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FREu

U

ZZ{FPPAR, FXR, LXREIFEFE
AERTATRRIE T EAFIEE =

BANAEY B, fMHREC, ZEAY, R
(TP EHRFHFR, #M 450046:
TTERAPHERESERTEHA T EBFRIE T HHFLH, M 450004)

E: M AR (nuclear receptors, NRs)ZRMEARKF YT H T, 2RAKRENLEL SRS HF AL,
5 %Mk mda KRR/, KIE. BEFEWMRX., T ANEERIEGIA A% E T R (peroxisome prolif-
erator-activated receptors, PPARs). ik /& &AT A X% M (farnesoid X receptor, FXR)F=/F AEX %k (liver
X receptor, LXR)ZNRsT%&E Zmk R, ARSI AERE G A& M2 B BE KM, IER7ER B AL, KR L
BARF B AT AR F AR KEETEAER, &R A IEBH I (nonalcoholic fatty liver disease,
NAFLD)#) 34 /7 ¥2. % . A 242K T PPARs, FXRALXRE M LG R Xt A= £ 4242 5 P 6948 A&
BENAFLD % /% P 69 B4z puh] . shiR Bk A Al AR B 09 #F it &, A ANAFLDAY & 77 4R 4 %7
B3,

KRR ARk AEIEAS AR AT AT RE RAKH

The regulation and target of nuclear receptors PPAR,
FXR and LXR in nonalcoholic fatty liver disease

SHAN Pengtao"’, GE Wenjing’, FU Junmin’, LI Bingjie'’, LIANG Ruifeng"**
(‘School of Pharmacy, Henan University of Chinese Medicine, Zhengzhou 450046, China; *Henan Integrative Medicine
Hospital/Institute of Chinese Materia Medica, Henan Academy of Chinese Medicine, Zhengzhou 450004, China)

Abstract: Nuclear receptors (NRs), as ligand-dependent transcription factors, are involved in the regulation
of many substances after ligand activation, and are closely related to many diseases such as metabolic diseases,
inflammation, and cancer. Peroxisome proliferator-activated receptors (PPARs), farnesoid X receptor (FXR)
and liver X receptor (LXR), as important members of the NRs family, play an important role in the regulation
of liver fat synthesis, cholesterol metabolism, fatty acid oxidation, inflammatory response and the expression
of fibrogenic factors. They have become therapeutic targets for nonalcoholic fatty liver disease (NAFLD). This
paper briefly reviews the molecular roles of PPARs, FXR and LXR in liver lipid metabolism and inflammatory
signals, as well as the regulatory mechanisms, exogenous ligands and interactions in NAFLD diseases, in order
to provide new ideas for the treatment of NAFLD.
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A G 14 5 05 HF (nonalcoholic  fatty liver
disease, NAFLD)& 8 B A i BRI A FoAth fF s )
BIOWREE 2990, . H S R Emm ) i —
B, FESIORE. 55 2800 R %
VIR, LRy 4Ry Bl P s e (R R ) et
A ERER R RN BBz~
NAFLD ] LA TG 48 S 1) B 4 i 917 38 1 D9 e ik 1% 1)
AR TPTHG 14 1 107 21 DL FR U g 10 A2 A A 280 A0 40
JiLAUBR A AR DN e AIE 1R AR RS A T 5 1R R (non-
alcoholic steatohepatitis, NASH), 2k & ik A
Yefh. FFREAGRIE, 4 Nk E R 7P,
¥ %A (nuclear receptors, NRs){F ADNAZE & # 5
Bk, AK. K& RAENCHSEZ A
AR R IE T o B N EXNAFLD)
AW E AL, NRsTENAFLD A& AL o ) 2 2 4E
BRI -

