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Mechanisms and therapeutic advances of the gut microbiota-bile
acid-FXR axis in metabolic dysfunction-associated
fatty liver disease*

Pan Yan, Wang Hong-mei, He Qiao-ling
(Meizhou People's Hospital, Meizhou, Guangdong 514031, China)

Abstract: Metabolic dysfunction-associated fatty liver disease (MAFLD) is a chronic liver condition closely
linked to metabolic disorders and poses a serious threat to hepatic health and systemic metabolic balance. In recent
years, the gut microbiota-bile acid-farnesoid X receptor (FXR) axis has emerged as a key regulatory network
bridging intestinal microbial communities, bile acid metabolism, and host gut-liver crosstalk, and has become a
research hotspot in MAFLD. The gut microbiota regulates FXR activity through microbial metabolites, bile acid
composition, and signaling molecules, thereby influencing hepatic lipid synthesis, inflammatory responses, and
fibrotic progression, and ultimately playing a critical role in the onset and progression of MAFLD. This review
systematically summarizes the molecular mechanisms by which the gut microbiota-bile acid-FXR axis mediates gut-
liver interaction, explores its role in the pathogenesis of MAFLD, and highlights recent advances in therapeutic
interventions, aiming to provide a theoretical foundation for precision treatment and microbiota-targeted strategies in
the management of MAFLD.
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PR S8 /N EH B 1 BT LB i S, HAZ D AR AE
JFIUE B 5t AR A B I 4 AR Zh RE S . AHER T
48 0 AR AE YEAR W5 M (nonaleoholic fatty liver
disease, NAFLD) , MAFLD 5 Jiil5i& i 3 5 R Jit . 2 7
MR e 5 R E A 2w R B R
WA AR 7 i kR, AT A o R
BB, MAFLD 7 42 3K F A 9 800 R 2l i 25%,
P AR B A R R 8 B g, IE 8 T A T
WAk . A0 g N 22 AR Ge ARG AR G e 1Y) T 2
Wz —. BiEMAESFURIRA, il E e
MAFLD % J HL ] o #) 1 F o 52 30T . WFgE &
W, MAFLD 835 M4 I8 wRE Ay, R
REZREE T RE . A i Tl R SO i s 5, i —
B R R BEZ B, IR 2
(Lipopolysaccharide, LPS) 4 4fl & 1 i 7™ 9 28 1 # ik
AN, ST I 8 RE S Bk e Ah, B RS T
il SRR TR (bile acids, BAs) &8 551k, #F
MIEHEEJEEE X ZK  (farnesoid X receptor, FXR ) 15
S, 258N AT I AT 4L R
AR SO 22 21 2 0 58 OCR B B 5 L AR AR 8 I 3 i E
P RE-BAs—FXR fli 76 MAFLD ' (VR ML . 2256
2R 7R T ERE 2R T B SR s R i
TR 7 BT T BAs 3% S S 8 AR5 2 (short—chain
fatty acids, SCFAs) . W5 S A7 A= 1 S5 AR 4 1 722 £k
FRAE s B s dl e PR B 7 W4 78 1 FXR T iF
BE DR TG RAEAR 5 18 I S A O 1 M 28 1Y
PRl R G ORF R, R R X
B2 RO T AL, O 25 G R R A BT
T HEE A B WA T TR

1 BERE#E#S MAFLD R9fE &1

Wil T R R R RSN EEAELSR
o, HARMS 2R Rm % DA . KEIk
PR K2 sh W iF 58 UE 5217, MAFLD S8 3 (1% 1 3 1 7 %2
FEME T B, B i BE D Ae Az 81, SO TR KD
R =9 (A LpS) i ARFAE, 3% Kupffer 40 i,
W K 90 B, AR W UORR, 1 — 2 in = P A9 5
WEoE 2 W, T 38 A BE 2K 58 i 2 B HL ]
MAFLD 4 & 4= 5 it & . Oy 2 15 i v T & 2
MAFLD A& HL i) SR BR 15 22—, Y fig s o
2 BRI A R B, A0 R RE S A 4 —LPS AT

