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PPARy EBE B R EMEFRPIMARIER

B, B B, MEZX, KX&
(B B 22 R 5 S A B A 2 B 25 P 7T BT, dE 52 100050)

W 05 RSN (autoimmune diseases, AID) #2 [T H & %)% KRG Bt B S AU L MPR - TTFRY,
B 5 G LM 52 (0 2R 4885 D A 0 98 A e I T B 2 ATD R AR FRIAZ O A o et S8 A0 0 il A 14 B 470 W05 24 y (peroxisome
proliferator-activated receptor y, PPARy) J& T~ 1% I 38 52 448 XK e, J2 e A4 0 7 5 R 1. PPARy 5 4 HH i X 52 f&
(retinoid X receptor, RXR) 4 & T8 LR E — 5844, 4 PPAR MR MU 5, 1% 2 & il il 5 AL TR~ 55 R R 45 AL s i) e i
3 AR IS 5 S S TT AT (PPAR response element, PPRE) 25 &, #ET A FE 42 2 K R L 1UE . PPARy B
LA EY R DIRe, TR TR RR A 3 ) SO R TORE IR A L SO S K SRR R A A kR R T G R R v AR
HEAEH . EJUFEHHERY, PPARy 25 250 AID B9 R IR AL, FL AT 58 B8 A 15 50 0 20 0 B 5005 R AR AL, 42 4 5%
RAnLhfe, A5 T 40 BOHG T AN 2040 LR 5 DG RE B4 LR D BE < A STl PPARy U ZE W15 D 5 5 e g4
WENFIRS AID (-3 F BARSCHLIEAT S 45, B 1 N AH S0 IR AL BF 78 A7 76 SR B2 R 48

R BRIR): 1 A W A T T O S Ay BN, S SR S T T AN A
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Research progress of the role of PPARy in autoimmune diseases
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Abstract: Autoimmune diseases (AID) are characterized by autoimmune disorder, as autologous tissue is
attacked by the autoimmune system. It is reported that the imbalance of autoimmune tolerance and ingrained
inflammatory response are the core events of AID undoubtedly. Peroxisome proliferator-activated receptor y (PPARY)
which belongs to the nuclear hormone receptor superfamily is a ligand activated transcription factor. PPARy
combines with retinoid X receptor (RXR) to form heterodimer. When PPARy is activated, the complex regulates
gene expression by binding to a specific peroxisome proliferator response element (PPRE). In addition, PPARy
has diversified biological functions, playing important roles in regulating metabolism, controling inflammation,
modulating glucose and lipid metabolism, ameliorating atherosclerosis, anti-tumor, and regulating immune response.
However, recently researches indicate that PPARy participates in the pathogenesis of AID. PPARy plays key roles in
regulating activation and polarization of macrophages, function of dendritic cells, proliferation and differentiation
of T cells, and modulation of the function of related stromal cells. This article summarizes the biological functions
and signal transduction pathways of PPARy and the protective effects of agonists of PPARy on AID, aiming to
provide theoretical support for the research of mechanism and prevention and treatment of AID.
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H & %455 (autoimmune diseases, AID) &
T B S %% KRG, H 5 H 7 LR, 23RO
BRLI3%~5%. HImEALH] AN, 2SR R
(A3 77 VIR B VR Gy Kt 4% 56 )M, H L
) E B G % 1t 9 A 8 XA M G TT 8 (theumatoid
arthritis, RA) % JE %9 (inflammatory bowel disease,
IBD). 5 4t P 2L B AR I (systemic lupus erythematosus,
SLE). % & 4 1 4k (multiple sclerosis, MS) . & 4t %
fif 4k, (systemic sclerosis, SSc)~ T #i# £5 & {iF (sjogren's
syndrome, SS) 1 [ £ G132 V£ HUR %% (autoimmune
thyroid disease, AITD) 55, #4ikiE, H & % 52 1)K
11 J2 A& 0 98 0 S BTGB A AID R AE RIRZ D FAF . A
A4 oy g A4 38 5 W) BT 52 AR (peroxisome proliferator-
activated receptors, PPAR) 25 Z il I fu & R G T
FR A B (ER A 200 PR/ 0k 4 A 5 24 o R bk S 48 ) 1)
BRI D RE Y 1T o DRI, DAE 9 BE S0 R AID BRI
M B HER R R L.
1 PPARy &M SEHZFTNEE
1.1 PPARyRIZEH) PPAR B T 1% I & 1K R ik,
S RCARBOE e S K 1o FLARAE 3 F el AN [7) 110 25 K] G L
f3F. 7, Bl PPARaPPARS/S Fll PPARy. PPAR 5 4
2 X 52 /& (retinoid X receptor, RXR) 24 & 2 i 7 —
BAR. M PPARBBUE G, % E G kdEd 546 T 4
DR U 28 AL R RE E 1 O R A A i A 3 BE ) RO T
- (PPAR response element, PPRE) &% &, i1 & £ 1
PEEPIRIL B, A L3R 3 Fl PPAR 7 A A5 45
4 b v BE AR ARL, AB R AT A A S o3 A B S A A 2
M2 5. HHET, PPARy W2 5 52 %% % Ki¥ . PPARy fu
T OMNANE T, IR A [F] S B R0 A 1 B 4
. % Fl' PPARG B9 #2 4% /& . PPARGI1. PPARG3
PPARG4 %t PPARy1 W &Y, = 2R GK TR 4u i .
g2 TN Yl =R B AN I U O N
PPARG2 %t 5 PPARy2 V.Y, = 232 3K T JIg s 41 i . 155
Jbe b Rz &1 A T bR ES 4H D . PPAR@2A45 U7 Py Y5 % ik
TR A2, T 4081 5 PR R 2 48 B = BB 1A 45
A X, HERIA/KP5 E L RE P BN 2 BB PR R A
JRETREC R LM . HALHI AT #E )y PPARg245 H AR Bk
Z Bk 45 & X, (H AT OR B 45 & RXRa B 68 71, 5200
PPARy ¥ 3 W0, 520 5 ARG ¢ B BE R 1) 2k, #
JRE 73 TR A2 4 L A g S s T 7 4 B

