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Abstract

Nonalcoholic fatty liver disease (NAFLD) involves a complex pathological process encompassing
lipid metabolism disruption, inflammatory responses, fibrosis, and hepatic vascular dysfunction.
The dysregulation of circadian rhythms also plays a significant role in NAFLD development. Pe-
roxisome proliferator-activated receptors (PPARs), pivotal members of the nuclear receptor su-
perfamily, including PPARa, PPARB/§, and PPARY, play critical roles in multiple physiological as-
pects such as lipid metabolism, inflammation, hepatic stellate cell activation, maintenance of
normal vascular function, and circadian rhythms. PPARs are involved in regulating various as-
pects of the pathogenesis of NAFLD. This paper aims to explore the potential of PPARs as thera-
peutic targets for NAFLD from multiple perspectives.
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1. 51§

AEIPRE 11 15 97 JHE3 (NAFLD) A — M 7E 4= BRI Bl A PR S i 18 1 i, 48 iy A Ay — T o
KAFETPAEBL. RSBk PAALNS, 26 32.4%K N H5%2 %] NAFLD [Is2mi[l], X —H5id
TEARWIEET .

NAFLD (158 33 EEHE T 500 I 2 2R 0000 B A Re AR R VP A, RIZE 3G Tk 5 P A 10 N0 LAt A8 2 JH s A
RSO, AR R DR, SEURERE T & I &) 5% A b BEE ot Re, Hmil &
REZFE, MRS 5 P R 2 JEVE RS PR RE 5 1 T 28 (NASH) [2],  $5e 28 nT Re AR A PR A0 B 32 e S5
NP R, AR RRE S R G A 1 BRI 7 4E . NAFLD L8R8 72 — AN B R4 N A A
BT, e BARH R . RS RARP. RIER N BE R XL SR R THE—L[2] [3] [4], FLFAHES)
7 NAFLD [k fE. fEX—SARM, HASEENRACHAIR S AP, fuR. T EE 2 FiEH
(R B A A il A 185 B ) 80 5% 445 (peroxisome  proliferator-activated receptors, PPARS)ZKERAN T %% eiE:
fh£E 1L[5] [6].

PPARSs J& T FCAA s 54 5 K 7 A 52 R K, s — N EAY, B PPARa. PPARS/S. PPARy. PPAR
SR RAL KRS, ARG, FEmR s S A S Q] A LR R T A S R Rk . FERT
—FHLHI R, BOE I PPARs S5HLEER X 221K (retinoid X receptor, RXR)F %4k, @it 44 F) PPARSs i
TG (PPRES) K SE I #2 B [H] (1) 3295 - PPRES A& —F#5k ) DNA 741, fA1ET HAREEF )5 37 X35,
HAEGWOE 1R, WMIRSINR AN HA AT . AEEA e SE 2 A DhRe. BR T IE
) i T HE R Rk Ah, PPARSs & 7] DL HAR R Sk R FAH EAEF, WiiSaX seft s 5 AR AL R ) 255, A
Tk E AT R e i 1 5 F RIS IR 2K [ 7] AN RN ZL f) PPARS 78 414353 A7 AN 3[R 42 7 THI AR A7 22 57
b2 A B T A VRFEAS [F (R AR BT RE[8] [9]-
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PPARa TEFFE (CREAIE BN S Rk . BAEAFIE P R 3E R 2 IhRE, S 5 &AN 71,
BAFRTERFA)FIE. 454 BIURE M. Bhah, PPARe I A FH 38 5 56 A4 63 1038 B s B RIAE
TR AR EORES ™ = AR WA R I 72, A B 4 (R 3 L DUHRAS [7] [10]. WFFER . >4 PPARa 2 A 4
BRI, AN RS FA S S N[11], XKW FA RSS2 2506 thAl, PPARa & AT
Y i A K IR 21 (FGF21) 25 B R AR U 3 IR () 77 A AR [ 7], FGF21 & — R, e HE RAR AN Bt &
PR TR, A B TR NR TR R A, SRS AR E[12].