JIE 5 A A LA fi B8 R ) o R VR P A A
AR, HARES RN & S BCE R UIEE R, W
JERE BEPRJE . NAFLDMIZ) K AL S, 8
JEH N SR e . NRs R 17N W R4 R, FHorp
NRINEF R Z RS 570 1, FEGREENH
AR I E ALY B HE TE ) 0 3 A& (peroxisome
proliferator-activated receptors, PPARs). 7£JE3EAT
WX 52 R (farnesoid X receptor, FXR). FFHEX%Z
f&(liver X receptor, LXR){EANRIIE S & B A%y
E PR A4 B g AR R T R 7, 25 E RV
W T YR AT S NI T - U 1 R 977 2 23 A UL PR 45 7
ARG e e . #EE, HiEhFXRYA R
(bile acids, BAs)HUHE, {RikEFRMBRYLC, JHIE
HEXRAEHEE 5 IR A KT FR, PPARs. LXRJIE
JE 7 B8 1 o AR, HL =38 Z AR TE 25 V) I A
TEH KA, LFEYE REE T # . % TPPARs.
FXR. LXRYE - -l i b 2 e b A0 i o A5 2%
g LA EM, WAUAPPARs. FXR. LXRGZ
AAERRITI A, S T HEM AR, K
I A EN A OGTEIPPARs. FXR. LXR = FNRs
FRAN [F) 02 R o A e e, A2 S i B AR . 200E
I AEBEThRE, XTNAFLDIEEIEA . HAMEH
We A DA K AE g B AR B R B0 B AR 5 RFEAT Sk, DA
W st it 2%

1 PPARSTERFAEEIEFINAFLDEF
1EH

1.1 PPARSs#fiR

PPARs & 1 I [ R S AT AR W 0 i A% 2 1k
HHEE— 5, 7> NPPARa. PPARPB/SFIPPARy=Fi
WA, DAAS[R) i sl e 4% 2 PR I I 3Rk, 78
A SE LA S 40 I 38 B v 3% AR T
SR RAEA R H LA A g % 7 . PPARo T %
RIET e TR B9 F & B IEA B #g WL, Y
HE 7 R (1 3 ff AR . PPARB/SFRILENT 1z, TEMF
L BEREUL. O NE. WIE . B AN R R b Ak A
WNEE, SHLAKEMFEAE. e FNEHAE .
RAE R 5 R UK YA OGP . PPARYZEM7L3)
VIR AFE PR, PPARYLS V20 A TR, 1T
FES U4 b 33k, PPARy2 F2AE R4
glrpRak, il i o i A7 A0 R D 4 A 4
1.2 PPARs7E FF RSP IER

PPARSsH] =M R MR FEAA N B DI RE . A9
A AR BURNE AP AE — B Z R, (HIY A IE
Ji W RRAX 7 i R AR B ZAE . Herh PPAR oA HHIE
I I W BC AR 8005 e KRk, R A G B i 5 vl
YER], PPARP/SEPPARyZ i M LA, = EEAEAF
NAE . Kupfferdt B F1 AT AR 41 A (hepatic  stellate
cell, HSC)HFRIEP . =Ph b BY 1 45 4 A1 3% 35
BN P2 5, AHA RO A0 5 Y mT DL 5 40
W TR s AL . S5 S AR, e HEH I =R
R 5ER, HFRARRERFIER, PPARSTEIE
o 5 4E R IRXZ AR L R IKE U 5% € DNA
RBLTeARES G, T A 3 e 8 AR 2 AN R
(5%, fENAFLDIRYT Hh BAEIEIER