PPARy 1 6 A [A] ) 82 1 45 A3 AL R, e AU 4
A/B 25 K38 (3% S U0 30 L C 45 14 380 [DNA 45 & 35
(DNA binding domain, DBD)].D 45 #445 (855 [X) 1 E/
F &5 f 4, [Ticfk 45 4 4% (ligand binding domain, LBD)].
b, A/B G5 R38R AN HOBRC 4 1) 3% 1 X, PPARy 36 £

IR 2 6 e 3 22 B TR i i 2 42 B R A B B B
(mitogen-activated protein kinase, MAPK) fif B2 1t. By 4111
il . DBD £ 3 A% 52 4088 52k b 2 fR 5 45 #3, JE
LR EE N 5 8 X 1) PPRE &5 &, MU U 757 38 5 A 1
Fesrk o D & R IO B R T 45 6 R BRI, PPARy &
P SR Y D e T L0 R S R B T 2
HW, LBD 1 124 a-98 e (H1~H12) 4%, iZ X B8
8 53 A O BRL - MURE TBCH B A B T A 5 ) 56
“DiREBEOE X, PPARy BE 8 IR £ A AN [F A4, I
REf S0 AA RIEAH BAEH . fERE G TR, PPARy
55 B R A, R B S N TS A E AR L
Wt A Bl , 470 1) 40 Jk PRI #% 5 o 24 PPARy 45 & B AR I,
PPARy #4 R U 4= & 4= AH 2 (¥ 42 4k, PPARy fig % &5
RXRa 5t Ak, 5#LAL N5 57 PPRE 45 &, Tl
A SR IO B i A A VAR G S B S AR y
35 16T 1o CBP/P300 M B % I 11 (cyclic adenosine
monophosphate, CAMP) % . 7t {1 45 & & 15 1 2 [i] i
SRS 7S, DT (A R R s (B 1) BRI
24, PPARy BT 3 i & (1 5 1 s A A ik iR AL L &
FAY. - O- £ Tk W Jc i R A A2 2R A0 S5 T L R Ui R R
ek, PPARy KA FIFUEMG, A G, 7Y
A B HAR ), 203 S AR FIC A 2 T i 5 A0

Kinase-mediated
/ phosphorylation

Natural/synthetic
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Figure 1
y (PPARy). PPARy combines with retinoid X receptor (RXR) to
form heterodimer. When PPARy is activated by ligands, the complex

Structure of peroxisome proliferator-activated receptor

regulates gene expression by binding to a specific peroxisome pro-

liferator response element (PPRE)