PPARy ARG RIE, RGN0 4 HohRe i LB g . B 8E — R 5K,
FHE 50 1 7 200 P AT R 200 B 20 e A A PO P A B, LR T A 5 A RN T i e B A g i 4L 28 AN ik
PPARy IR0 2 (21 N5 07 40 i P9 I BT AR A7 40l i 0y 4 e b AR DT 1 2 i R . X — AR R B S8
A 17 e T 28 WA DR S L RR RIS 4 L Xof Bt 5 2R P v, I s 4 B T A B AR M
WEENE, BRIHSELAE FA, PR RN FA AR HABEL, FrRl TR L, s
“Pem el ” MERI[7] [13], BB TORY X Le2H 2350520 FERR DT RR A 2 5, AT ek AR Ja iR i 2 PR EUAE %
(AR il

PPARBIS WIHE AR Z AN T2 K8, KA aFEHIE. Ol B E i, el e,
EHRFRIEH S50 N5 NIEH . PPARSIS &R, 'B45 RXR 3Rk, JEA PPARB/S-RXR
(Retinoid X Receptor) &4, 454 % PPERs, [RIIN4H5E PPARy-FLHIE K 1--1a (PGC-1a) 1 1 PPARSIS 1E
FeDR b RE e, Y B S ULAR AR AR I ), AR TR A e Ay S ARSI o 28U [14] 0 XML
AN AT 7B B L RE 0% 5 b R RE S VR0, T ELIE T REXT BT iE 5 NAFLD AH G ILE i i 436 A 5E Fl
LRI AN RE P2 A AR B o B T B IR BRI A1, PPARBIS % i & M A QI P2 AE AU s PPARSIS H
20T DA 0E ] BNAE S TETE IR R G AR, B FBU[7]. 25 L RWkE PPARS 1] B /E R A4l
G2 VR T R A S NS A R A I A €, ATRBE RTA YT NAFLD $&4E T — AN A1 i 5 5 BB 7807 1 .
BRI A 3k B FE 418 PPARS £ NAFLD Hi fEAE )70 AL, I AN ZASETIL A S 45 PPARs 7E NAFLD
YT TT

2. FEITEH PPARs ZERF AR AHZE 14 P BY/ER

PPARa ;&4 G e A E MR, EHNEF R ES 5B AR AR R EAE. 4
MUK T YU ECE 2 BRI, WK IR DT 7 s n, B TG A = AR R, A S I o % 25 1)
PPARa #iii%, iEit45 A& PPARa MR G4 (PPRES), 1Y 1 ik S 4k W 14 R 28 s 44 o i i R S8 1k
(FAO)HH I JE IR ) 221K o 1 6 ik [R) i A 22 5 15 7 T LA AT g, 491 s 7 T A g A A AL B (FAO 1) [7] [10],
AN IR g D R A8 Ak, B e 4t P R /K IR AR % . IR H, &% HMGCS (3-F4-3- Fi 4
I B EE A A ) FRIA N, RAESRITER B B AR BRI A AL IR 7R (CoA) [15]. A dn
I, PPARa Bl AARE AMCE A, WHEBEENT RAOMBRESNERL, XBEARY
JI TR Y o R T3 4 M P A T S 5 F8 AR 4 i 25 1 I o A8 [ 16] o DR S AE B A 8% AN 2 8] P ~F- 1 43
B, DU A FE A B IR K. BEBKZE, Z2aE, PPARe b2 19 0 H Wi AH G5 F 1
e, FEURMTAWE[L17] [18], 3 & (2 1 FF G BT 2 f AR 1) X — i@ 42« b 4h, PPARa R0 INiE FGF21
BEDR e S FIRI B, AR R FGF21 B, (kg 107 I8 23 A 4 bl g 107 AN Sk & 1, A B Tl JEF Ok A M A
PE K& RE[12].

5 PPARa ANFIIZ&, PPARy FBAEGERAS TIHER, I (2t IR 40 it A7 e B« 5 S HE Wi R 11
eI 0 i 5 2% (0 BUBCE SRR IR i R HEAR . PPARy VE N — Mg i £ i 7, &Il 35 g i iR 45
G HE 4 (FABP4). CD36 FIt il =MaEF(LPL)SE — R 415 M 7 A2 Bofn g 107 BR G BUAH O R BE 1AL, (2 gk g s

