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[ Abstract] Non-alcoholic fatty liver disease (NAFLD) is a chronic metabolic condition with rapidly increasing incidence, becoming
a public health issue of worldwide concern. Studies have shown that farnesoid X receptor (FXR)-based modulation of downstream tar-
gets can improve liver function and metabolic status in the patients with NAFLD and may be a potential drug target for treating this di-
sease. Great progress has been achieved in the development of drugs targeting FXR for the treatment of NAFLD. A number of studies
have explored the traditional Chinese medicine and their active ingredients for the treatment of NAFLD via FXR considering the high
safety and efficacy and mild side effects. This paper systematically describes the mechanism of traditional Chinese medicines in the
treatment of NAFLD via FXR and the downstream targets, aiming to provide precise targets for the drug development and clinical treat-
ment of NAFLD.
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Rz —" LB 3 B Bl M AR RS P B 0 (non-
alcoholic fatty liver, NAFL) | R kG ME NS 5 1 BT 2% ( non-alco-
holic steatohepatitis, NASH ) Jz FEAH I F-A £k F1 - 20 i 98 ( hepa-
tocellular carcinoma, HCC) ™, NAFLD [ A 142 S 8%k (04
JHREAL A R b, 6 S5 AR 256 AR B DI AR G, A 45 B
e LEE A (2 B BR v A s IR ILAE 55, 9F H. NAFLD 3 k4
O L A 8y S 2 R AR A v . R TT, NAFLD g L/ FRLAL
i 1 A 56 4 B A I A 1473 B = RR AT 25 L R IR
AFE7R NAFLD AL, 548 5 #L AR , — ELE NAFLD 1)
TR

WL, 15 JE B2 X 324K (farnesoid X receptor, FXR ) 7E
NAFLD &t B i i i S (i, FXR AU —FffiE

RSz R, R —MAEWES5F, AT R AR,
WA AN S RN 5 7 TPy i B AR 6, 5 R E ARl
PG O MG R R HERIE  FXR Z k0]
VL 2 5 IR R A BEAR A B 5 AT | AAE L
ST B AR A A AR 5 40 TR IBYT NAFLD™ (1),
B, FXR B ARG 5 30 B A Sl J2: B 76 NAFLD B
B AR, B2 2 I TFIRYT NAFLD, H 8 3 036 T 3L
RO KW RS2 b 45 8] THEsE™", o R T
FXR X —#%Z R R ARFFTH B 257497 NAFLD 19 1E AL
B THREMIEE, AR30K R5MAR P EZRET FXR
B4R 0 R e AR ARG T NAFLD (E FHMLE, B 76
IRTT NAFLD S A SRS o (1 ¥ 1l VA7 SR

B el X ZA(FXR) J8¥ T UE 0L R G YT JE RS TR AR Wi e (NAFLD) B9 /E FAIL ]

Fig. 1
disease (NAFLD)

1 FXR ik

FXR & —FP %t B 7, J8 T2 KK, T 1995 4F i
FORMAN B M %51 % B DR HLAG Sy 3% 1 v gl ok e et B HEAR
PG R Ty 45, J5 9 2 AR TR 2 FXR ) PR
PERCHR , I FXR SCHERR O IH AR A7 4R FXR 76 A
s B A A PN v s RIS R SR G O B A R —
SERRAFGA R FXR SEARLE G AT LS B AT AR X
ZAK (retinoid X receptor, RXR) i — 544, 78 1y 90 47 0L 3 A
ARG FXR A 3 LA S AR R A e T AR =
MARTFRR U TR, AT G FXR, B0 JL4E s, Ot
JAT AR A R S AR R P AR SC R R 2Rk e Ah,
A — L H AL 5t T LASE I FXR B3 SO o, 61 qn — 2
AMLE T EFRR LT I FXR FE— 28 254 iF
KRRy EE TR M6, BETC A —E X FXR B
LITERT S RN R 6 v | 3 B 46 — L R 2 R

Mechanism of farnesoid X receptor (FXR) in regulating downstream target genes for the treatment of non-alcoholic fatty liver

PR FR A 2 | 3 26 24 49 v 3 ok 9845 L AR AR | R A IR
I e 5 T R HE AR L o LT R AR I 46 R G 4 AR S |
AL B B WA TR IR
2 T FXR HET T EEZ5RYT NAFLD (9 BARALH
2.1 ETAERRACH-FXR AT TP E 253697 NAFLD