2211 K ZR e i A TFIE L 30T JET PN PN R 4 3 T
# Toll £ 3Z & 4 (Toll-like receptor 4, TLR4) S #f 58
ARANML E R TLRY, 51k —RIIME R H 5k A
T B QIR SR, DA TR 2 S 4 i B 1 55 2H 243
B3 @l 18 T R SR A P IR T RS KT 1 2%
DIMISE. WFE & B, MAFLD 3% i vh 28 4T 1
JmF R E TR, IF S NIRRT R K 2 A
RN RS AT E— AR B b R B AR, 5
EE A, TR S R AR R TR,
HF A . R R, TR A (R R
R ey R I ON N RV O N ) 1D = W S YA 0 TN
177 i3 MAFLD BE i€ .

2 MAFLD piEE 45 S

IR, M T8 o ) 2 AR 5 e R R
RORGLE VIR OC, HR A B MRS 2 5 2 FliBin
MR R, ARG AERE . SAE
PR R Z R IE B o U] . JRBERE T
TR 1) FVAZ TE T 1) Ay 2 A i i B 1k 1 Jigg 3
BRE, P UURF R T S R RE R T A LA B R S
W A A R E A YIbR A

SR, TE MAFLD 85, i W) 2 B RE 45 19
WM R H . AR, MAFLD B3 bl
FETE ARG BERRAR, 17 J5EE 3 1) S A8 JE AT 1T A
X W, HAT 45 A VR 7 SCRAs TR R B 2.
U /U o S TR A 2 R I 5 W ) RE AR ] S
D5 T R AR AR, s b T AR 2 BAs AU R
AL TR BT & R, AT 0 = A R A3
[ /b KANG S e sy sc s rh k3, S IR A
MAFLD /| Bl i rp SRR RE T 1) 5 2 R
Wb WFHIFRZMORE , MAFLD 414 SVt
Lachnospiraceae, Xt B8 ZH W] LA Bifidobacteriaceae.
Lactobacillaceae fll Atopobiaceae N3 ; M J& 4325 2 M
K7, Gordonibacter 5 Streptococcus 7£ MAFLD 241 H {1
P2, 1% B8 2 P Bifidobacterium il Lactobacillus
d S IR, R R A IREGY 74 161 2 TR IR
i £ (CHorp 28 55 JF NAFLD ) (1 1% 18 W 1 43 A
FROE, JFECERR A AT, S5 5R Wos, 34T
o ZHEEIE, ZERTGit R L, HB 2 MEE
FA G E S 2RI 5 JF NAFLD 4, 7™
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R, 55 il B AR TR -FXR BNTE AU SR I PR AT b AV AL Bty s T Bt &

K Tyzzevella 3 W3 5 45, MBI IS B2 TR, 1T
BN g gk — 2 K B, MAFLD B il H it £
FEME T B, JERERH T AR T X Rl , SUFF AT
FETE, FBEUERE TSR0 700 3 B L (E
T W, 4R GHOSH 251 }2 ARON-WISNEWSKY 452"
WFFEHE i, MAFLD 38 PR BE B ] S5 BUAF B 1T 0
FEAEEYE RN R, PR LS AT
Aesz A . MR RESFRER W, R
FAFEZES, (HE2HOEHE 2 HE: MAFLD B &
ERAFANSERAFERELER, ERERIS
PUFF B 1T 2% i T BE AE H & ML & G
YEM .

