , RGO A 25 B AL 38 A RN 75 T
SR, B OGP PELIT A 5 [ B U £ << LB R, Je
LN VATIRFR ) B FFA GV H &, RE B fif
5 RN )15, 8 FFARR IS 0 A AL BE 0 B 5
VCHL, M98 T TEE K FEAGE &, a2 I T o
ANJE 320, VAT Y5k i ARG R o fn , RE i r=
ALK B FRAE H ] I AH U E A e 1, &1 1H Ik E

Bt NI, B BE N H T =8 R SRR AR AT AR )
(W DAG. &M )& Bt £ R, BEE 0w T
JE AR 5 ik B AR
24 BT SAFREIE”

i HiE A A R A AUTh e, TR ZA RS AT
JIE B 9 2L 230, s g G 5 4 B i B 2% AR A (1)
0L iz BRI  HIE 3 B i L
36 g s i £ B8 1E ) (2 2R AR, BT, 12 8hidE
> AR AR R AR R S A RAL AR T
A F-(n _E 1 Adiponectin.  FIH 48 5 KRR, 4= 1H
G i 7 AR BPIR S B KR @ G R4
MRE 5 L2 1 R A% 36 2 5 R M 5 7RI T,
800 FRA TR N UkE2 BT G o 74, BEAR AR B0 740
XTI 5 15 58 M (IRS-PI3K-Akt) (37 5 7RI
JZTH , T+ ) Adiponectindiiifi T IF AMPK/PPAR o
%, ek TR AL I SREBP-1c /1 S HI 8 i 2E B,
FI 5 g B ZONTBE AR A HIVE L  TEAREE T, PR
I TNF-a  IL-655 K1 2 INK FIK K e/NF-«k B
B PR S AT S BT O 5 2 s ok 5
J&, AT RN AT RES L ARG s T A, [ P A R
Xof R B B TS BR K S R, A Bh T2 A = i i R I
i, T 9B T A JE 2H 23 (i i JULRT B s ) P Bk
T, 1B B A e e 1 — X T AR R 45
SIRAEGESRESWNERESRI, RERGH
Hi Y EEMAFLD J A O JE 5 RARPUIR S,

3 BT SFHIATAE-A LR LR X 1R
3.1 EHFFAETF7H:
HRNANGR B3NN FEZAN AT, b0
NI AR B, H A WA LR - (myokines) A] /) 312 5))
W1 Z 3 B ERIZ OIS . 183 2 LA e
FE MR 22 R ILER -G RS 73 W 1 5 DR A= BRI, 3L
W Trisin. TL-6 RN IR 14 #h 2875 7% (A T (brain-derived
neurotrophic factor, BDNF) W A& N iz HE
MAFLD 036 5 VIR R AR o Trisins iz 3h i
TR LRE R A A A5 E B S(type 11T domain-
containing protein 5, FNDC35)/Kfift J& 7= A& I ik 24
B, (1S3 5 BN I R R IR FE B3 T, AR
BEE T B E, $iE3) an Abam i B 4% 2 22 HoAth
FE P, IL-67E18 B I 1) 53 Wk 2 I HH SRR 1 S
TR AR, S8R B RR SR VAR B A A
X33, 38 Bl TL-6 3 2l e 4 ) i i L™= A, Hoop b
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R B e AN & 5 i TIN5 == nl1  R
YR, B RE AT, t2 AL /=4
1«8 35 5P, BDNFAMUAE AR R IE, tHIFRIFELE
BRI A B, DLRTEYE BDNF LA E 43 W /55 50 W 5
KAEA TR B &1 TrkBA2 Ak, EE S5 R
YT, T AR NE IR R M B X EE LR 3[R
MR T 183 a4 P R 20 B R I 4% R ) 46 AR AL
NG 2 48 B W R AN B E 141 kA
3.2 ZLAEFE