W 0oR IR RS I R AR S BUR T & A HEHE | &
WIS T B SR, K PR IR R 76 T P o BE B 3R 0 e A —
Z Y20 M A PR 5 23 I F NAFLD &2 % el py e i
TR A A R AR T HAR R 32 4k, o FXR Z R R
THIR B4 A 1 HE T R S R A LA A R SRR AR T
R, ST FXR R IR R AR 5HHE B & 4 b B NAFLD
AP S IUE L
2. 1.1 JIFFRAT-FXR Bl AEAR AR & M0 i, FXR 52
T T PR I IR A i O £ PR 0 I 1 % 7o 35 AL ( choles-
terol 7-alpha-hydroxylase , CYP7A1) A3 35 K 22 Wi R VTR A &
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B FERFIE R FXR S 5, 0T B G R R A
{B ('small heterodimer partner, SHP) # ik, SHP 1F iy —Fh 4 BY
Faf 5040 8 T OB AR G [E JE #9-1 (liver-related homolog-1,
LRH-1) 8¢ JT 40 {1 7% B 7 4a ( hepatocyte nuclear factor 4a,
HNF4a ) (0% eV A4 CYPTAL %% 5, i 4 41 IE
THRRAIA I S g W], NASH K Bl FXR SHP )%
KRR, T CYPTAL 3235, 3 BE o IRV R & B i)
R AR T A BRI G A5 1 B T 47 e fb iy & A2 20 fE
[F iAo, FXR 88006 J5 2 05 5 W 18 52F 4 40 i AE K R 7
19( fibroblast growth factor 19,FGF19, 7EWi 15 3% H Ll FGF15
HIERAFAE ) 2635, BJS FGF15/FGF19 i 4 ) #k ik i 7 B
ek AJEW 515 40 i 3 T R 2T 4 8 40 i A < BR324 4
(fibroblast growth factor receptor 4, FGFR4 ) F1 B8-klotho & — %
WAL A, 1 T fk 2 40 L AR 15 28 308 ( extracellu-
lar regulated protein kinases, ERK) Fl c-Jun 2 & K i 354 il
(c-Jun N-terminal kinase , JNK) A 5¢15 538 4% i) 2086 S g, 310
il CYPTAL AyE AR I/ BRI P A5 1>

EAEA AW LR R, 2R T A RO S B AR R
Xof FXR AR ETSAE R, 1060 AR 1 I P& A, o JHF 40 ffd 6 2 IR
RN A | SKEIEYF NAFLD /Y H A, H 32 5 5 14
P4 S 56 8 BEAIE B, bR 7 R AT SO T FXR, 3 R
SHP [3%35 , Ml CYP7A1 F1 CYP8BI f¥#% 5%, it 1 410 il iR
TR B, % NAFLD R BUBERI A AB 3112 2 BT PR VR A
LI H %5758 BRI B i3 5 (HFD) (19 NASH BEADE B4
JBCHE X NASH 67 7R FIAILH , 45 50 & 9L, 20 I 1 7T i
TE I FXR/SHP $l1, 3] CYPTAL (%% % | 28 1 490 ) EL 312
B, I NASH /N BUSF P R RR 5 A, 0 A ™) 7 3 4
SCIHIESY & PR, BT 2 X RE IS FXR B3R5, SR X
CYP7A1 B4 FHRKKTJ2 LA, 53T FXR 5538 B0
“HE” VERIIAYIY NAFLD X — BEIS A, 2047 JRU IR AT A8 2 %
BEEFERASEE L FXR /Y T2 BVER T CYPTAL 3k
PHT R N IR R A R, TR, LI E R B R
BAEAT CYPTAL REUW IR FR B £ & RIS FXR 3R
K, ARSI, NAFLD 58 40 it Py 4 3 2 K 7 7 v 2 3
B2 4, 7 LA B B 25 X% S BE W) ek 1A FXR ,SHP
BIZRIE, 0] CYPTAL AYFIAK T, B B 3% NAFLD 40 N
Wi, mEEMRER FELDEREIRHERRIN S
YT NASH, I RECR 2% . RIBAESE 38 Hsh Wy st AR &
ZITFE FIRLA, 455 & B0 L I8 T 7 B S 1B FXR,
TI_ I8 FGF15/FGF19/FGFR4 3 B {5 5, ¥ il CYP7AL A9
5, AT/ ot B A BRI %ok O ) of 9% , i 28 NASH K R
SAE I, FERVBILAN S50 BF 5T K B, S N S 2 %60 ] ) gk
13 NAFLD K BB BUIH R ( muricholic acid ,MCA) J& 2%
S HH R ( hyodeoxycholic acid, HDCA ) | £ H 2 ( lithocholic
acid, LCA) BIJHER (allocholic acid, ACA) 21 7 JIH R ( tau-
rolithocholic acid, TLCA ) 55K 2 IH 1R (19 7K SF |, 32 10 3005
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I FXR, M CYPTATL (335 R IF IR TH IR AR S 3k 5
YT NAFLD ) H i, 25 Bk, 45 v B2 25 7% FXR 5
TIHEAN G CYPTAL 193K, n] 4% NAFLD JiF P4 I 3t %
B,