DOI: 10.12677/acm.2024.1441345 2676 I IR 2= =23t e


https://doi.org/10.12677/acm.2024.1441345

B, RE

YHM 0 KB R, IR T AEAE G DT 4B, AT s SR N B %) T i B [ 7], ANtk PPARy
I Z R 4 B B R PR . — 7T, B A R B R B B iR AR, B
B AIRBIICR,  [RIFESE 0TI P9 i & BE AT 2R [6], (40 3 e b 3R M5 S S IR VES B2 1 — T
1, B PARIDCER SN 7 IR 1Ak g0, 00 JHH A i P9 1R V5 1 £ B AMPK (AMP-activated protein
kinase), i ik JF 4 Py 1747 267 A B EDORI AR B R SR [19], AT o Jok & 3 i st . T {8, PPARYy
FIE RS S FGF21 (=4, JH@it | PPARy 5 SUMO 1L (&1t 3 iE #2(SUMOYylation), 1
AR N AR 2 1 3RIE, e LB T PPARy X i & 2 I8 B/ FH[20].  LAMES
WHALRM, SCRERIEIR (BCAA)V AL R AR AN IR & =45 515 S h I EZ M A, 1l PPARy dKidid i
T BCAA /K238 ik & 2 AT [21] -

YEN PPAR 2R KR — 1431, PPARBIS [EIFELENR BTG I F2 rh #2528 R R AR A, a4
il i 17 240 B A RV 3 I 77 401 ke 528 AL R I 1 3 P o T TR 438, Y PPAR IS i B PRI 771 L-165041
YEFF 315 PPARy [¥) 3T3-L1 RUMRMRATANNG, W] DL 32 (e S, (H 50 PRI Se g B v itk — 25 oy
N BRI ANRE[6] [13] [22], /D AR HERN, IX— ATE4RR 51 PPARRIS e DR /N BRI HH Ty 1k
R ik — IR E[23], RIS PPAR BIS 15 RE D7 7 A IR VML 154G F5 B B, {5 PPAR Bl6 & 1
25 H G WK A BB RONIRTT IERERIEN 25 . Ik Ah, PPARMIS %2 5 s kst lig Wi b i i fil % 28 19 -1
(UCPL), {RAH g7 3 it r= e REARIR s IS 538N, (A R SURETIE i 7 R E AL B (FAO) [ 3£
ik, RRHEREWIR AL, WELZRTARINIARNE[7]. TE— TN 7S 4 238 1/ LRSS R B, GWS01516, —
Flt PPARBIS W7 UE B AT DL 2 PRI IR AR I 2 B [6] [24]5 tbAh, &M PPARBIS 157 seladelpar
(MBX-8025) 4t & B m] LAid I 15 Wk A Z 160 FAO HLIIR /0 B8 PR IEFRE /IS BRI IR B A2 14 [25], 7 B e g
i NASH.

3. PPARs 5 TR ¢ AE R R

NAFLD 7 ¥ B R R ARAS, HxX P 58 AR A 1E 00 133 e i 2 o R # OCs t rE FH o FLARRAIE
FE AL T A0 A ) 2 I AN [26] . 32 TNF-a IL-1. 1L-6 25 58 B -1~ #R xRl A A 250 A0 g 1
FHWL. PPARs B 7 IRACH . S8 B B U LLAL, 162 5 A 4 B J0E [ME[6]

PPARq = Bl ik s A 1 St OB SR R (3R IE . I JORE RS S IR Fis M R FE DU RAEH . 2k
I B L R gD — R A 9 RER T AR 5, PPARa g U 4% IL-1p Bl C RN E A EERFIE, HRL
FRAR 2 C ISR LR K [27]. NF-kB AEN— AN EE W RAEF SRR T, RISV 2 00 B RE A
21k [28]: 1fi PPARa fitt5 NF-kB WLHALLS G, safVhdh G 3 S BUE LA, FHIE NF-xB J5 3B
sk, kD> 2ORERE R RIL[27] [29]. BHFERI, B4 PPARa DBD J8 K AR ) /)N B (R H 3 s
PR Ay e A e T T A FE A R R R Rk, IR /N BRI 98RE ) B2 [30]. 52 AN (2, B T4 i
5 52 PPAR BRI )78 BRCKs 26 B HE TR A RE NI [31]. 1E4h, PPARe ifiEt i E L A B RIE,
BB AR I U P 1) 28 B2 K ST [32] [33]

PPARy fEDL R FE P R HEE B EAEH, B MBIE (L (E B mR4r M sA n) M2 B4 (Hi 4 1) IRAS A0 [34] [35]
[36]. M2 B E MR = 2 5HLBEMPLR N, 30 RAEK 1R K[37]. th4h, 5 PPARa A il
[F] T2 Ab )2, PPARy [EIFERERFR 28 5 e K R 7 (U 45 AP-1. STATL Fl NF-«xB) 3G, Ml g4k i1
B bR SR IL, LR SONE I N [38] [39] .