1.2 PPARy % ¥IFINEE PPARy R A5 ZFh A%
The, TE VR 37 MRAC S 42 ) 9% 0 403t Bl ks e A A
] R A S G e R R R I AR . R R,
PPARy 1] i 5 HLAR B I AR #2 2%, H 1T PPARy © N
HRYT 2 BURE PR ) EE B 5. PPARy B8N 7 AT 19 0
ZH ZU0F IR B R U, S0 R S AR, PR AR I,
{12 13 i 7 200 P o A AR sk i SR R . PPARy 4% 5 i
7 AR 38 AH 5% 1) 55 32 2R (1 R0 i s I 1Y 2RI Ak,
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PPARy LW UE S22 25 15 3 1P 182 i 14 22 il 4 Jf ) B 2
WAETF . Al L4918 (airway epithelial cells,
AECs) "' 1] I PPARy 315, PPARy ¥ 2 71 38 it #71 #l
TNF-a F1 3% i 43 J& 55 [ 9 (matrix metalloproteinase
9, MMP-9) (1] 321k 115 AECs 41 R Ih B ; PRSI 4> T
I 21 2 25 B 43 T -1 (vascular adhesion molecule 1,
VCAM-1) A1 28 ffg 9 48 i &5 Bt 70 1 -1 (intracellular
adhesion molecule-1, ICAM-1) A 4L K -F CCLS FiWg
2 P ASE 200 i Al TR - (1 3k, ) 6 2 1 SAC PR
AN STE REBOR G i i U N . AL, ABCs e 1
iy 5% PPARy (1) /)y 5 B¢ g i 25 £ PPARy i % Y] AECs
h, NF-«B {5 5 il #% 0 &3 46, IL-251L-33 1 Jfi] fit
5 bk CES 4 6 Al R JECE N . PPARy S0 571 47 1t 1 7
L2 G f T g, 75 T b OB 4 L T, R IK CD69 &
32, IV Vg R A AL T AT A O 2 7 FORE TG 6 Th2 Y
20 B PR TIL-4 ZKF350H FE R, LR 25 40 TL-5 MTIL-13
(153 WAt R AR IE, PPARy I& 2 5 3 Jik s R A AL 1Y)
A2 R FE . PPARy I i 1 15 41 i 35 Bt 4 1 (W1 VCAM-1
HMICAM-1) H)ZRIE, H] P B2 4 i i AL 92D A% 48
JfLE A6 E T 1 MIMP-9 1< Ja8 K Bl 400 1) 77 176 7= A=, 410
) B 4 P R Al B # ; BTE PPARy-LXRa-
ABCA1 15 518 %, 0 B bk 4 A I [ B S0, 401070
TRAH R IE M, o5 O I A A 199 98 SR e S, 10 ) B B
(9 T% 2, DR 355 B B 1) A2 M5 #0) Toll £ 52 4% 4 (Toll-
like receptor 4, TLR4) /i3 1 4 JiE >k $ il ifiL %7 ~F- 35 L
2 60 1) 48 B RT I RS, o 2% Rl R S A5 477 S ) PN
AU, BRI 2 Ak, PPARy X JMURE 1) R A R TR FE B AT
R AE B0 B9 PPARy BT JE I 410 1] Wnt/B-
catenin. PI3K/Akt. 15 5 & T F1 ¥ 5 0% B 1~ (signal
transducers and activators of transduction, STAT) #1 NF-
kB 55 5 e TR A% SO R ML 95 e 52 AR R A e
R 145 B (1 B 80T A e IR R 411 ] o v gk J2 1
PPARy i& GE % 5048 4 B 1% T 40 J2 (T helper, Th) 1/Th2
HITh17 [P, LA ™5 B0 4 i A0 B SRER 40 i ) S5
RLMIZERL, 3% AID.
2 PPARyEC{F

PPARy i {4 0, 5 P Y5 PR T A4 R R P PR G AR o 3 L
(K] PPARy KR/ P4 Y5 1 BC AR AT 15- i 4-A12,14- T 51 i
3 12 (15d-PGI2) FIZ AMIANR TR . SMEPERCAA A
PPARy [P\ L& BECAER, GG LA N 44728 (O memkbe —
i % % (thiazolidinedione, TZD) U1 % #% 41|l itk A% 271 Bl
A1l A% BB, @ 2k B PE PPARy 18 7 7 (selective
PPARy modulators, SPPARMs), W13 4 PPARy i 317 «
PPARy B R AL 171 F TZDs i £ 4", @) XU PPARo/
y VBN 7R B 5 A% B FL AR 4% 31 3L @ 72 PPARy 3] 71

(PPARa/6/y 1 2h57)) fil lanifibranor A chiglitazar' .