2.1.2 JITFRHEME-FXR Gl 7R HE DT I, R
ZE (bile salt export pump, BSEP) . Z 25 Mif ZPEHH R EH 2
( multidrug resistance-associated protein 2, MRP2) VE ] W T 1
I R OCHE IE R 2 — | AT B AT 4 N 2 A
JIEGE R Ge Y BESEIEM], BSEP Fl MRP2 J& FXR TR 3
BRI | 50T R AE IR T R I PN 43 IS R Y S B g
I, B IR E (high-fat diet, HFD) 5 5 A NAFLD A5 51/ Bl
AT FXR/SHP 1Al ), BSEP SR IAFEAIE,
SR B R HE M R A% 2 E NAFLD Ji Bk e > 5l
O FXR, AT L34 BSEP FI MRP2 (93635 {2/ I T AR A
HE 325 T2 JEF PR AR R £ 5 | A A AT AR 95 . WANG
S U BT KB, NAFLD K BUIF N 77 7 ™ E IR R IR B, T
VS22 B HAIT A, FXR 908 B34 Lk, I 5 BSEP Al
MRP2 [{3235 SR T4 I N IR THIRSME . ZHAO W W 451
RERNBLHFHMBRNWELTRBY AL W B FEIL HFD
Y31 NAFLD /NI 3 8 JIE [ BEK F  Jel i ST Ty 28 1k , 3
R IE T AR 2, Hrh b BRI A I T R 3% e 1
LM 2 — AT RERBAH L AL S FXR, L BSEP
Ik, JE— AL Py BRSNS HE,
FHPTRERE TS NASH AH G 48 fi 4 ( NASH-HCC) /N R A
JIE BRIABRIGE L, 34— 26 s i JFF At ML 45455 , /R AIL 61 7T e
GG FXR, AT LR ) SHP A1 BSEP 1)K 3k, i
042 HAT A i 5 4 1 JIEL Y 7 X 4 L 3 g 40405, 0 2
Y % B NAFLD A3 E IRV HR AU /N BUF 2140 FXR A2 4
JKF R B, BSEP \MRP2 7K 9, 3 LA B o5 1R 97 RETL
1% FXR (923%, [ BSEP MRP2 {335,