3 P78 E B -BAs—-FXR i 7€ MAFLD 5 i
1E L

PAiE R B BAs RigHAE R IER

BAs /2 Hy I [ B S A v B i) — 28 A
Y, TS E5BhIENN ST, HiEE
FEN RN E NS RGE, 5 BAs ZAAFTE
SR BN AR PR O R, —JriH, BAsi# g
LAk 2 M 06T i 3 T A Y 2 RS 2 R T T AR Y
TEM . BAs BAT RARMIPUBA AR, JUIHE i K
FIE 102 5 TR 4 A 44t B 62 %) o M, i A R e TR
BERY A K . ASTRIZEHY Y BAs X 20 B (40 sl Ve JH LA
VeFENE . W AHER  (deoxycholic acid, DCA) Al i)
il 2L AT TR R R OB AT R A AR K T i R
(cholic acid, CA) T BEFEALFLAT I )8 M B 3K A &
TG PERY BEAh, BAs I8 AT 38 0 98 55 i 18 A AL 3R
Be (A0 pHAE . BAs SRV B ) (B 4552 i) B A 119 58 AE
5o, W R, 7E BAs A 25 Bl AY /)N B Al
W, B RS A A ek, RN A R
B> . A E WA R,

3 —J7 1, 8 R A] S HAC S M X BAs
PEATHEAL, VETTRAE BAs B9 N5 W s RE . i
o0 TR W6 2 RhEEJS, W H 3R K R B (bile salt
hydrolase, BSH) . 25 [n] 5 #4) Jif§ S JBi 6 i 55, e 6% i
W% BAs ALl f2 . e IE H, W19 BAs[ N
CA FI RS 2= & 1 i (chenodeoxycholic acid, CDCA) |
A 7E R T R R R O R (N 7oL R ML) EFT
B AL A R 9 BAs[ 41 DCA FIA7 JHER  (lithocholic acid,
LCA) 1%, X SEyR % BAs HLAT BRI A BEIE 1, AN

3.1

ASCAT B2 A5 A ] JEIUE o BAs 5 BRI 43, 3 ESE T
PR BT W . A AR R pe AR A . Ak, M
AR I8 T 4% BAs (9 i PR A, 833 98797 BAs 721
TE ) S HE A AR, 4R BAs H AR
JENA ST 5E 2 B, AR T RS 2 G B 1 i 4 455 78 /)
B IE BAs Al B R AR R, RIHK o- BRUHR
B-FUIHMR . 4 WA IHR . ARG 2 U K& DCA /K
TR, MM o CA. CDCA & 4= fiff fH R /K % T
B o TR, BAs & BUAH OC i IH [ 5% 7o - 55 1L i
(cholesterol 7a—hydroxylase, CYP7A1) . CYP8BI ik
A, AT 4E AN i AR K7 15 (fibroblast growth
factor 15, FGF15) DI 5 BRI A # . i4b 78 25 A= 5
I VSLA3™ R A 8400 i 1R SR X3 B il
A58 1 I 95 FXR/FGFL5 {553l % 2 5 BAs AU 7
P HFEHEE /B-MCA A/NRAFFA, AJEMAFLD
B L H A BAs BFFE XS4
3.2 MEEEENFXRIESEEHH

FXRZE IR Z IR A 0L, 7E BAs FCiS
FErh R AESCBE . FXR T2 R8T AT E iz
HFZEI R4 Rr BAs A, BRI, FXRTE
JEF 0 o 3 G 0 CYPTAL ik, H0H] BAs A g™
FERpIE T, FXR S AT AL F BAs FEWG IR, e/ HLAE
o Jes PN i B

(707 ST 1 N 77/ 1= W 5 11 B A 2 ) R e
FXR (2R AG M. O BAs 40 i i
52 BAs 1) b 2 R 0] 2 8 5 FXR A 5 i o
A6 BAs 5 FXR SEH ) AN A, UK BAs 4l DCA
LCA XF FXR 2B MU 8%, 2 B A HPE- . Wi
0T BOK G BAs LB TS, B0 FXR 9 MR
TILG ZEP0F 58 £ W, FXR i 3 ) ] 2 3% MAFLD
RN B i 38 e B D) e, 90 0 240 TR S 6 SO o
JE. QAT A Y . bR BAs A, Wi g RIS
A=Az SCFAs g BRI = 2 S0, X ety
Jo RT3 o R YT R A R A0 AR R S B e g R
[ 422 52 Wi FXR 157 . 40 SCFAs A 3435 7 | iz T BE
fE3F FXR ik ; @2 RS, Wmsve-3- 2%
Al GE o W I bR R )RR A T FXR GE DY
THERIOT SEP4F 5% 48 i AE 28 4 28 AT 3 B0k 2
BAs I, FXRIGHER S, JHMH CYP7AL &KL, W
M /> BAs & . @ FUHE 5T FXR7ER
T8 R0 I R FGF 19 R SE 2ok T DK B F AR,
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il CYP7AL ik, WD BAs & . i 18 BF 0 4%
FGF19 383k, WRER AR FGF197KF TR, FXRIE
6 S 5 R T D RE RS . @RWLEAL IR A . TR
TR Wy AT 5206 FXR JE 5 9 DNA HEE(E 5 20 2
A, DA R4 L SRt 1

