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Peroxisome proliferator-activated receptor-alpha and diabetic nephropathy
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[ABSTRACT] Peroxisome proliferator-activated receptor (PPAR), a member of nuclear hormone receptor superfamily, has 3
subtypes, namely, PPARa, PPARB/3, and PPARY; among them PPARY plays an important role in adipogenesis, lipid metabo-

lism, insulin sensitivity, inflammation, atherosclerosis, and blood pressure controlling. This article reviews the relationship be-

tween PPARY and diabetic nephropathy.
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W PR IR B IR (diabetic nephropathy, DN) S B PR % 34 1L 45
R AE 22—, BE A Wl PR &5 % 19 L FH, DN & U 2R 1 1
9o 1149 S L9 PR, 0 R s ML R 5 B 7 O vk B B Y i R
RESCRIA 25 7 S0, 2 S Ak W B R 1 R ) O 52 AR (peroxi-
some proliferator-activated receptor, PPAR) & #% 52 1k # &
B E ARG R R T 2 —,F 3 A A PPAR,
PPARB/5.PPARy., PPARy 75 B ACH | 5 & 3 SOk | 4
i 2L I8 45 45 7 T BA AR . PPARy %85k
K55 T DN Wk A FUK &, PPARy #3h # 7l ¥ 97 DN,
A SCHE PPARy 1943 A (C 4% 3 5 2 2E 30 K 9 34 JH A —
w551, Jf- 1 & PPARy S8 # % DN B3GR F AR .

1 PPARy &t

PPARs J& #% 5% 1R M R G AR OGSt 7 =2 —,
1990 4 ,PPARq B K% Isseman Al Green & 3, 1992 4E,
Dreyer ,Krey fll Keller & ¥l PPARB/§ 1 PPARY™, PPARy
TE G 07 20 23 b i i 225k [R) I 70 S PR B B L/ I L L
BB O LR L B X R Gl e ks, 7
BT PPARY 3 B3 15 T8 T i 4 & /N L 78 B /BRI B
IR QK= A = v < 3 1= = 1 AN A 11 =6
%/ E Vg A PPARy ik, BA £ Az 3E FH A 3 4R
HE R Y, A28 PPARy W mRNA 85 8 4 /8 31 F A
[F 8] Bl F 43 8 PPARyl. PPARY2., PPARy3 = Ff iF 407
PPAR WY1 A 3 #7 . PPAR BB ER 1L IR A 45 . PPAR
Bo K EL#% 5 PPAR 454 .PPAR Bt /& Hl /8% #44K 7 2 11 (hot
shock protein, HSP)BfA 5 HSP 4545 5 PPAR 454,

2 PPARy Mk 5iAE

PPARs 5 M #E B2 X Z & o (retinoid X receptor as,
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RXR o JE RS R4, PPARs B A (30 RXRa B 7K G
PPAR: RXRa. T8RRI R A2 AL, 4k i 5 50 3K X 1Y
i Sk W AR 3 58 B ) JC 4 (peroxisome proliferator re-
sponse element, PPRE) %54 3837 3L K % %, PPARy FITL
PR 4% 0ok 5 43 g oA 1 R A R TR AL P R TR A G i
FIRR R AD.J KA BE IR & 11 (OX-LDL) A AC ™ 4 .
Jig 15 2 184 R0 WE W e 28 K 5 W0 (TZDs) 2 d B 22 19 S R
PR, A5 45 B 4% 51 B (rosiglitazone) . Bl #% %1 B ( troglita-
zone) FI A% B Bl ( pioglitazone) , PPARY i 6 P45 X A~
B 4L T PE B PPRE 45 2 P % 0 9 5 i A
B A TR s