2.1.3  JHITRREWNC-FXR Bl £ AR TR S OB i,
JOEL PR e WA P R DG B 3 A T2 43 A L B 2R 240
e AL T [T 2 S 1) 4R AR I I T R 5 52 14K (apical so-
dium-dependent bile acid transporter, ASBT) LT g AR
25462 M (ileal bile acid binding protein, I-BABP) {7 T 3 Ji§
JEES M 19 A8 AL T 5542 85 /B (organic solute transporter
a/B,0STa/B) LTI T DK ML F 64 A st HEL R 4k B3 ) e iz 2
K (sodium taurocholate cotransporting polypeptide , NTCP ) Z& %
& BEIE S22 IR T R 1 BT 976 35 (enterohepatic circulation,
EHC) oIk sh £, BF9E o, FXR B0 e, vl
75 1-BABP ,OSTa/B )15, 4] ASBT F 323K, i 7 KL
ARG BR3P T A 3o R 0 A Ol 40 i L
FIAWFTIESE, T LA FXR 855 , ASBT F NTCP #y &k F
A DR AR R E TR OB D, 4ERF T NAFLD A8/
BUFFPYIETHRR RS . IeSh, I FXR/SHP i # NTCP fy
Beok B ] NTCP (3R, AT Bib R H0E BESP Y31k,
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R AR TP F A AL P BRI AN 3 AL PR AN, R T IA T
JEYREA S 19 NAFLDPY | GU M 250 35 T ¥R 57 3 2
(cycloastragenol ,CAG) X NAFLD [ 25 80 2= "EM L H B R 11
AE P A, (o PR ' 32 Al 1 155 32 A1 A 0 2 0 A6 T A o
ST BEMS IS FXR, 25 SRR W, CAG BBk LIS & 40 10
WIS T FXR 56 05 T AE sh B 9256 b R B 8 s
FXR - OSTa 23k 4k i 4 2F 1 71 iR 3 R 02 CAG IR YT
NAFLD M EZHLH Z—, J5E% 556 A MR 5T A HEAR IR
FE NAFLD 597 9 AV AL 51 R (X006 0l 3 41 45 1
FE RGN MRS TR 2 75 2 0TS FXR A G e i, 45 1%
HH , FRERR R LA RO 1Y O X B HE 800G FXR 1Y 2R3k T 7E
S I R B, FXR T R R i R LA 7 O B
NTCP ,0STa (93235 KA T S, EH#T NAFLD /MR
BB R, SUN T Z6H & BE 47 i B X HFD % 5 1Y
NAFLD /NREA P 1, Hoh o Je iy EZ AL 2 — &8
1 BOE FXR, 845 1-BABP ,0STa/B . NTCP (1454 5 3k, #E 1M
i NAFLD /I BUIE 1R 25 R
2.2 FETHEA-FXR BRI T B 245787 NAFLD
2.2.1 FXR/SREBP-1c i WF5T & BAHA, FXR 52 % 5 i
R EZAE 54, W JE T FXR AT 306 H =R -
glyceride , TG ) & B AL FE 7 25 A8 W R B AL , Wi sk 2 - i
RE W B e RO 2SRRI R Y JC B 1 1e( sterol-regula-
tory element binding protein-1c, SREBP-1c) /E iR & il
(A% ST R, RT3 120 22 1 07 A GBS TR 9 33K, N 2 T 2 ity
A FRAL T (acetyl-CoA carboxylase, ACC) | Ji§ Il B2 & il ( fatty
acid synthase, FASN) DL S iR It A 221 AT 1 ( stearoyl-
coenzyme A desaturase 1,SCD1) ,fi£it TG B RS
18 ,NAFLD £ #H M FXR FikF#A%, SREBP-1c RikFHFm , F
FUFIE TG £ L3, 3 s P9 B8 B AL, 38 o 0% FXR/
SHP %1, 45 SREBP-1c (4% s /K F-, 4k T 85T e ik
ekt

PN 0 328 FH 00 245 24 B2 T A2k i B A I NAFLD
FR SRR FHHE A 25 5 R FXR 38 % 0 00 4 ol i
—, H. FXR SREBP-1c thJ2 520tk 5 g o £ i 2 D1 AH ¢
HOFE FHAI S . BEJS EE T NAFLD K BUBIRL 3 — 45 30 E /R FH L
il S 4k S 3 I fa AR B PK RT BE G L B0 FXR, 904
SREBP-1c B FU#HIELR ACC fy2eak , MR I 5 & A, 9ok
% NAFLD K BUIFS OB, Al [ B9 R, 56 - A2
Nt —ERREE L AEAS 0% HFD 1R85 510 NAFLD K U
P AR P, HHLHI AT fE 2 i FXR/SREBP-1c il 45 g B At
W, XBLRFTEY & B F 7 X NAFLD K BRUAY T ) 6 A i,
JIGA B 5 4 o3 1, L3R 7 PIL R AT R i i FXR/SHP/
SREBP-1c {5538 % 15 fig B3, 2 171 92> NAFLD K BUIF
PIIG I HE B, ZHONG D %% st & B, R 2 £ 0 ik i ik
FXR/SHP AL F#AK SREBP-1c . FASN Fl ACC )35, 7
IR TR A B B 3 03 NAFLD (% 1)