BT LE BRI A BAs RS P Y 2 M fEH
FXR X 240 G 75 1 25t 2 A 1 5 9 19 DR . FXR
TEZ M e i rh Rk, BN WK
AR T A M . P0E FXR AT LI AR 4 3 P ek
ook /b L A0 ) ML B A, AT R R i 9 IR SE A
F—a (tumor necrosis factor—o, TNF—a) . F 40 i 47
E -1B (Interleukin-1B, IL-1B) Z¢ R 4E [ T BEAL .
AN, FXR 8 815 #% 5 5% [ kB (nuclear factor—
kB, NF-kB) HI NOD ¥ 52 /R B 1 45 4 SAH 5C 2 11
3 (NOD-like receptor thermal protein domain associated
protein 3, NLRP3) S /MASF il %, ikl JTFJIE 19
RARESCNE , A4 T A B 5 52 e e A 4 40
33 BEEHEBEIETRENESRERNZN
MAFLD E4/L ]

Jig 3 T RS O0E i BAs R FXR {55 5 S
5 MAFLD 19 &4 . KR, 36 mT 3 2ok 94 35 1 32 e g
IO 28 5 98 E N 6T T e o B o R 7 AR R O B
FCEARBLEN S . QUSSR RN . 16 B
W 52 450 R T R R A T AR AR L T R TR G A3
FHREMLPS . KRR DNA, 720 # ikt
AFWE, 80 Kupffer 40 60 7752 P9 52 40 i Fn
WIIRANML . LPS 5 TLRAZE5 A5, Ji3 81 NF-kB {55
S, MEHETNF-o, IL-1B FlIL-6 5542 4 40 g
TR, S O A A A AN BT A 2L . R
Kupffer 411 i 73 24 19 4 Ak P 7 0] 43 55 v 1 s 40 i 0
AL AN, E— 2D ORGSR o ()5 W
Yo A o Tl v AR S A RE A8 95 7 T 41 i 2
BEr Ak, 4% N 2 Th17 40 B 5 9 W ME T 40 M
(regulatory T cell, Treg) Z [0 [~ . SCFAs (W]
) ] i AL £ S AL A2 E Treg 2016,
TR IESTRAE Y MR RERAPIRET , &0 ™
REH (W WM R A ) 7T 57 1E A
JFHE A Th7 400038 22, 7300 TL-17 M IL-22, 3§58
JFIEE 58 9 B 17 5 2 4 Al KU o IO 20 /M S
AT AR, LPS. AN DNA Kl 2 i s 2 25 vl
I3 [ 9850 S 448 L 0 I 158 448 L PN 19 NLRP3 48 /AR

fi i 2 e K4 i -1 (Caspase—1) T AY IL-1B FI
IL-18 BEAARE L, W5 2 AN AR T, I i) JHF 5% o 43t
i WAL, H5 T HEACE P[40 = i -N- 44k
¥ (Trimethylamine-N-Oxide, TMAO) i iJ i § &
TR R, o] A UE 40 MR FE A P T, E — 2 ik g
MAFLD i) % B, @5 55 W% W
TR U5 1 A P 3 1T A R 2 2k A E 5 AR A
K fr T I ERRAS o i, SCFAs i 1
GPR41/43 J4 1% AMPK 38 %, #1046 B B2 & BRI 48 S
N5 W] RS ATT A= A 3 A 0 A AR 32 AR B ) NF-« B 1%
b, W g TR A FE R PR AT, ks
AR S ES, MR RIS (U1 JAK/STAT. MAPK
W) MR SR, O T R S A ik
AL

g LTIk, B iE TR E O 2 2R R W S
FNE LK ALH S 5 MAFLD () & 4 SR, X —id
5 I bR R DR . P25 A SR P R AE 2 )
FAOG . PR, O e RN R R AL . KR SRR S
A YR T 15 MAFLD A 3 50