3 PPARYMITEARE FEEHA

PPARy ANAE NG 5 A i A0 48 24 4 1 3 o ke 45 0 i 2L
e Bl bk ol R T Ak | i A T L ORE AR O T R 2 R .
3.1 FEWH A PPARy fEg Wi H L & i 325 , PPARy i
A RT LA i 07 4 23 v 2 R RO 3 [ Rk o IR AR 45 A R
N6 26 NG B A8 U R 5 5 it MR D R % 2 BR (% . PPARy KT
SECHLA NS i B 820, PP ARy 15 14 18 o 0 S50 2 JE
3.2 MeBEHEMK  Koh %PVE I TZD nf il of 32 i 41 A
L B8 B 285 M 0 K SR PR AR B A0 M Th RE L TR A IR S R
(insulin resistance, IR) B OLETF & Bl 2 BOWE JR G 09 & 0% .
3.3 FkHBHEAL PPARY JLTFZ 5 T kBT LY
JITAG 95 B A B A 4 6L UK AL A R K | 8 RE 7 A R4 A
T W1 B W A 5 R PR BF 5T 3 BT TZD W AR 3h koo A R Ak,
TZD il i3 i#% 7% PPARy-LXR-ABCA1 ( ATP-binding cassette
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transporter A1) &4, S A P AE IR A A9 T2 1, PPARy A
UBk 42 PP AZ AN PR A S ST T 38 B 2 B T AR IR L A
WL 4n 3

3.4 hEAE MERKRDFESFMEMERR AETR/
L7 B 5K 2R A TR /0N R LA B 25 R IR AR DG Y — B — e i 1
FE R BB B (0 F 5% S . TZD R LS 2 300 w61 9 B2 400 Jfd 7= 24 ot
B4 ) S5 G P B 3R RO E P B T A L BB T Bk ) B AN — 4R
A EURTHE ) B 2T AR LRS00, TZD iE fiE R AR A8 B 2 7K
SF- BEL T L~ 70 5 58 T8 R 3 I I M R AR . C BRI A K
S W SRS 0 40 ) 901 CPAT-1) , 30 1) i 45 7 9 AL 40 M 54
Bl T H I A0 0 R A

4 PPARy X DN HIRIT1ER

FEEAED  PPARy FERK FHETE G /NG EF
JINBRFN B G 0l R A D i Rk L A BUIRAS R L PPARY B
55 I B MK 32, #3h PPARy Xt DN f#
AR AL LA AN 5 T .

4.1 M I A PPARy X DN WIRIFIEH . Ui & 5
LT 0B R g S AL R Al I B 24 A 5 R OBUAIC A% 41 2
JiRAE L, TZD W] LA 2 OBl PR A8 2 0w O LR i B
BRI, il A 2 T DL S e R T R SR 1 A
B DR AN Zuker2 BB PR /I B PR 2R 11 &L, W20 W /N ER
TEVE e R YK A0 N BR A0 A0 JE TR R (AT 4R 4
RV BB D A TGFRL A= 2R Baylis 2502 §i7 38 %
A 510 B 80 20 JIE TR 49 2 RO PR /0N BRI 4 11 PR L 2 IR /D R A
AR/ INGE ] 0T 2F 2 Ak 0 A% 00 R 7T s W R s R BRI /D Bk
0 M 3 42 R R 1 A-2 (MMP-2) , 08 2 IV g JR DS, TZD
A REAR 2 B0 PR 82 3 I % PAT-1 7KSF, F B /MR PAT-1,
AR R 3 35 (A HE 2R (urinary albumin excretion, UAE)M |
WS & B L A% B T R I R BT DN O UAEDM
PPARy #2774 a7 LU w55 A TGFR 75 5 19 R B4 i T
RS TR AT 2 3% 4 2 Y 7= AR D, Asano U AT R A
TZDs.15d-PGJ2 W] & 2 30 7 5 40 L o 73 LWL 3h & 13 ™
A I R AN M 54k . BOE PPARy R4 & b 55 5 R
/N AR HK2 4 AP-1 (9 33538, £ 1] PPARy
X HK2 4l A 98 78 i B kg o8 i 46 RS,

4.2 Mtk E BCE MR PR PPARy ton] LU i i
JEARSE IE , PPAR Y 83 37 7 LA B AR 2 B8 R 9 30 i F iR
HMIM A, Pistrosch S B RARIE T 2 46 5 B %) 2 BB IR
970 FB 2B U I3 B0 2 R P A0 L 5 i, B A A R T LA Bl
B/ INER R U LR AE PN R AN T e LA R R DN B
EHR., B HGIEAR AR A 60% , UAE ) B AR A
ANBRUE T R S IE A G Y AN RE . NO A9 R
B, DT R AR B /N T A0 i A5 P R E o A B, S ERA
FHAR A B A SUARIE T 2 25088 FR 9 A1 EE , 2 4% 51 R A —
FEOBUIII0E FH i B B8 3 R AR AR 1 AR R (22,896 os 7. 1%,
P<C0. 001) AR FEAR 24 h &F 3l R A0l 45 6%, Diep 41
A I ke 1LV R R R & B A 40 TR R I A% 4 R T S
o PR AR LA S 5K B 1 2 1 A 33 T [ A o BT sk 2
/NEREUE T, 228 DN 9 3F B . PPARy 38 7] DLW A ik & #