2.2.2  FXR/3 Gk My il A 1 58 0 50 S2 Ry Al s B T
la( peroxisome proliferator-activated receptor gamma co-activator
la, PGCla) /3 S8 Ak Wy Tl 42 38 8 0 9340 1% 32 AR o ( peroxisome-
PPARa & — Fl #%
ZAA T A A AR R BRI HA,
PPARa Fll FXR 7E i 52 A 65 18 455 114 i B o A7 76 23 F B AL
i, B A% Z R FFAYY NAFLD (o0 2% PPARa J3 31
F [F] 1) 528 S FXR A B AE & 00 05, BT LA FXR AT LAZE
FOKP5S PPARa I3RIL 4R TITHY 3 PPARa (Y HE LA A
FEBAERRI R % RSB 1 (carnitine palmitoyl transferase 1,CPT1)
ik PR TR AL, BRI IR R & AL kA, PGCla
AP FXR 5B S#0E N S ot 5 i iR B AL, 4R
3, th2h iR F FXR/PGCla/PPAR« i %1497 NAFLD 1Y
HURIBF IS B2 B SETE . ] #1540V FE S ) S IG5 b &
B, s B B R X NAFLD K BB AT T W5 , 4L
FXR ,PPARa . PGCla mRNA FIEEH# s i, R T hgnt
SR W] BRI 5 BOE FXR, 945 T iiF PPARa, PGCla By #%
36, PEMIIAYT NAFLD, DUAN X 257 Rif i) %2 50 M\ B AR 0
PREUH B3 S B ELA AR VE T, R0 38 i
NASH /INRIFZIREAK S LA K g0 A TG TR & iR YT
ML AT S8 i 0% FXR, 78 PPAR« BT I I 3 (X Y
sk AR SR 2 AR TR B AR Ak, 2% NASH /N ERUHBR i
ARPE SR & B O T RESE i S FXR BRI A
S NAFLD 4% A= F & Jee , JFG 32 03 % m] BB J2& 1 FXR 00
PPAR« 415 1 Ui 25 Mg i 8 4 Ak, 32 177 B IR NAFLD T Aig i
2.3 JETREACH-FXR BRI PR 253577 NAFLD

B2 G J NAFLD B CSE SL A RFAE D 40 i b
SEAE IR AT T A, AR OB (AR . AR TR A
A BRI B VA R T2 2 B3 % ( phosphoenolpyruvate carboxyki-
nase, PEPCK ) Fl 4 %5 #%-6-# R [ ( glucose-6-phosphatase,
G6Pase) J& I 2[R o B, 2 30 0F 5% & B, FXR 3 3h 57
GW4064 1 LA PEPCK 1 G6Pase [1%% 5% # 1k , it % i I
TR (high fat diet, HFD) 515 /9 i MR ACE S 00
TERPNIE W S8 R LR R T 2 1 FXR K8, JFF
& PEPCK 1 G6Pase HYFRIA , TR A4 P 52 1] 552 3 4 25 o i 31X
—VEHIHL, 45 5 & B, KRB X FXR BRI NAFLD /) B
BRI LRA1E A, H PEPCK 1l G6Pase 3Rk B, FH L, W]
DA S5 38, K2R 306 FXR 324, T P85 Qi 3L A
PEPCK il G6Pase %% 5%, 5% NAFLD # Ui, DUAN X
U2 S F 9 K PR R RS S I B OE FXR, A Ak R IR
HFD % $ ) NAFLD /il PEPCK Hl G6Pase 2K 1435,
R T A S BT A A W S AR R ARIR YT NAFLD $2 43t B 4
TEHE
2.4 JETPRGRIE-FXR FERIT T R 25IR97 NAFLD

ST A3, FXR BT LASE 2o 8] 15 JiT 200 i 28 E R i 3Rk
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Table 1

non-alcoholic fatty liver disease

T 2531 FXR/SREBP-1c 38 il /I 5B R 2 i IR AR5 5 9 AR A PR N 5 s

Traditional Chinese medicine modulates FXR/SREBP-1¢ pathway to reduce lipid accumulation to improve high fat induced