4 FpEEEE Y MAFLD Rm B 00

i 38 T A QI 4 2 Tl A AR e AR e A
W — RN T, 2S5 BRI
W RPN RAE RV, R B TE T AR S
MAFLD 459 k44 F 2 AEH
4.1 SCFAs

SCFAs J2& H 7 18 33 2 W0 7 2 B 1 vh A T gl
(0 £ 4 o ook A b AR AR, R AR LR .
PR AT IR 5 o 3k BRI 4 v 28 1 % bk &R 45 fin %
FERFAE, TES SR REIE AT . B8 2 A R
FAM il 9 6E J B A5 AR P AL AR . BRSE AL, TR M
HOAH AT A W o T AR KO L Bl RE
WA, MG E RS AR ERS, &
NAFLD W) Bj i o & #E 2 FAE Y, B AR IR S5 5L Al
WFoE Won, T BRWR 0 T 3% 2% fiff NAFLD #5575 /)N B
(4 JF R DO RRRN 28 RE B iy, HAE FH AL AT A3l it
& RIPK3 Fl MLKL 2% ik, ifij 410 i 2 )5 14 3K 38 1o
FE. BEISNER "™ WWEgcds . T R AHXT =1 g o ik
BIFHEFNa-BiHHELE T RS BERIEN,
A B FA& i B oA B R R Dy RE S R L Ik A,
SCFAs [ fE N EC 4K 5 A i g 5 f2 % /& FFAR2 5
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FFAR3 454, T BRSO s 48 I Sy v o 72 T 7 2T 1A S MAFLD 45 B A 55 il A1 gy 16 5

Sk AR Ry v A T R A AR T S S R
4.2 pBEh

JIELER 2 VR 5 i B I Ak R S R e A DG A
F BRI T A0 M . 38 Bl A= 25 0] 38 1k 4 0 BSH
WA ANBERFE A R, o AL AL SRR
S 5 4% 2 /K FXR & TGRS A3 W45 538 BR i AH B
PRI 3 A0 815 ML T T 4 55 1 A P I B e S 2
BERREETHAEEZ L, HEMR BN, W
TE TR R 5 A8 O A n] BE FT AR AR AR A, 1
JE DI REAZ B, BN PN RE 2R EEUN I S 60 XUR
MR MAFLD (555 155 % AL 4
4.3 HK g4

i SCFAs FAHER LA, 7 8 A W) i g & L —
FOVF W BFREAR S DI RE 1N TR A Y. A
e 2 iy 3 TR R AR IS AT e Ak WK A A W,
5| W —3—TABiX (indole—3—propionic acid, IPA) , 7E£
J JHF I 9 2 B S B 2% fit I AR i Ty 1 e 30 o LA A
o WETEWIRE g8, IPA AT A 28 s ik &
JIN BB D o (1 i U T 2 B, LU o B 08 0 T
Lo A0 o AR DL K B ) 5 RE PP R 0K 2
o BLAl, B Is v R mT AR i AR e A PR B S5 I 9
AR TMAO, C A #iF 58 3 B H AT 1 FMO3/HSP90R
{5 5 PR EL 2R IR 8 AR A, in i MAFLD 45 2
U

J UE 1 LPS 2 B B 2 —, ol i
i TLR4 AH A5 Sl i, 5 SAFALSURIE R N, &
MAFLD % 9% ML H 0 OG5 98 A . IR AR Dby 4
5 JHF 240 B RS A8 M T 2 5 08 o A R W il 2D 119 S
Yy, HATHE o R R SRR AR, RIS A RUE
HE 5 SO 40 T e B AT K IR BRI, (R kIR
JEIE R BeAh, W T8 A WA R R K AL A ik
FEpal e A IR M OB, AR R, AR SR
1 b K B Az 45 B il 3 LPS /K Th s, E— Aok
JHFIIE 98 i S5 07 I 175 & 4 445 3