W5 LW, NAFLDE & JF T FPPARaS
PPARP/SIF) 223 F i 1 2 2 B AR o 33 79 ol IV 74 g
KAl LB B IE . g 0 R A H I = R AR
Az RS ER) 5 B P s3 IR LI e 3 T AR S B - e
(sterol regulatory element binding protein-lc,
SREBP-1o)f15ik, MIENEN & . PPARyE A/
TR E R, AT RAAY 3 D5 2E e PR G AL Tl e 2
ME AN A PR 36 Rk, 5 T 28 I 107 IR 4k
HCH [R] I 753 IR T R & G (fatty  acid synthase,
FAS)MI L BE i AR AL B 1 20, (A3 4 i A H ok
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=R RS, ik, PPARSsIETT R 2 i AR N
JIig I3 2 SE A S AR R A, S BUHIE I Bk
AR, MRARAS KM, hnod I R DT AR A .
PPARoth, i 55 LXRAF 538 1 1 52 S 5[] F2 410
HSREBP-1cf 335, i NAFLDIE A% /)N fl A AL o
MIRTRE AR . 4k, Sanderson5!"& I, /INER
JHFREH PPARa 'S PPARB/S T LA 5 B i 55 (1
(apolipoprotein, APO) Al/A2ff3RIE, EEHIE
iy, VR PRWTASME, PPARBISH I T A 2 3k
ity (1 22 1k el b, 5 B0 IR R g B 2K T v A
%5 FE i 25 M (high density lipoprotein, HDL)/K F-%
k. PPARYS5PPARa. PPARP/SE i T i i FX
RITM P REAHELP i, IX 2 G RPPARYy IS 71 B
R ) = EERIEH, HH0R LIS 4 4e b Be
CLATEIR Z NAFLDHF 7T H A af ™',
FERETT T, NG BT R AR AT LU S Kupffer
A0 MRS S5 R IR RE R, (R IENASHI K JE .
AhrensZ "R I, NASHEE FFAE T IR SE R T-a
(tumor necrosis factor alpha, TNF-o). H/ &
(interleukin, IL)-6. IL-1B%5 48 %E K T35 7T LS &
52 K7 LA PPARaRTPPARB/S I R IE , AT
SRR AL, MMENASHRIFFA 41k, Chen ™
R, AUEPEPPARNC 1A AT BE T Ao 4110 1) 2 A A A [A]
F-BRIERIE, WD FFIFHSCHIYEM, s R
gk = TRk} (methionine and choline deficient L-amino
acid diet, MCD)IR & /MR IIHFAELF4E4k . PPARB/S
FR U AT LA ) B S 0 R 3 RIA S I E
BRI, W0 I IR A A T AT BEL L
JIEARIT AR, it 2O A FF8 451 . PPARy AT LAIE
i g 32 B W A B M2V A S 4 ) A% Gt B g 4
MBS 19 5 D TNF-a. HAZ 40tk 55 (A -
I(monocyte chemotactic protein-1, MCP-1)f]R
R, FIRHEREHSCHEA, A2 2 AR £ 4k i (1 )i
FRRIL, R RAEFL4E4L, PPARYILC A
D IF B B R . Yo THIE S T AR R
MCDR & 155 3 11 25 4E A0 1 g 197 PR I 28 /N B
PPARYy A DU B b HSCHI B, 1755 40 i J 34 s
FET, WEEATLF 4tk . 541, HuangZ"HIEH,
J1ig 77 00 L IR 980 e 7 S 45 KT 7~ 3R ADP-A% #5845 ilg 1 4
& IG5 1k £ (high fat diet, HFD)i% SHINAFLD/)M R,
GNSPN 8 SISO 1L REATS e S e AR

SFPPARIMH, He3EHED 5 11 AT Hig 28 P A ¢
i, STNAFLDIEST BA IR R o
1.3 PPARsHME B ARS8 TFNAFLD

PPARSTE I HEAC U o i # B AR T . W9 3R
B, PPARsSNAFLD# VIAHIE, APPARSHE[FVEST
NAFLD#ZHE TR . 25— R4 PPAR 0l 3h
7 UK R 25 an v DURE . 5 JE DUSE AR AL DUAR
O Py o i AR R 56 v 97 AR B A, (H H AT S F
PPAR 577 203 N ENASHZH 40055 25 (1 BIF 78 M AN
3% GW501516. GW0742. MBX-8025%%
PPARP/S¥ 3 7 CAE S 56 % 4F B X T+ 1 i = &
NAFLD R ZEER, HLENKIG KRR i 24
PR Rt T Bt — BT 9T . PPARYISN 77 IgE M ot
WA RE S A RCBH L B E AR D AR R R SR, 20
NAFLDIGARIE R, A2 2 b RILAE 5% £ 41 1)
RESEES, IFrTRE SRR S mIE R,