TEARZ WA FH, Trisinff UuF S22 A5 < E -
PIXTIE " B G I RE A B G5 73 1, HoAZ O
WLEIE T [7) 25 42 28 J A A I 18 A4 I 410 461 T Joia A=
Ko 1B AE 3 Irisin 2 MLVRAE PR 2 BT 0, it 5 AT
PRI 2R G, BOE AMPKAS 518 % . W6
AMPK 8§ B2 A0 F- 40 1) £,k 4 8 AFR LI (acetyl-CoA
carboxylase, ACC), i 177 P A — 4t g AZK-F- PO,
EH T PR ok 4 B A PRBBURE A 9% 7% 72 I 1 (carnitine
palmitoyl transferase 1, CPT1) M6 7], &
FIRRERXT CPT 1R, 58 98 i TR HE N Lok A
AT B-EALINEE ST S A, Trisinads AT 4061 (& B 18 55
TGl 45 8 F 1e(rat sterol regulatory element-binding
protein 1C, SREBP-1¢)[f)%% 55 i 14 J R Ui 2 [A]
(I FAS. ACC)[f)3zik . SREBP-1c/2Z 4% HTHE DNL
() S BRE DR 1, 0ot % 1 T L D S AT gk b
I i 107 )Mk 1 B0 R AT O, Irisinifik AMPK
I T {2 S Ak R SREBP-1e /S (1“3l & Bl " iX —
CTRUR IR B E AL, A B R BT, B
NI BB AR AR YR B 20 TR 4L .
3.3 EENIGIEALIERE

12 B 1Y o A UL A RS IR LR 7T, ol
4 B g B OB IR (R R B I AR e 77, =g
B MAFLD W E AL . iz 3hid B A5 A
(), o 88 JUTL T 80 225 3 (1% e DO T 38, 120 72 470 40
H AMPKSGE PN 4615 S 4S5 5 37, (2t
GLUTA [m) 41 M i 4% A6, AN Tl 5 2=, K IHiE
Bl AT AR A 38 i v B LR B 21 U, JE e is b UL
I B PN R AR (W DAG. BRI R | 22k
HON IRS-1-PI3K- Akt i 3215 5 I #1401, 15
B R A ROV 11 S (R 3 GLUTA R [ RaA BY, 8%
JULAHH 4 B 80% IR J 76 af H Ak B, FLER 7 ) 4
SRS, AN R AR T, AT R IE S BR G
IR, AR K o S0 AT 7= A2 X B 22 it

REONE: — 7 1D, TR 7K P B ARl 1 P B A A
Z RWIKE VAN IR IT R EREE R 55— 71,
I K JBR B 2 7K1 BEIRAR 1 6 R S A= R 40 )
1, BT IR B R G Tl K S IR H, MRA B
R JHT WK B 7K A 4 2 A DR i 7 AR 477,
JHREARU YK S A& R RG R,
3.4 BFEEEF R EEE

a5 B (R AZ B2 LA (1), UL PR et AN 1)
Gbo FFBEAALESCR B IV IS 5, i 4 i i
JIE A ¥~ (hepatokines) % i % LA EAT e [\ 4%, 12
BN A — [t R . AT 4R AR K A
“F21(fibroblast growth factor 21, FGF21)/& —fj 3= %
P H B 70 W8 AR 9 3R, fE MAFLDIRZS T, i
WEFGF2 130k BRI IN, W REAFTE“FGF214K41”
WG, iashaet leE I IEDIse, vl e 5 P4k FGF21
BRI RIS 5 3 SRR A R M. FGR2 1l AR 1
HH ML B-Klotho/FGFR 132 E A4, ¥ AMPK
FIPI3K-AK(E 538 B , 33 11 (i ik 2 i JUL %8 26 0 F
Mg II AN . S — HEMIFIEN SRS &
BRI (sex hormone-binding globulin, SHBG) . 7£
MAFLD A& i & KBTI FRAK, 12 30 5e A 2 R
SHBGHI & B 73 ilh, A2 11 B2 (G =2 R RIS 3R )
AR B, s eI & 5 DhRe. #HoT
S, B U RS S R KA B T 4R R B LA
LA 2 R THAS B R B T 008 4 S A e s
FFERBACET R E, Kb, 12 shi@d s AT Thfg, 1E
) 1 15 FGF2 1 NI SHBG S5 FHWE IR 14 23k, 348 17 S i
HHARE, TR 1820~ E LR 2 T R A
W, Rt 24 5 R R o6 .