3 PPARy REHHFEB S REMERFIER
3.1 PPARy5RA RAZE—FILUFRIE 2 KATR N
FROER 4 B 1 B 5 S MR, T 2 BRI B & 508
1%, o 2ot o 2 T B v, HBUR T R 5
DR PRI R 3R R M A% 27 O, e 32 BRSO R A
41 MR I B R, Ol MR R Tl B A EOGT
YEE WY R RIS TR gk, ARSI EURE, It
Hb, RATRIEITIEA L, W o) IR B, Fo B K 150 1 3))
FEE IS o I 5000 #1280 28 30 s IR ¥ 25 189 0 4 A
iy >R ELK IR R 0 FH ™ R 22 % 4H Y BEARIE, RA &
& B 40 B rh PPARy (304 & T 52 i3, B
W 2 43 f PPARy 2 A AT mRNA %3 7K 5 RA %%
TEENIES) (disease activity score, DAS28) i K.
M2 A6, £ 4 SV H B S 05 1, PPARy W30 58
RGP L R G 0T B IR A R 2 B R B RYE .
H AT A IR 7T 45 5o, Ik FH LS 21 B ) RA B8 2%
TEFIR 15 B0 B JBR 5 2 HT I Th R A PRI € I B B
[1 (C-reactive protein, CRP) 7KV 77 [ 315 31| 1 & 3 o4
3, Hze B, Ak, PPARy [F)RARELAA 15d-PGI2
T8 3L PEAIS NF-xB 32 /43005 7 L 44 (receptor activator of
NF-«B ligand, RANKL) 5 5 it S A% 40 f a1k 25 1 1.
il By 2 M AH DG I () 35 46 T 4R B A% XL 7 1 82« c-fos.
p65 Fl c-Jun FIFRIA, T/ B 41 i 74k, 0B 21 R A,
P BB A T A B, 0 R A G A=, S B A, A
1M RAPY . 38 B £F 4E 41 i (synovial fibroblasts,
FLS) A1 B Wi 40 ffl /£ RA & A2 K e i 1% ol o5 R BEAE
H, PPARy fE IL PRI 4H B 3 A 31k . RA & M I
TEAE FLS 158 FUECE L8 I o 1) e i 3 A% L 39 B8 A
e BRI MR N A L [ A R A e —, AT
TORE T2 P g M R gk T VR A RS M S, h T S
RN, RS, BERAREA —Enm
IR, RSB RN ], W7 RL Sy Sy 48 s A B R 2
M1 B AT AT E R A e M2 B . M1 B B R e 2
5% K EAR TS B, (22 — 5 M1 AL g4 i 7= A
o2 S ENAR IR . SR, M2 B E R4 e H B2
B, KRR AR S 40 B G AN 2H 2 AR
T TH B3 20E, K E ALK 47 . Marder 25" NE it 25
JOR 9% B VL AN S e AH AT R, RA HB 38 A 7)1 &
H19% 75 % (adjuvant-induced arthritis, ATA) K i f FLS
H PPARy 7K T 2 25 BRAIK . #5408, i PPARy RiI&
AT 35 P ATA KB FLS TR FI3E 5 . PPARy (AL
175 T 0 A i 5 T, FEL W FLS H NF-«B {5 58 % .
1E E W40 i, PPARy 177 H AR Ak B3 L 3 ML 3EE 1% 2
AACHY, #E LPS 5 51 M1 E W4 i, PPARy 3£ [X]
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B LW 4 R 13 P IL-6.IL-2 IL-1 Al TNF-a (M1
T 20 e A S 4 R ) KT R T A B
A= T W 4T AR EE, PPARy 25 14 Rl Bk /N B i R VR 11
W 4 i, M2 I AT R I bR R R I 1
(arginase 1, Argl) 35 1% 2 3 FFAIK, $275 PPARy Vi # E I
4 M2 B AL . AR, PPARY I LR 32 514 57K F- 1
A1, 157 B 2 PR S AS 1 BT R AR, W1 S AL B IR
A /N 277 AL AE 1 (small ubiquitin-related modifier
materialized, SUMO) £, SZIGESL, 78 /N iR JRACIE iz
5 41 L /)N B 5 R 4 T R RAW264.7 FT/N B3V fif
2T 4 2 i v 27K 0 1) PPARy ) A Y5 7 SUMO 1L 1& 4«
TL-4 #3853 40 i B, PPARy 28 77 57 #5 & FR i) SUMO
HABHIZKP 28 N IREE Argl B35, (23 VR 2 A M2
A% A2, 1 4, mTOR-semaphorin 6D (semaphorin
6D, Sema6D)-PPARy #li fll PPAR £ & % 4 MED1 tH 7
{1 12E 15 200 i 1) L2 284 5 200 i 700 A A ik Hp 2 26 R
EAE P, 4] mTOR 4 [ 8¢ B Sema6D i [K] ff
PPARy 234 /b I Jo7 AR =2 g #2352 408, AT A0 1) 2
W 4 i 170 70 8 R AL AR AL . mTOR 43 5 L 1 SemaéD,
I 5 Sema6D i [X 35 () SH3 45 Mk 1) & 25 il & R
X3k (PXXP) M4 & s &, MEEAhkE55YS
PPARy %% 3% I i % IR 4§ c-Abl 45 &, {2 i3 PPARy &
i, WA 2 15 4 i 1) M2 289 5 W 4 A A
BRIt 2 41, PPARy 75 T 4l i ¥ 70 Ak Hh IR R #5 56
B . T 202 3 BERYE T8 8 SOV JH bk A -4
J o4k R B AL AN . E AT T2 R CD4 i B
PET AN . HR4E R IE 1 bR 5 40 i R -7 A0 5 5% IR 1
ANIF], CDA S B T A4 F 2250 9 LR JLASIEAL: Thi .
Th2.Th17.Tfh.Th9, Th22 I Tr1®", PPARy fE i 15 T
4 B8 FE AN L3R Th 40 B 24 bt 25 58 B2 (0 4 BT
PPARy i 5 71 it 4% %1 Bl (20 pmol-L™) & 35 31 1l /s il
Naive CD4" T 40 [ Th1.Th2 A1 Th17 40801k, FEAGLH
Jid b3 IFN-p IL-4IL-13 AT IL-17 7KF . 5 ibfiE
— 5, A TZD 54 TM 17 53 PR AR RA Hi 40 & I
FAZANMY (peripheral blood mononuclear cell, PBMC) H
IL-22  IFN-y I IL-17 /K FP¥, b, $idikis, 3548 KRR
F=W 7R AT AE Dy PPARy 33 77 38 i #0 #i1) Th17 20 f 43 1k
RAETE RA HIME ), IFN-y (R 1E5 % 5 £ Fh e %
W, ARG YL 0 5 5 % . DNA B 3E1L \ T-bet .NFAT .NF-
xB.STAT4.AP-1 1 CREB/ATF. 31k PPARy Al LLiE
i 5 CREB 4} & & 1 (CREB binding protein, CBP)/
p300 454, FMH] AP-1 F 35 M, AT B AR TFN-y 7K 780,
5 gk 4 18 — L, PPARy ¥ H1 71 GW9662 {1t 3t T 41 i
IFN-y £ik. WAk, IL-4 SA Th2 40 i 23 i () 48 B IR -5, ]
DA 2F T 4t i PPARy ¥ 38 38 Rl 5 A% 40 B 12/15 Jig