5 MAFLD &7 TgritE

Bifi 5 T MAFLD % ik B il 30 A R TR A, H:
IRIT RS AN W, REUH 2T 2 B IR
T R, W AR TE T SR L 2YIRYT .
A SR KGR B Ay T I A T . b, AR

PN =Sl ECRIIPIRE S=RmIE- /S SE it S 1 e N
YA PR R AL 7% I, RT3 B T A i I oA R
LS s A D8 R B 10% , ¥R J8 A AT L
JFET 2 Al ™

HAT, 2506k 25 %) C 16 MAFLD A OCI IR i
B b R R G AT R OB B R AR k-1
(glucagon-like peptide—1, GLP-1) 3% 1A i 2 77| K H:
BEDF (e EME K. Pemvidutide . /KA
K. Efocipegtrutide 55 ) 18 i 2241 45 ML I 71425 g i Fa
5K . BROUWERS 7T Won, |l 4%
B (0.4 mg) I 59% 5238 92 A ) BE %
AH N8 W5 M I & (metabolic dysfunction—associated
steatohepatitis, MASH) 2% ff H JC£F 4EfbF J2 . i IR
b, B2 BB MASH B HEFR UL S5 (1] GLP-1
AR . GIPIGLP-1 W32 4% 38 ) 55 2 nik 4% 41)
B, o0 EEIE R HR 596 97 LA B[R] 23 i g S AR
PP Ak, SGLT2 450 (kA s . A% 51
V) BRA B TR E R S IR 5 R AT AU AR
ARAL, T B R KCE O G O B T RESY . 7Y
R BT IR A — O RUNCHE I 0% 45 ] e ily |, 30 L
P o BAT W 0™, AR Z W UK ¥ TC B 92 i
MASH Y 3IES , fEHOG 1B 1 3R Akt 9 AU =l ek
G AEF T B AT B T B AR MAFLD AH SCHFi AUR: o #57
o A R 2 R AR, U A P B & 3R LR
SE LM . @ A AL W) BE R B 5E W) O 2 A
(peroxisome proliferators—activated receptors, PPARs)
V20 700 3 A VR i B A AN BT 8 S R FEAE T .
Lanifibranor /£ 4172 PPARs 3 8l 7], A i & B AT 9
Jig SRR O R IR R E B R Y
PPARa/y AU EE #sh 7, © 78 B 3R 4L FH F MASLD
B IF 2 BB R IR, BRI S etk
A3t HE— B BE . @WK R Z A BB (thyroid
hormone receptor—B, THR-B) ¥ 21 51 38 &2 %8 1] Ji- ik
PR T8 (8% ke 5 g 0y 728 PR 45 R 5 ZR AR BT . Resmetirom
YER A T IR/ANGSF THR-B I h 7], F 2024 4F
3 H AR5 FE B 24 e A B R v P T AR A A
MASH & JF F2, F3 £ 4efb i, HOik 58 vl & 35 [
R HFRE T 5 4 (530%) I AE 24% ~ 26% & # ik
T 2T 4E AR, VK2809 75 22 fif i 742 J7 T . 78
H REFITRC . @FGF 251 W)7E MASH G 7 h HA
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I RE BN BT 5 . Pegozafermin (124 PEG 1k FGF21 CYP7AL i i B oAb 5T, B 4E+F BAs Fa A8 Fek 3%