R

GiES E47S SRR FAZ i e FLARBLH
R T Y NAFLD Kf 3.8.7.6.15.2 g-kg™'d™! 4 i 1 4 £ FXR/SHP/SREBP-1c g B 1% i 5 5 i ¥, o
NAFLD K BURF 4R A5
fe N g ok 0 NAFLD K 5.84 11.67.23.34 g-kg ™' +d ™! 8 I FXR #05%] SREBP-1c J FFHESEIN ACC HYFEIAT8TY
Jg BACI, % NAFLD K BRUTRE Bt
Pefpge(s) NAFLD K 0.5.1.2 g-kg™'+d™! 4 i3 FXR/SHP/SREPB-1 i §#385 IR B G, Ik NAFLD K
BRI , e i AR
RN e S5 NAFLD KR 3 gokg™'-d”! 4 L EH FXR EEE, A6 SREBP-1c #93E H &, AT
PR NAFLD BRI BS AU R /KF , s BRI
P F ek NAFLD MR 100 mg-kg-d! 4 i) FXR/SHP R I SREBP-1c . FASN Fl ACC FY%
LG K IR & U 2 EGE NAFLD
LIk #5855 NAFLD KB 40 80,160 mg-kg™'+d ™" 8 nlfEE A FXR/SREBP-1c 3 B3 S AR TS (HFD) i 5
#) NAFLD K BRFIERR 5 G 25 6L
Fgz 5] NAFLD /M 50,100 mg-kg™'-d™" 4 i3 % FXR, 70 SREBP-1c,CD36 I FASN (1 4 ik 411
NAFLD /MU HE g 53 & %
TR NAFLD /M 20 40 mg-kg™'+d ™! 12V AT BOE FXR, JE 45 SREBP-Te i1 K H: 50 3 8] 11 72 3K 0 3
NAFLD /MR HERS BT AR 2
Y RIS NAFLD KB 56.168.9 mg-ke™'-d ™! - TG FXR B SREBP-1c 23k, 175 HED MEFEAY K FUIR Bt
Sl NASH/MR 10 mgekg™"+d™! 4 WAL FXR, .3 T3 SREBP-1e FASN FI SCD1 #9335 , i
3 HFD %S9 NASH /)N U 4L U 380 52 3, I AR AT BE TG
£
PRI B Z BRI NASH/ML 15 30,60 mg-kg™'d™! 4 S FXR FEEAFAE SREBP-1c,FASN ,ACC FiIl SCD1 7KF
FEAIR NASH /IS BURFAE H-i =g g AR R
B et NAFLD /ML 80,160 mg-kg ™' +d”™! 4 il FE ] FXR/SREBP-1e {753 #5802k it HFD
i) NAFLD

2 R RS 25 s NAFLD. JEPRG RS U AL P39 ; NASH. JRTDRS PE AR I LI 42

Sk il e e B B i AR, A BE 2 B (lipopolysaccharide,
LPS) sl I8 R4 X - ( tumor necrosis factor-a, TNF-a ) 55 |
W2 FXR 5%k B PXR UG, S8 FXR #9716 1
TN BN SR AE BT 2 2k, AT 5 1R IR 4R R BT
MAEIE# AT, FXR 5 PXR MIaELA 08 & 35 I Ik 9 05 I
7B SR ABE IR A e ) 8 E S ) & i, W] FXR 7E R
i SO R B T Y A T VR T T FXR Y 3R 5k AT g
% NAFLD RIE N, % 54% K+ -xB ( nuclear factor-B, NF-
kB) VE A AE MR T T, 7E NASH 2 4 881 rh 93
WO, W NF-kB I M AT BEAR 5 M 4 i PR KO, AR I
A2 AR, BFFERIT A P4 FXR BI04 1 NF-
kB {7 538 B 5 1 S RE AL B A =R JT NAFLD ) 5C 6
fHEA T T — WU P B 253897 NAFLD (1458
WA T —E R, B E RSN S5 K B bR T
ARG Z I BE B 2 00E FXR 3244, HE T 0 7H] NF-kB {52
W, B3 NAFLD /N HE S, SHU X %™ B 5 ifiE,
JNBERR AT O I FXR, 75 FGF15 ik, E— 1] NF-
kB {5 5@ %, T4 T TNF-o F IL-6 mRNA FIZ5% , 7
6586

MB35 NASH /N BURRE BN o ) 56 5 B 5 4f38 , A 24
I 4 R AR R B RS ST HED AR S 00 AT 450405 LA A
PER, HAE R PLE D 525000 800G FXR M) NF-xB 935
P, 98 AR 2 PR 7 A, R T A NAFLD /N B B 1
JORESIE , FEN 3 AR N S K B ER O REAS i HFD
REE S NAFLD JIFIE4AE , AL T BE 2 FEBK 7 i i
FXR ] NF-xB A 5 19 48 14 38 B ok £ 7 i AIE 4 52 % 1
=i,
2.5 EEF W E OB/ R/FXR MR R 25 R 9T
NAFLD