AAMRMRIE . T 12/15 5% A B nT R S8 AL DU I IR 3%
1k AL H5 PPARy KSR I /& 13-HODE 7E P4 1) 22 Rl AR 5
F=4) . 13-HODE 1] LU 41035 1 T 248 Mo et 5, 8Os T 48
Jiti -F PPARy. i 1k PPARy A ik /b T 41 g 43 944 IFN-y,
] Th 40 8 53 465" Bh4k, PPARy it 2% {8 Th2 %4 4
LA T 1) G OB Z AR, CD4' T 4t i PPARy ik
e, Af A K R Ok B Al 2 &5 1 (growth stimulation
expressed gene 2, ST2).IL-5 FIIL-13 FRik kb, 1fii PPARy
RIR B BN 7 15d-PGI2 F & B3N 77 4% 21 B AT DL
S ST23RIAPY eI JoR Jfg A vy 368 £ 0 7 100) G 68 ) 7y
T AR N Y o 57 G 2 PUvE P 485 RO, 7E Th2 41 g
(R TF IS €505 [X 35, PPARy 4775 2 /> S HE (1) ¥ RE [A], 4
AP1.Ets].Runx1.Gata3.Stat5.IL5 Fl IL-135%, e 4h,
PPARy i i #1#] TGF-B/IL-6 1% 5 ) RORyt (1) 6 15 % £
PEHIH] Th17 200 046 A1 2, BF 53R B PPARy
X Th17 4H i 73 A4 00 400 ) A7 L6 PR 0 AR s 22 5 o FEN
PBMCs 43 5 ¥ CD4" T 4tiffid 1, PPARy TR IS N IL-17A
L . PRI R A AL A B 3238 T4l
L5 Bt IR BT, PPARy (19 TC 44 %7 % 51 i A5 400 1] 22 1% 52 1K
CD4" T 28 ffd 1 IL-17A (19 7= 4, %F 55 1 %2 i3 CD4™ T
U 3 IL-17A BI7K P 5A W35 52 m B i IX Ff
P51 22 AR /N B T I R R B, TE 8 7E I 3 A 1 /)N
f. CD4" T 4 g v, PPARy % 5 771 ¥ T #1011 Th17 44 ffy
LS, AR, PPARy XF TFh 7RS40, RA SR /AN Tth
i 2, (2 BAME, W KEH S Pk
CD4-PPARY*° /N, Bel-6'CXCRS' Tth Al GL-7°CD95°GC
B 20 g 5 B 5 B A RN BUOR L B R G 25 e A B
(10 mgkg™") M8 i vE 5 % 42 6 K I 2 BRAK /N BRI Bel-6"
CXCRS™ Tth %t H, #2& 7/~ PPARy i b #ll fil] Tth 41 Jiig
PR,