PPARS/S 1E 44 HAE FIII S AR X /b, (B B R BB 7E M2 2 G 440 PR 3 A R R o A 25 b R AR F [40]
BONF Kupffer 4 (FFAE A 43K 4 ) (S A R 2R S E R, BRIRZOEAN S F (W1 TNFa, 1L-18
Al CCL2) MRk [41].
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4. PPARs ZERF 2 R4ABE(Hepatic Stellate Cells, HSCs)#5E  EI{ER

AN[F] PPAR SEAUAE HSC i AR 2302 FE 1, HOGH 27 2 Ak JERE R 5 i 4775 26 BANIAR AR A
HAGE R IRF BL (TGF-AL)(E 5 i SR 1E T AR 4 Ak A2 3R 0 JIF B R AN M (HSC) BB M B LR 35, — Tt
F#W], PPARa T HET-Fil TGFAL 15 545 55 /2, ] HSC % [42] [43]. PPARy fE A\ 2% HSC ik
KPS HIE RS TG G # 5 DA 2 [44]. AEFDIRAE R, PPARy A Bh T 4EHF HSC RIS ILIRES, i)
AN RGN Ak, PPARy MRSl 2= AR ML/ RAT AR AR K K+ (PDGF) 15 5 1 HSC [M8%E, JIF
0] a3 ILILEN 2 1 (a-SMA) 1214 [45] [46]. PPARSIS £E HSC M B i it fa (oA By Rk vk, 3
X HSC e I vl B2 AU, X BT BTt 2 3 sh 77 [47] [48] [49] -

5. PPARs 58 Y&

BT AR, AR AR R T S IEYER I, AR B O B B R IR K
I 2B ] JHF B AR A AR 8 s S A S BRE FH[50] o PRI AR 4k 1) 2560 VT g 3 UM 2R
W, @ik NAFLD. PPARs SAEW)BZ [A1G XA . BT LS, X2 R RIEZ B
VBt e AT AT LS R A% OB b I DRURT RS B ML), %o AR B R S A P A R o R XL £
FHEAE MR T — N2 2R MBI N2, $8oR T AV E S PPARs 72 IEAC A 75 0 NAFLD & J
MEERR.

Al — PR A P BRI [R] R Ge, IS AR AR AE 24 /NF P IR R PR AR SR AN T AR A o X PR
[ R GE LA 24 /NI R PR IR S, BA A EE AT A o AR e 3 B R o s b 3 DR AN 2R 1 R 4. CLOCK
(Circadian Locomotor Output Cycles Kaput)fl BMAL1 (Brain and Muscle ARNT-like 1)=& /MZ LR, B
AR R T 43— B TE [ YR R o e AT T e — SR AR AR 4 I A% v 455 B IR S 3 7 [ RF 2 DNA 455 )7
Hl, N E-box (5'-CACGTG-3"), MIIE3N | FIEHEF R 5. X R iR 45 F B(PERL. PER2 FlI
PER3) ML 2 (CRYL fil CRY2), IXULIERE /T8 B S A 173475, PER Ml CRY 7E40M i h LA,
B A B R AR TG . TEANMT R, e A2 B B FEF(CK ey CK19)M! F-box/LRR EEHEH
(FBXLI)Z5 Myt —L 145 . CKle £ CK10 i@ iR 1L PER (2 E H %M, 1 FBXL3 NI{E1E CRY HIFEf#
XSS R R R 43 PER R CRY /KPR, IEHTsAD A TsIER . (22, iR CKle fE5
CRY #5& Jatlit PER, &« 3E PER A CRY E&WT# 24z, JH4lif| CLOCK: BMALL 7 —
RARMThAE. PER A CRY i #i H B & F¥UE F 7 (CLOCK: BMALL = R AR) M| B & HE [ 4%
S, TERC B RTE IR o IXRE I A7 PR S 7E SRR AR A B I 5 T OSRE ] . — B PER 1 CRY
(RIS FRAR R — S FERE, BB b B T 46, CLOCK:BMALL 345 & BB TF Y E-box 454 07 5
b, BEHF-ABRTEEANG. A, 7F E-box i A UIAETE ROR [N JGIF(RORE), %% Ror
A1 Rev-Erb (FL3ER 321k B 5 NR1D1 (M ALY 4%, Rora F1 Rory fE2if 3K 1A, 1M Rev-Erba
Rev-Erbp ML R ) ZRIE, R T AEDB0 S AN ISR o IX P RS2 A4 (R AH AR FAIRT E-box oA (11
TEARHE AN A R AR, AP aEE RO B A LR Bmall S [3]. X PR 1S
AP N BT B RGERRAETE 24 /INET (9 JE I DY R FRFRE FO TR, AR BERIAT i R B AL A 1 BN U 4%
[51].