FWFGR R AE, FXR 38 oL 98 B 38 R AR5, O 52
NAFLD (& AFR R A WIEFR, FXR RENS I 15 16
FERY BRI SE R, 3N A 45 8 I B0 AR IS T S B 445 1
T 5 Y e M, B LR R A IR B, Dk B O 4R E
MM SR WFoe R0, 3 12 0 1 0 R 0 4
BURT)RE W AT A FXR {55, AT E& = NAFLD B3R
JT % B, 2k B -B-FR IH #R ( tauro-B-muricholic acid, T-8-
MCA) J& T45& BIHFR B —FP , X FXR 320K BT B & A 4530
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PR 3 1 #00 fi) i 308 A1 RF T 980 45 A R K % B ( bile salt
hydrolase , BSH) i 14 , 75 5 T-8-MCA ff#{H 5%, 3% Jin Hi & 42 ot
BT FXR {5538 6, S LI CYPTAT Y3k, indE iR
TR T L [ e A 2 AL A HE I 32 T 0k 20 NAFLD P9 AR
PR R 3 — A B B At J2: B VR NAFLD 19 5 22 3R g 22
— U8 ARBESTIRIE S BSH S MRV B AL B L R
FEER & A ER R JE OBUBEAT 1 8 AL B AT 5 5 ik e
JE I/ 553 BSH I M B A, 328 177 X6 g 1 AR 3 2 /K it A
V5 , 4 A AR T R IS T-B-MCA A5 S b fin £ 4 il g i
FXR {5 538 %57 b B 2615 3l o A )9 S 30 44 9 1 9 07 4
BiRyT NAFLD BFE AL, Sege 45 R A, &5 T Lh 100
mg - ke T 5 Wi B B A A Y, E & BSH 0 T AR ST
B B SR 3 — 25 B BSH I 3R, U6k 55 X IR i K
fEAER R I AU IE 25 & BRIV T-B-MCA & &
B, 4kl i FXR/SHP i FXR/FGFLS {5538 3%, |
P8 CYPTAL AT A 2E AT 2 2B TR 9 4 1, DsiAER T P I
B AL, ZHAT Y %1% Hi238 8 8 A IV F 3 NAFLD /)
BRI ek sk T R | LBk R 4
IR, BSH IE PER A, i — 2550 BT R I, TB-MCA 7 it b 35
B, 2 B FXR (5 558 s T FERR i As b it
Ab WriE R R FXR RS (8 G 2R W RS AE (FMT) 5256 3F
—AEI T R IV X NAFLD f3A Y7 1E FH R T 38 1
BE/FXR Fr I8 VR
2.6 FETHANB-FXR IR E 257597 NAFLD

B F E2 #15&H F 2 (nuclear factor erythroid 2-related
factor 2, Nrf2 ) J&t—Fp 2 S A 7 | P/ 40 P i S i S Ak A
FEHEDR 1 e 3k, DT X 48 Ak 10 3OR Ak 2% B M LA HICAE 1R
FHEOT BRI IR 1 AL 7R 1 I ( AMP-activated protein kinase,
AMPK) S&—F V2 AL T B0 A 4 o 1) 40 e e 2 A
it , T 3 2 AR A A A T 1 4o AR Ok R A2 e T
AMPK A0 S S5 0w i 8 107 R & AR 2R IR
AW kA S DT I ), A RS Nuf2 (1S R i —
ASEEHLE Y . BRFEIRIE , FXR W] LI 9 45 AMPK/Nrf2
S PRI 38 A o 40 A %) SR A S B, FE PR R A0 PR P 21 4R
A, 7 FXR R R R /N B, HED 35 S (9 NAFLD %%
SRBRL AG IT 20 21 AMPK Al Nef2 A9 22350 R B, £ 0
FXR AT AMPK/Nif2 {5530 8%, 2% NAFLD /N RAR P Y
PUEAL RS . MA Y %0V S0 U5 45 5 R HFD IR &
P51 NAFLD /USSR 4 20 o S8 Ak R B8 b 8 8 (ma-
londialdehyde ,MDA ) 8 3 F 55 , iz %20 fb. ZU B ( catalase, CAT) |
A ALY 15 AL i ( superoxide dismutase, SOD ) FIZ B H kit
F LY ( glutathione peroxidase , GSH-PX) 7K ¥ i ZE FEAK, T
DIHW5 2 05T HUS , B 0 08I 2121 MDA 7K°F, F+ iR CAT,
SOD F1 GSH-Px 7K, i#f — 25 WL BF 58 2 B 10 22 4 BE VR T
FXR,fE# AMPKa/Nef2 235, B I, % 305015 4t Wi 2
Wi AT BE 28 1 45 FXR/AMPKo/Nif2 553 2l HFD 1k