) A Db G PRI b, A3 JH 44 mg 7] 4t m]
{1 27% B # LI A IS, 26% i 553 MASH
ZEf; Efruxifermin W A 38 13 4 7E FGFR1¢/B-Klotho
ZRE A, MR & T Bk 60% UL, H
Z B0 LA Y bk s R YT, FGF19 25 B
Y Aldafermin 75 & B 1 300 5% i 2F 48 4k 19 v 5P
G®FXR #2550 7 s PRAF 5T Hh 87w 2l MASH 4141
o B B T, LD A T Rk . SR D
JHFAR  (obeticholic acid, OCA) 1 1 ) 1Z HF 52
B FXR ¥ 2h57 , 76 T ) REGENERATE 38 56 o 42 /R
BT HE T ST di Ak ks, {HAE MASH 22 7 1HI
Rik FEL S, W, HONR RN EA R,
JE VAR FE e MR (45% ~ 55%) , I 1 Bt ) F 4
KB AR S IR 2% B2 i 2 1 IE R R ), ol
HAJ 25 - KU He 4% A2 %€ . OCA 7E MASH 38 L UE 119
TS AL O R LR T AL A Ak n) R T
2020 4F 9k 35 [ A 2 B IR A e, H TR
HEH TR R . X —BE S FXR
WO T BAs B BUZ D . BAs W2 LRk A, DL R % ik
R DU 5. IKAh, FXR {5518 B 7F A 10 1
kR e BAEEEM, oCA KWl
W] RE S B R D REZE AL, DA 38 Jin v A 75
A o BREGERALEISN, AR 2E S (40 BAs AR
PG Z 250 . I8 v R A i 25 5 ) IR AT B 52
i) AN B0 1) 2 A S e TR

e TR G YT J5E , EE X PNPLA3 UK 28 4%
FTHSD17B13 {47 PE 58 A48 (1) SE 4% H R 7 ik 2 3 Al
RIF K BBt o RNA T4 254 ARO-HSD 75 - i 52
Hh I AR L T A R A A R KT, WR
TRTE BIG T (E, (X G B A3t B 42 5 R AT
et — L HIE . A% £ AR (norursodeoxycholic
acid, norUDCA ) 7E MAFLD H i /i H 2t 45 fil XL 4
YHEASHLE . —J7 1, norUDCA R 38 1 110 5 1 388 4%
AR FXR BRSO R AR L e 3 A ()
S B A T S D R R AR AR I FGF19) 3%
ik, R BT - I R R A, RN BAs &
BRI R By, G2 fff I P9 IR R AR5 AR 38 £ e
3 —J7 1, norUDCA £ JiF N AT 75 5 41 Jifd (2 2 P450
KM G CYPTBY (YR ik, MG B4 BAs &
OB B, HE R UL 24- B AL R S, 55

JFF VAN T A A9 0 B R D e TR T 3 44 o 5
DC17 £ i PR AT AT A U A JEF R A A5 9k 2 249 40%
AR FHAIL R AT 6. 55 A8 Pt e Jk 12 e A ¥ 1R AR 1
2 L TEARTE SIRT1 {5 5 10 8% (9 0% ARG, 1R HAE
A1 RE A QAT R 7 IR A — RE RS

BESRE

Rk 2 AFF 5% I S B 38 B R -BAs-FXR il 7¢
MAFLD By &4 . KRt BAA R EREEH . il
R A o AR ) 7 BAs B R S Ak . P
FXRAG 50 B0, AT 3 B AR . S E S
U2 defb 72 o A5 5 BT — R DR R 3
gl & AR AL, RN BE AE, $ROR HLAE
MAFLD Bjj 36 H 5 A W 19 1 3040 15 R IR &
HOET, BFX5 08 i T Wk AW e, Ref
TR UE AR SV F B (AW . Ak
il AT — g B % i W 1 B B T R AR 4 5 AR
S, (HEIE T W8 A -BAs-FXR i R ge it
BITAIAE FERFE BB o I IR L 1 T e 51 245 1 3k
HEIGIT MAFLD, [HA 46 GLP-1 324 h3 . PPARs
WhF) . THR-B B 3h 7] & FGF 5 S5 i 25 9
O 7 I R 56 b e B B R A AR . s PR AR
SRR B SOR . A, FXREsh B H &
AU I BUE YR T, EENE R T
2 o AR RBEFE Z A 2 TR AR K 8
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