G PPARSI BN I TE N 1l R B H A7 7E AR
ZJRR, {HEFSNAFLD A S50 B sh 751 i I &
1552 3|2 K¥F . Pemafibrate(K-877). DY 1212
I WITE R B IR PR R EPPAR o8 71,
R RoR T A UG PPARBS HCR, AefE
L b A2 3k i AR Y, T DARRAIG DU 2830 771 1)
EIVERU, Elafibranor(GFT505) /& — fh g
PPARa/BXUIANF, XF IR MG AR 14« 985 AN 24
A e E A" . PPARa/y AU B 77 Saroglitazar i
I AE B0 FE HEAE 96 T 2 bk s R A 4k A if A 5
W, SRR DURF AT RS ZIEA AR L, 229 5 A 3K
/b T NAFLDAINASH & 5 1 i 2s . T 4H
W Jik i o 2T 4k Ak AR BB M % E ). Lanifibranor
(IVA-337) /& —Fpa] DUSE [/ PPARs = 7 A (1) 48
7, A LASEEMCD /) B B i 7 A8 1 A A E
H Al EE AT 2 IR PRI R, & BB R AR
Bic A4 75 5 1 HF I PPA R s B 80 71 1 16 &5 B2 B
NAFLD#& M T —FpAa i 5t TR T 50 .

2 FXR7ZEAFRE4IEFINAFLDETT B {E R

2.1 FXRiEi%

FXRE —FAREI AL 324K, 19994 % N
BAs%Z k. FXRTES . FFAE. BlE. F LiRbE
£, AR A g E Rk KPR E, MU SR
s 5%, WIBETEES Rz, 0] BLR
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W A PR AS . MR R E [ A A5 L A A B T
RELL R M JORE . EAh, FXREEBME. ABMTAZ.
R o0 I R G RN R AR B 2 M TR,
A B e R ARSI BHA T 8. EAIMFXR
A4 NFXRoFIFXRBFFHOE R, AR 06 5h 4
[ BN FXR o IR AT 4 B F X R o 1-4) Y Fh A 7] 1 30
B, HEAAGUR Y, A] DU B s QA
FHEF MM F 2 E o EFHERE, AR
PEFFXRal/2 (5 £ S A, HAPFXRa2H NTHER,
LT/ AT 3 B FX RIS 75 B0 Ml 2 A
W FXRBRNFMEIER, FBEAAEYA
W YR O A R R BN T R A B D B S
BUELR BT B A AL, K SFXREE A G
MIAZ SRR B R A AR A, FE 48 S 5 S W IR 74 [
T, SYEFIRXZARTE ST R G 45 A B N
JEENFEXRWI N JCAE L, A% S A5 /E Y
2.2 FXRTZEFF KIS P RIER

FXRYEM -G F 8 Rk, vi@E e wy
BAsAR W FI AR 17 B pi 2 PR 36k 25 5 XA A5 i o~
i, R¥EFHZERFEEFIEE . NAFLDEH Mg+
BAs/K P55 M B AL FE AR DG, FXRIEE nf L%
BAsAEM G LR, #E A EBAsHIFHA R, &
AR A A 4E AL . PR Eh AR HEZE (bile  salt
export pump, BSEP)7E4ERFAA P IHFR 51l & 15
TAER, BSEPZRILF> n] {1 J1T 4 JH R Hhik 3] 1 8
AKSF, FEE IR AE T o 25 R R A
FXR{ENBSEP EE A 1, ReU8 IS BSEPT)
I JA B, YR IRV R BN s B Rk, U
A B RE B VIR R NS TR AR AR (small
heterodimer partner, SHP){ENFXRI)HHHEREA,
Al CAS FXRAH ELAE F 9 I s AR %, il i
AR [F) ZA- VAN H 40 A% DRl -4 o/t 3 0 I 2] P 7 a2
{L I (cholesterol 7a-hydroxylase, CYP7A1). HH]
BE 1222 LB 3Rk, AT HDHIRR VT B A . 7RG
i A . H i = EE A 5 T, FXR-SHPA T
55 I R AN G SRS R SREBP- I c 3R %, i
SRR AR E AL, vk NS TR E R A R
& B v = g o R RRE W R AR A, s R AR
P, FXR-SHPIE Al it 5PPARaMI A HAEH ,
75 5 AR T R B AU LU AH DG S (R f 3R 04 LA R A1 3k A
AT 4 20 M AR KR T2 VI A e, 3 I R D R AR