AL, B itk 40 R R %R 40 L (dendritic cell,
DC) 5 RA IR K e RERIR+ 3 %) . RA T B4
IhREFNECH % . fERAEBE T, WTLURIBLE & &M
4 B 4 f i B0, 2E i fE i 2 5 RA KR L 26
JAGE R ¥~ R0 R SRR 2 AR 1 2 36 A A 15 1 B 4t g
BOH W, i R RN %2 . PEARIE, B 41 i PPARy KF
S MR RR N RS B AR RN RBRUME L, CD19°CDSCD1d"
Breg 4 A1 CD19" B 4 g TL-10 43k B S /b, T3
H %, i CD19'CD5'CD1d"" 40 i WV #f IL-10 £ i5 L
3% % 5 #2758 PPARy @ % J5 /N BR %0 9% U 717 Th g
B . bk, DC 2P IE $E 2 T B8 5 o 1) B Jo 2 2 40
HMEMIBE A 2N, BES S5 RN AR, A
ME#ZS 5 RAMRFLSRE. #EIRIE, /£ DC /it f#
1, PPARy 521 L il ¥ 4 7 CD80 F1 CD86 2 DC FF4iE
AR i Y CD1a 1) % 75 . PPARy i 5)) 7 B# (X LPS 5%,
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CDA40 Fit A 0% 1) DC HF IL-12 [ /KT, P& 2 5 Thl 40
Hfl 55 4E 1 ¥4 46 [R 7 TP-10 F1 RANTES 43 i, B& % 3 )
¥4y F CD86.CD83.CD80 A1 CD40 % iA; #£ /K PPARy
I DC F AR B DC 1 G g2 Y P diae, 78
DC ) % 243t #2 77, pS0.RelB. c-Rel. ERK1/2. INK F
p38 MAPK & # # # E 1 1E H]; PPARy 2 771 3d i B
W NF-xB f1 MAPK {5 5 il 4 1 DC i 2™, ph4h,
DC ' PPARy #3101 41 EBIN B A4 #a (b K 1 F itk A 7
ZAA CCR7 (22 1k, #1# DC Mk 2 45T W, Bk 5
Fil] Acb 3 ) A% 41 B R R Y DC A CD1d mRNA fl1 2 (4
FIssE N (E2).