PPARSs SZ &K Th e R IUVE R, JLERIA A O e B R R Bh i i B R 4% . )2, PPARS [13%
PEAR AT RERCMAAZ OB BRI R A . XA R ZI0ZC HARH, 8115 PPARs 1E oy T deas, K i L KR
R AR TR . TR AN RS0 H R AL AT A2 AR X LA NAFLD KA K I Bk R 2 [52]

PPARGa TE 5 B A A AR T AR #  FE B AE F « PPARa HIFRIA 2 BT REIA, TE2 2%
B RIUE A EiEid S Bmall FEH W E A AR R LR, S 545 Bmall JEHE A
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WA BN[53]. — TSR, Ppara J& R /N S s HFFIE AR Bmall F1 Per3 AR RIS KA
MR [54]. TSR BRI, BMALL Kot R m[ 1A Ppara i Lii# 55 K+ [54], CLOCK-BMALL &
R IS Ppara, T RIIRTE PPARG [IFIA RIS HE[55]. th4b, BHEREL PER2 5 PPARa AH
AR A AR T, ERNE LSS PPARa ¥EIEN G 30 T[56], f#15 PPARa &
DR A . BONTTW IR, MRS FIRESZ 2 AP A, M, 13%0 i T AR Y
VIR DR HARAG[57], BRIt AP 1 A A A AN S Ui G S IR R B R AR BRFL IR, X AR ik
Clock Fi1 Bmall 3317 K R b 7T A8 S 80 BB NAFLD %R [58] [59]. Ak, A4l 4 d
Npas2. Bmall. Perl-3 il Cry1-2 Z5&7E A (I Bk R T R 9% 3l X Rl sh i 5 PPARa %
VIFH[60]. PPARa #1245 HACH! . AH [ B AU AN B AR A B DR o 7 MR o A U5 R L 2] 25 ok
H, PPARo I8 AR — AN IE AT 7, e e e 7 BRI A AR, LR IR B G g A% 1)
Fas (IR iR & Bf) Al HMG-CoA I& Ji B 4353l 25 45 AR D R & BROFMIEL[E B4 1, BT BT IRR IR S
PPARa M3 IR IC . 24 PPARa DA B m RN, Zh4 I T 107 1R R0 AL [ B Jsd P B A8 4
W BR[53]

5T PPARa X B T HEAN M AR MR EAE A, R PPARa BN 751K U8 15 B 15 43 LI 42 i AR
i, Blive NAFLD & —/MEMSR BFE YT 5 . A W3R, —L PPARq 2N 55 A% 18 1 15 BMALL.
PER 1 REV-ERBo S84 W 8 A G B R 1) 26k, eSO AW el R e i e ik, 30 i s il i Joa A ) iR 1 e 3K
FhsZma s K 22 FeH 2L, ELFE I AR AR I 20 21 (53]

M, PPARAIS TEAR AR RIS B A B . WFFTUESE, PPARBIS 11 HFIE P AT & pe s
I B TR RIE, 5IRRARHZ UIFEC[61]. HA#RIIE, PPARSIS &2 mir-122 (4L £i[62]. miR-122
SE IR B 1) miRNA 22—, TR P IR B 80 A R 23 K e 75 T A 454 DS B FH [62] -
R, XM IX PP miR-122 Xf T PPARSIS HIRZ N 23 520 4H i Py JIEL [ REAN i S5t & . BE R BB,
mir-122 #5%5 REV-ERBa i1 f15[62], 1M PPARS/O A5 2 5B Fi T . PPARSIS 7E NAK )
FEBYUH BRI, WEE IR, 50 Fi B R Bmall 1RIEREAAH—E[63]. ALk,
PPARSIS IBAE KM AZ X _EA%(SCN) & ik . SCN JEI L i b s B R i 2, el i
TIRA IR AN EBAE 5 R, WA AN ER AR Bl . PPARBIS T8I 52 M 5 S R R TN
YIRS S S HE R [64] . IX LR ISR T I PPARBIS BAaEh7ISk 15 B Tt LU IR A, 7T RS
M IR TT SR .