o, W RRIIE R, BhIERRBIAEHERT . H4h, FXR
BOE J5 AT LB R 2 APOC2/C3 I 23k, (kg &
T T T =R K, BRI R v =
FE/KFPY, FXREGEIEAE SR FATPE & & E A
(ATP-binding cassette transporter, ABC) G5/G8%
ik, VR - R 48 B AR E g T A L oy, T R
W BE o> iR a2 RO B AR, 4E RF IR R
Fas,

15 9 REFPLLF 44k 7 T, FXRA[ @ T FXR-
PPARYELFXR-SHP-TIMPi& 42 [H 1EHSCig L, Jek/b
HEWGAE R, PR LR A g i IR 7 I 7= 2R . 9T
R, R FXREEF /N AN B = 36
I T RNV SREA A 4EA INASHER BY
M FXR-SHPHUE X e 0% B 13 40 A K R 1 -pA%
S, MRS HSCIE AL, o3 AFE£4F 4e 4600, 1
MCDX & I FHWAY-362450347 /N, FXRIEETE
FEAS T RAEEEAMMCP-1/KFPY . B H T «B
(nuclear factor kappa-B, NF-«xB)s& 4&E J A4 iy
B A% OV FE ST R, FXRIEAL AT e XAl i
MHINF-xBiEAL, FRAGFHARAE 2 40 J 5+ @I TNF-
o TL-6%535 1, Bon M PL R APILr 4 Ak
2.3 FXRIMNE B TETTNAFLD

FXRYENBAsaZS . IR o A 215 AU 10 O i
AT, HOEh R AR AN O R O SRR T
NAFLD. [ BEFFXRILEN 71 B UUIHER A 2 N
NAFLDIAE BIRIT A, 16K B2 T 97 i
UM% . RegenerateSEH i 7x, XTNASH & # it
18 A B LR R VG I7 A IS , R IR 4R 44k
BB, EXINASHIH B LA T2 L, XA]
BE B R PR ) T Hm R A&,

Ik SR B FIGW4A064 FIWAY-362450ZFXR
() SR A 1A, AR IEMCDIR B 5 5 1)
NASHAR A /N 63 H e = B A0 [ B KT, Btk
Hb, WAY-362450i18 08035 | JFFIE SRE A4 44k, {2
T AE (1) JH RE 23 M A A= 0 R FH RS S5 AN IR 3= A5 R
BF MY, HETE S NAFLD #35 B FXR S 7
IEFERSZ G IR VAL, AP LIN4S27E2 3 1 PRI 56
7R A] DA RN AFLD 5835 16 B R0 A 07 5 &=
EDP-305. GS-9674 [F]FfiF B BE % (i {3 1T ik g T A
AP H7 . HORE DR D R LR 4E AL BE AR, Sk H )
NAFLD ek s 4E P37, — s g bR i kA &5 44
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FXR 255 W fexaramine-3 7] LA 15 5 718 B 2% K] B
MM KB F19M KL, B /DBRARE. %
I 2 DU et FHE T s A A 1B

FXR# 75 H Al G T B A 535 NAFLDEF
YEAL ] B IRAS B A I R RIOR , IR T LI AR e
SRR o AT ] AP HH FXR S 77 AN R 2R
1 Tl 00 ) 770) 1R K £ FH A I PR BT B 9 P 49 21 56
W, HABEITTSEN. Loomba s kI, B
RFXRIEF57GS-9674 5 JIi i A= i3 i) 7l firsocostat
HIIBEA N AT LU DN ASHH g I A8 14 . /i 28
JEAASERFEAR, BERICAYEWIERE, NAYt
RAITHEH RS .