32 PPARy5IBD IBD & —Ff 5 i M 8 mig 4
R AL, AR 2 MG IKRR L, Bom M4 g %
(ulcerative colitis, UC) 17 %' U (Crohn's disease, CD).
UC /& —Fh 2 8 K 45 W R R TH, LA gk 77 s
H 7 S, CD U2 LR SE 1 7 s ma A~ B
Ji 38 55 AL AT IR R E (MR B R AT IR, K
T ML P RE V5 Rt AE By I T G R AR IR
DRI 26\ b 2 4 R A0 O R S 5 ) 2R R e 28 e I 5 22 ol A
#. WKL, PPARy 5 IBD K il F2 H.76 45 i 41
U KA . IBD 3 i TLR4 k38 In#i% NF-«B
T MAPK {5 538 B I 7 41 il PPARy 3£ 1X 2 451 T £
shilp REre A . SR E M L, UC A1 CD & 3% 45
J¥ 41 28 4 PPARy mRNA ik kb . 50 K B, PPARy
T 7 30 1] 5 DR T NF-wB 3% Ak 1 T 6k 20 4 28 BT
TNF-o F1 TL-6 72 45 ; LL PPARy 1% 86 (1) 5 204 2 A= 4
R R0 D G R B A R S PR AR AR T
IBD™*, |- J 411 i PPARy 47 57 14 msi B /)N BB 22 ol i 5%

Tcells \EAT activityt
C IFN-y, IL-4, IL-13, IL-17, IL-ZZL
AP-1, CREB/ATF{
Tth cells number}

B cells
Autoantibody }
CD19'CDS*CD1d"Bregt |
CD19'B cells number
Macrophages

PERREREAS T, I H I JOIE S BV T . th4h, PPARyIE
A2 556 R M S R U e B, Y154 i p-B A 2R
(1235, W mDefB10 f1DEFB1. M PPARy™ /N HIZ5
R B rh A LAY BH B8 AR G 55 28 AT 11 S 3R B AT 1 €
RRER A 1 KRR BT A /N BRI 45 P et A B L)
FHES Ik 55, R B PPARy B A B EMEA™. PPARy
TEA G R I S5 1 b R 2 B p AR A I R PR i P AR
K, $ SR B AT B 3G, PR I IE RS

3.3 PPARy 5 SLE SLE /& — Ff [ & 4 5 v 5 0,
SLE F8 35 20 M A4 e % D Re 2k B 5 Budds ol B2
A, FEEMALRBE WG E ST KA R
G E 2. SLE BAR R K 2 M A B i, (R 5
M 52 1 2 R0 B 21 M sk 5 Vs AL AT R DR SRS I SLE
35 A I A 41 i CD40/CD40L 15 5 3 B V5 1L,
PPARy mRNA [ %35 58 i, 341 1) PPARy Js i ok 7
W% CD40/CD40L {5 5 il % . b4k, TLR2/Sirt1/PPARy
5 5 18 ¥ /£ SLE 1 K i A2 ik 5 | 24E ), $27m
PPARy 5 SLE RIR ML, #f 7t KW, #5747 PPARy
rs1805192 & (K () A\ FE SLE K 9% R B A%, HAE SLE
# " PPARy 151805192 11 PPARy rs10865710 % [K] £/ 4
Z I AEAE RS HAE B, PPARy B2 77t 4 41 i A1 4%
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Figure 2 Protection of PPARy involved in autoimmune diseases. PPARy plays key roles in regulating activation and polarization of macro-

phages, function of dendritic cells, proliferation and differentiation of T cells, and modulation the function of related stromal cells including

myoblasts, thyrocytes, salivary gland epithelial cells (SGECs), endothelial cells and synovial fibroblasts
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LR S T IR W . RSN IR, 5 IR
AL 40 i 45 B, PPARy 7E Graves 7 A% UL 41 iig b 338 7K
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21 i TNF-a 5 5 [¥) TGF-B. 1% B 7 B2 A% B IR &
JC B 3 (1) 5 K, B A R 4 B A R 2 A
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DL B8 fUBE R AID IR 9T 25 B S Z R =
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Bz —, JUH A EREE FEWE PR L JEE SR A 25 6L
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{EE DTHK: ¥ 58 IR SRR S AN 0 7 SCRR 5 4 A
WHE 2 58 RS 0 SCHR 2 B A Sk R BT 4k
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