4 BN SHIBFIE-FE S HE”
4.1 EahETHFERERE

Ji 1 TR B 22 PR R AR A R G da e AT (i R
MEENRE. BHRERY, 1230 a8 0% 325 18 iz il
EVIRER) o FEIE (AP = E B SR ), FEARAGTE
WP, X — U RAES N 15
FIIGAUE . HHLHI T RE 518 R MdfmiE 2. W H
i B ARV R AU A RE B TP UIAEOC . 18
B R B R IR AR B R (AR B MR E A7)
A& B (A il o 5AR e ), HEREE A
MTAREEKKDERE. /£11KF L, @38
W 5 JEBET ] (Firmicutes)/fUFF ] (Bacteroidetes)
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ool m) iR . FEJB K b, Be A SCFAs I 4H # 1
B, 50 A& B 5 2 I (Akkermansia muciniphila)ff)
FEEE I, ZREeREEE ES . B mERE,
HFEE S LA ARuHE R4S IEA K. 164k, i
S5 H8 0 XUE AT B R (Bifidobacterium) FLAT B
J& (Lactobacillus) PA 5 % i [ J& (Roseburia) 551 ai
B 2, IR Sl B AN 2 SCFAsI) F 8 A4 7= 3%, ik
A SE S A ) 2% A S0 T SE A
4.2 THNEEMFERETTE

& 7)) 2 Y 5 i T BE [ e BEVE (A AR,
W & b7 1E B T N G T ) S N ARG I ) B S5 )
FARP LS 3 ZAHE =J7 I 2, ©igsh iRl
T8 'S5 %% (tight junction)ZE [ (W1 Occludin, ZO-1.
Claudin) #) 18 F1 IE A 72 2, M0 i b Bz 40 ff
(B DB, b A R S5 AR 1B TR . @is 3R
%6 25 4 2(recombinant mucin 2, MUC2) )43 i, 14
SRR ERZ , B ERR A 5 ) B
vl ia gl i B ke v 2 [T (Akkermansia
muciniphila)<547 75 B B, BEARRL S B IFRIE0E &
A R BUEAR R RN )E , TR R IETEA .
T8 J37 5 ) A7 R PH LB N BE 3R (0 LPS) S5 A AR 5% 53
TR AL, B2 40K A <l i), LPSidit
[ DK EFIAR DG 3, 5 4% 40 i (W Kupffer 4
Ji W5 4 Pt ) 2 [ 1) Toll#: 52 4424 (Toll-like receptor 4,
TLRA)EE &, BT i NF-kBAINK 2558 K 12 4 15
SR, IREh R AN A B VRIS PR AE, R
FEHHUIMAFLDZE & B O HLH]
43 BERREIZONS

¥ 30 TR R i A ) R A AR OK R FE B AE B
HARE =y s, HoAd SCFAsFIHT R (bile acids,
BAS) RIS BT “ B HE - " e O B P 2R
R IX 2 . SCFAsH I8 A & i K BE TG & 4 47~
AL B EE e 2k SCFAsH BE IS T , $2 i HAE
B = & . SCFASZ [ ] kR USTdE A BladE N
EGIEN G RIEZ HRS . — T HAENES 7T
% GEE M BLZ /A (GPR41. GPR43. GPR109a), &
ST & R SR bEREThEe . 4] 2O0E A
BGERERRAS ; S — il E N R A % S AR
#il] 7 (histone deacetylase inhibitor, HDACi), & $t
KA ORI AER , FEATE 9 REIE Y o b i b R 4
R PP A F S TR, BASASUAE A i 7 L A1,
WREENE TS T, B3 RS 1 T

BEWI N BASTE I TE N 4 R BF 2 45 G FE Ak i
K BAs, BE FHEE JEBE X244 (farnesoid X receptor,
FXR)FI4H Ml 552 #& TGRS, FXRBEE 0] 40l I A i
Jii 5 IR R 107 R S A ; TGRSO ) 5 18 73
A R v IR 25 R I - 1(glucagon-like peptide-1, GLP-
1) I3 0 RE 2 A

44 EE“Eoh-EEF-RTAEH”

“IE B - - RS XA
WM RS MM L, AR T 28T HAEMILALE
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I SCFASTSE 1%, Bl K fE A 255 5 . HX
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