3 LXR7ERFREAEIEFINAFLDGFr PRIER

3.1 LXR#E&

VENECAR A 15 5 7, LXRTE 15 8 Wi
P L ] T2 R 27 U DA R 3% 1) 98 RE T T R 4%
o AE A o LXR% NLXRaFILXRPH Fh 7Y,
LXRofEAFIE. FRMGAZ. B AR IR B4
iR KPRk B R, LXRBIS 2 RiE. AT
124(S). 25N AH [E S . 25 %83 AH [E B F122(R) 4
5 L[] e 5 ] e A A A B A 55 T T AR T S K
FEXCA P AR, R R =G o iz
ZAMEHL, SR A1 A [ EE s, AR
BT A 2 57 R ] P ot R o 7= A e B
3.2 LXRZERFR G P RIER

LXRIP 0 v DU 5 A L R ) R0k, 7EAT
Uk L ] e 24 R 4 A0 g s A O R R e 9
YER . MG F, LXRaw] L EiHCYP7417F
R R 1 222 A0 B R (R R0k, 2 R Y A [
() 53 ARARIAT, el JEL [ 7 i o R i . SR
N CYP7A1JE 31 BILXR J B o416 N8I IR
JEH AN GRS, H AT AR AN SRR R B R
W RS SLXREEEMRBIER R LXRIEA LT
FABCAI/GIFER Bk, R AE4H M A IH[E B B
Wik 20 f (M HDLATAPOR: 7%, 5 BUIH [E] B i &2
FEES ., SREBP-1c 2 H ith = s AR i R £ i ) 5%
BT, LXRELESFSREBP-1cH#KiE, 5l
J £ R FE RN QI FAS 2 T 4 i A P A0 T R S I 4t
FFA L MIAIEED (stearoyl-CoA desaturase 1, SCD1)
B, PR TR A RO E T RR R A S AR AS

LXR[FIFE 2 I 28 i 25 D] 3 34 1 8 24 747 [
T o LXREUE G RN AR, [R5 1)
Rt B MandEatk N 7. BB . SR SOE N
Tn—5 B Gl . HEEH2. MCP-1)&ik,
TR, B4 FLXR AT 0% ABCA 1 #1544
(G 5%, oR JRRE [ e s, Pk B R 1) 2 Ak
U INF-« BN 22 247 15 A0 B S S s g A 5
2 E S 51 LXRafIFRIE KT 5 B4
WA 5%, LXRaFEDR I Rk v] LA M2 2 [5 41
PR Ak, 3 e 7 I ] e AR A I T 98 A RE T £
et ghah, O’MahonyZ5™ R I, 5 IEH /NR
FHEG, LXREEPR SRR/ B A R i 2 Al a- LB R
Eefgl 3 m, LXRA]Geid s # s HSCif At it #2 H1Ras
FHREE Rab-18ME 545, HGEIFEA4E1L.
3.3 LXRIMNE M EL K& T NAFLD

NEREHLXRE A & 5 NAFLD™ HFEE 2
IEAR, HERAALSEERENESEH. LXRE
A BEAR R LA 1) 28 R 0 3 B0 K OR A B AL, (R
R a3k A R 0BT T A M 00 R R, MR LXR U AT
DAYk 4 i 10 28 1 AN 4k R R £ Ak, BUELXRAE
P TR A0 A Je v I AR AE il H AT e
[ PR A L X R #3071 23 i 9 LX R/ BRI 3] 5
GW3965f ¥ # M LXRal s 7 T0901317,
T09013 17 7] I 22 — Fl A 2 22 S e X 32 AR B3l
Flo EATTRE NS I 3k A B A R AR
HDL I % i [ 2 5z, M B 2 Rk s A i 44 1)
K&, AE T B 175 A M B A8 P R0 v H i = 1 i
iE, HrPT0901317HLGW39651% 5 () JIE i A8 4 5 7™
U R EI, FHALXREESIAEI A 9K
AU Lyp-1-GW3965-liposomes. D-napg-gffy-
T0901317-nanohydrogel AN 7] DA 5 24 4 488 1] 2
B8 % . 2 a0 A e = TR R 2R AR AR
17 1 Gl K AR A () B T N LXR RSN 7796 97 NAFLD A
Sk B A