52 AL, PPARy 5ER AT AR B FIFE AT 4. & 500 B B RAAAE XA A —
J7lfl, PPARy -5 Bmall [65]F1 Rev-erba [66]/1%ik; 1M H5 PPARy AHHAEH ) PGC-1a 1E/)N B HEAN
WL R s, AR Bmall F1 Rev-erba 34 5%[67]. 24 PGC-la #ri&)5, /N
DL AR AR AR 0 R, X 5 AR R B e R R 1) S5 SR8 R B A DG [67] o A L -, e 56 K] [R] A% il i
PPARy #UBLIR[)RIE . (13 Ppary fE/NRARHG ML AT B B R TR IAB, o2 sk
W, PR CERIATE s A, HAE A RN A SR N AR A BE R I 20 fir . DRLIGY Ppary SRR S5, HLALA
I} b Ji DRI AE IR 5 2L ORI T U v 2 B0 Y e 1k 32 453 [65] [68] [69] X Atk () ZX LS 25 & g R Welfie . i
JREGIE . JE Wit A7 RO H I = B8 K P 5% . PPARy MY S 5IFT AW Fae vk, I AE R —FiRE W7 A2 e
T AR R DT A PR o A AT, ST i T TR P R I J7 TR 12 i £ 11 B IR 1R R 95 [66] ARk g ot 1) ik
MEAE, KL AR AR ATl 22 OC H 2

5% g A R U8 1 R B KA A e o Ao B e B o 0 e 1190 3 0 o 4 R 33 R il (PR A1)
JUE 17 7 g PO ) ) ks DRI SR 08 = AR Y 2/ FH o A ST 0IE S, IR I 4 R S P 1) Bmal 1 : R o 22 5 880 BROIE A
V5T ER BT R ARl 55 (B 3 R 032t ), 328 v 5 e ALY B o 22 A VR g 7 TG P R A R 1 4 40 ol
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AR SR, JERFREREIR, RN, ERIEAKEIT M PPARy ¥5%, T SLCIAS, {13540
JE A AR R AT I R R /KT PR AIROX P 2 2 Bmal L (K3 (& s (5 1) [68], 20 S BT Bmall [z
MBS R 2L, BRNZEY B - BRI R ELABIEIE I . XL R I R IR PPARy £E M4
Yoot AR A BT . IR AU AR SR B 1067 SRS T 81— B B 77 17

6. PPARs S5 N EThHEFER

JH AL A ) RE R RS 2 NAFLD i3 e i FE v AN aT sk i) — 305 o IEH AR, TS24 2 41 i (LSECs) 5
HSCs %% fHi%, LSECs Bl A (NO)SEY IMLE F 1, Jy HSCs FIridk i, A3 L8 &7 5K . SR110,
40T NAFLD J[A], LSECs & H NO [fRE /MK, iz HSCs X} NO BURPERFAR, X FEBUF UL D)
RERIA[70] [71] [RIE, RS0 SORERIB N RE, SN RESS M S8, B3 N R 408, n s Akt
EIURERAG[71]. PPARs 25 17 AR SO E DhRE, 3883 22 Pl St s el ifiL 0 Ve AT LB 5

PPARS 7£ IM/E ik 15 R ¥EE R BEH . =3 PPAR IR A B T3 71 eNOS(N B¢ 2 — 4k B &)
HIZIEANENE, B — S EU(NOY I AL ORI, (R Bk S &7 5K [72] 4, PPARy fEIMLE N K4 i
ik, BUE PPARy AR T A K 3-1 (ET-1)M0/ =4 [73], IX & — Rl i g Wi 7,  Jomb T ge
By ek i 7k . SCORUE, P4 PPARy (s bk T 5 20 m RE W A & I/ Th e B i (38 n [ 74] -
AMR AN, PPARs &2 5875 M A B 2 BAT TR an i N i A K K (VEGF) A il A 441 i
A KR T (DFGF) %5 22 B i 5 A A S [ I3 TE o IXSE IR 72 I3 AR B R i S B A €, (edt 9 2 4
RGN M R T . AERIHE, I P9 B 0 B B B D) et 52 21 PPARS YT o B AT 52 1 48 it [] i 42 A e
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