B A AR (0 AT 5K R A AR 2 NO B Pk BT
I AE I R A A A I K N
4.3 AR BRTEEIRZIREA S0 BN /N )
JEAR 0 0 BE AR . OBE BROPE AR A I = T v o T R i =
Tk il 74 s 26 P N T P 5 AR A DN X 2 DR FR
B AT 2 4L 5T & BT, I & 1 IR W (lipoprotein lipase,
LPL)S477X . # I8 % H E(apolipoprotein E, APOE) #h i T 4
H1 apoC3-455T> C ML Z A0l KL DN 1Y & % , DN
B#E LPL S477X fl APOE #h & F 4e3 (9 FHPE R 0 3 T 1%,
apoC3-455T> C B A DN AR F L B2 5 B2
LPL S477X~+ ,APOE 4} i T 4e3/e3 il apoC3 CC =l % [
PIT 4l & /¥ % DN B R . 8 2 R 8k 3R B i 3
Sryia 7/ IN 3 S A (S A R S T i N O R 2 TN
Y (53, A BE WA R, R Z AR K DI RE R AS 1 FVB-
Lepr(db) /N B FVB(db/db) /N Bl 45 & 4= ™ E 9 DN, 3 &
B /INERTE AL /N [ 0T 7 2k AL AN BR (IR 36 2L BLL R B E Y
B BER 9 T 5 A B - T B Y TR A A R -2 LB
it} A SRALHE A HMGCoA i J5 i B 2 15 38, il 85 I = 1t H
I AT IR B s T, 7E DN R I BE DI 5T R
I3 = B H b T A2k DN E R, i X 2K aliver X
receptor o, LXRa) S22 M P [ W% 32 2% , o7 DL 45 5 ¢ il &
PR 5, 23 0 AR R, LXRa mRNA 76 4432
I3, TZD AT LA B N LXRe B35 30, B 0 40 il 7%
T RE [ B3 &2, BF 5% 2 B TZD Al DA B /NER LXRa 9%
IK¥G N, TZD 38 5 PPARY #3h LXRa, 351 5 B 40 g 35 fil 7K
SERER R AL AT 00 0 R B R A, B LXRa HE
ABCAL i3 ) 1 o , A 1 R ] 6E 1) 88
4.4 R EERTF.ORY AL PPARY IS — 1P EHE
BB R AP AL R S E A DG, RAER W S5 T DN R A4
MK J& . PPARY = % 35 5 B A B & A BT £F 48 4k 04 7R J3T
4% B i ] B ARG B 40 o IL-1 . TNF-o . ICAM-1,VCAM-1
FIk™ ) TZD nl i B AR R 40 I P NF-«B 3% fl MCP-
177 A AL BE AT M) IL-1 A2 49 1L-6 Al TNF-o 1355 1
T, ST A ) A2 A5 T ) B A% A PR AE 2 T T B T
N 0 T 530 1 A DL K s 4 o 3 A B N b i v
MCP-1 3#mt* , TZDs W] Ak 2 BURE R F1 2 B DN &
H LA P RAEFRICY) CRP, TNF-o F1 1L-6 7K 3 1iij %iE 2%
DN i fglr28

AL I S RN V) OB, R B R AT S
A AL R B ST I — 2B T g iR L BB 5 2R T )
DN F i £ DN 35 8 AL B BOR A2 S i 0] RS 5T
BN B A R STV TG R A X AR DU R R S T B/ Bk
F AN M ELAT OB 4 R i Lk R A 1R 5 T R 4 A
¥4 PPARY RYZRIEA &, W05 = 0 AP 5 3R HK 40 5 30 1 3 4
AN 8] T A H AR 3E, P9 5 T B[R] W DN R AR
TZD 7R AR v 192 1 28 URR P | W W PR 955 ' AIE L JHF IE 41k
N K7 A R

M2 PPARy BE BE T D)3 i B B2 08 I F B M Bl 3
ANEREE L 0D PR AR HE M s B N ER (B /N T R A A A
BT A A L I R L e R R RS B R O
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MR | R R IS BT R B AR A T A 4R U LR AP AR T
FHT PPARy B33l 5 & F F il FRI6 97 ON, HE 1 AE R 97 15
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