A BLXRIE P AT Ik > NAFLD B A5 284 1 (1)
JFFE B R A B, /b R H i =R AR &R, IR SR
FFI67NASH. SRO238/2 41 %] B it HILXR
PO, AT LA R R AR R B R S5 AR
B, JFakE b B AH 23 b IE ] R s e, R R
#EHFDE S INAFLDE AN R AR A 1 . &
hE X A YA, AR 2 ATE T AT BE < 3 ITNAFLD i
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I B3 R A Bl Ik o R A AR 1) XU . 12 1] BATE
SR92383E Al EHFFT T LXRIEPLHIGSK2033 HI1E
., KIFASFISREBP-1c 3 ik 4% 0% i 40
H1, [F AT DAHIRISCD 12632, E 6 B RE 7 28 9
HARE TR E o . T BN & GSK2033 R L
BE MR, AT DS ) oA A% S2 A, IR I R ek
A AT SE R R IE, RWILXRA] fig 5 HAh 4% 2 Ak 7E
Me Wi AE i FE R AF A EAEH 2 &Y. B2,
LXRAECAATENAFLDYE ST H 1) 22 A 1 G 2 iE 75
5 I 5 1A

4 PPARs, FXR, LXRZENAFLDfgF i
FHEEEA

PPARs. FXR. LXRAE X} g ot U % 5%
i, R A SRR AR, BIREL . TR
R G W7 AR PR DL B 9 ORE FH 2R 4 A R R BE
NAFLD(KE1), H=F%ZAENAFLDZ 2% 55X
WHE S P AE A AR . SRR, fENAFLD/M
AR I A R FXR ] LA S PPARa) %
ik, AR R R i T ER SR AL, (HEXREE
IR Bl 2k /N BRAR N I PPAR o B X 1 I, $7RFXR Y
PPAR A REAF/EPN A HANE R, LXRIU AT PLid

[z o
i A Bl

RAE 5L

P >Rk a0 @ SREE N SEEAT i
El1 PPARs. FXR. LXRERFIEFHERXZ

Be A S i 2 BRI PPARa I mRNA KT, KiES
FXRH S IPERP . AL antt, PPARHE Al LA
FEARLXRE S HISREBP-1c)R 8 ¥k, [FIFFLXR
Al A HAE B ASPPAR IS 515 5P, FXR
L5 PPARsHI EAEF A, FXREENmli %/ B PPARy#
IO I 07 40 B T A FX R A BT BAAE A PPARy I
UL, @IS BhPPAR Yy B INSCD# Ik, fRfH
Jig 7 L2 g I AR R, B9 T FXRE 5 g 17 A B AR
FAAP A7 i

FXRELXRFEFEAFEFEAER XK, Dong
SR TG REE R AL, IESKEIE K2 AB
Joe T A PRI 2 TFXR S LXRZ [A] I AH B
TERT, ABAE NI 7 51 A (9 F EAE & 240 75
BB 9T . FEXNAFLD 3 I8 W7 A T 5%
HORIIL, B R ORI, FXR&E HKF
5LXR. SREBP-1c3:RRIBEZMAKR, FERFXR
B ] fE @ T MHILXR . SREBP-1c i AR & Bl
SR FIA 3 ek > B IR B AE . R
PPARS. FXR. LXRAHHAEH KR ZHEEIRIISEL
56 rR BT R, (HXT TNAFLDRIGIT A 25497
REAFREE X

5 #itERE

NRI1HE i A PPARs. FXRHALXREE R %],
FE - - N6 7 R B B P TR Py B A B, AR
F IR =A% 52 A2 0t JH I R Joi A A RREAS 5. IR
Joi VR A R VR L, AR SR CAR AR ALt JR (3R 1),
DA S AENAFLD g Joa AR o (9 A0 BLAE 247 7 MK
w, DANIR NI R I% 52 KPPARs. FXR. LXRYE
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