BT R AR 7 . SR U SR g b R B
W HFD 2B/ NI E LR S, T LR T R IRIT 7T 3
SRR INLTE MDA 7K, FHE5 SOD 7K F, B3 NAFLD i E &
EREECRAS . i — 2 AL 9T & 30, KB EIRYT NAFLD
FEJE M S FXR ZAEVE, R4S 3 i AMPKo/Nrf2 fY
Fik R U BB T U NAFLD /) R H1473 .
3 Zin5RE
L5 LR FXR T 38 A Yol A A 5 S PR A B R A

BV IR ARE RN | B TR LSRR RE ) S 2 T TR a5 B
JRYT NAFLD IRICR . ST4Fk, 6T FXR M H T il 22 K IF
KIBIT NAFLD 259 B 5% B 2 BUS R K Bt 25 | w3k 3h
NAFLD AH2C 2B 57 SRS ME IR 55 T I R, H:rp B2 DL IE iR
(obeticholic acid,0CA ) 1 Jy # sk E FXR #3h 711t %
2y, SEUTFSY R BLILXT NAFLD 93697 BoA # b7 skt
SRIMT, OCA MY EIVE I BRI PRIV H , HAAYT NAFLD FBFSE
HAL T4 3 B BRI BRI, T AF KA HRAE FR, OCA F
ERA I 1 S AR S AR5 ML TT BB R 5 FXR G i
FEA I FXR S PUAE BT 557 . fE NAFLD /)y BRUBE 724
o 7 OCA 55 M HF B2k B 2R B FXR B0 5 1
A [ BERRR A A0 A 2R -18 (interleukin-18, 1L-18) AR AE Y
FRY X SE IR T RE R BT 4 FXR BB B0 25 G 24
VR, AN 200 7 (A 1 B A0, FXR % St il
JIG 105 WP A B AP FH A K2 OCA 45 FXR B8 YR BSR4 %
B, HATA 5 FXR fEH0R TR ss iz g 21 Bro i,
INB R ES P SR B /N4 AT AE ) SIPT-7623 J& —Ff FXR 45
P, af LI CYPTAT VA BRI R A9 A o ok 9 9K A [ e
FEAEAR N BERS R I AR TG 1 TC, Bea fg B0, JE &
1Z A BN 221506 STP1-7623 5T 2K MG 25106, SL g 45 SR %
W, SIPI-7623 53¢ fhft VT 86-& 25 )R Ne 1 R SRk 45 245 07
O AAERE | A T2 R FXR B A
HERRWE ST, Wb, LG 200G 4 0932 B0 sz F5 9 /E
R FERIER, B 2 R A5 R AN VR T A
KAETRYT NAFLD 7 B A IR 3, 3 — 180 =X m] A 4k 0 ok
FXR 32 BOE 80z 5550 2k 09 238 @R T AR R B, JF 42 8
NAFLD AT R, BB 3 “ Pk ™ A bR S H i,

A SC A F AL R ARG T B 2454E HF FXR 45~
HFHUARIAYT NAFLD, o] DL H o 16 265 & 05 il e 2 20 R sl
H A2 FXR BRI s S i | 2k, P EARA
BRI S HHE IS IA MR 7 IR, 8 i % 4 B R AR
ST OL 4 1 3, 6 NAFLD J& 97 & # K 09 I IR B2 A
{1010 BRI IR P B 25 3T FXR IR Y7 NAFLD (948
THPERHE TG, M Z IR IZ I BEDL  BUE | A BE M I R X
BHEgT, BRI T 3 — 25 AR v B 24 45 FH A 30 1) 1k A0 A
BRI, SRR A 5 07 350 ) T 50 B 14 I DR 24 385 L 48 T T 1Y
SER BT LA S AE IR R N 7 S5O BR A Y vh S 25 TR YT
NAFLD, [Fl i 1] LGS & M4 25 B2 A3 FXHE R A Y205 B
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