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fERt SRR lER AR S B K IE

RAENB KR
XER RAH O FHE EAR

HE JHEAE Cobesity ) 1 1A AR s 3 BRL i 22 0 (B0) 23 A1 5
ORI, 2L R BRI N R A 2 R A R AR AR
PR SR i1 PR PR . 54, LA 2 3R A i AT
JEAE WU A5 o e S R B R B IR
A7 38 5 L m BE B DL R B 2 BB A O, B AR A
3T R Ui 2H 20 (white adipose tissue, WAT) 1Y) T 17 1iE
11, S ALEE B IR R RS gk, S B RS R
HEHT Ry R E 1 A 28 L LA B ks IR 7 1R BE 7 11 2
AR At E v B I SR L R A R
S DA RE A 1 R A o RS, b B
JHPE 2 PR 1 e I s = Y A 6 P 3R i R PR R I
&2 T BRI B9 (end—stage renal disease, ESRD) i) &
BRI, AR AR BN, WAT AR — & A g
U7 it A B, H R A AT A A PR A R A OGP
(obesity-related nephropathy , ORG ) #F Ji& 14 4= ¥ 1% 4 ) it 1)
— B WA AR R, R R AR AR Z RN T I T, I R R
U7 £ B TR 5 5 38 T 7 A R A T, A0 R SR AR TR F (tumor
necrosis factor - alpha, TNF - o) | B 4% 40 g #4 1L I F 1
(monocyte chemotactic protein 1, MCP-1) Lk A 54 P B 9
(chronic kidney disease , CKD ) iff Ji& % I AH 3¢ (/) 6 fb 4 K
F B (transforming growth factor-beta, TGF-B) | Il H 3k % 11
(angiotensin Il , ANG 1 )*'s ZEAFFRFATIA N, B Vi A+
[FI] 4 S 457 2 i 7 L 00 4 K B ) R BB L A 7
R I RE T FE A B LA, BE AR ST 3 P e O
PR A JAE PRI, T BUBR B B ARG A A o AR REAT S
o ¢ B A Y T L O ) 7 2 e L DN B A A B R A i
TREZEAL B /IR G i M J5E R 2R JIRRE g A, O A A A
[ 2 8 1 B /N 2R 4 ) BT 2 A A D) R i A M
B, A FECESRDY, BB AL AR F i 2 By i 5 41 21
IS IR S AT P =22 (G476 2 L R] 1 o 1, Honl g
a7 ARSCETERVINE RS B U5 20 LR B 2412 2 1)
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W, B RARPU S S R LE S CKD & YA OC, JF H
TEME R A9 Z Bk © A7 7EY . ©ABEFEIEN], R R
A B 2 ) 3 5 AR AR K P 1 (insulin-like growth factor-1,
IGF-1) R TGF-B1 A2 1% , 378 T {1 37 2 M 21 JEd 1 4 A 240 i
ANHETIE 7 A e R A 2RI S AT L 1 ) R
SIAT ANG U 8 S0 | A HLAAR ol T i, 39 T 5 250
T Wi 24 ANG T mRNA 2 35 i 40 31 H 78 B 2 i
2 Bt A i B A D TR S5 3 T A SR T R ANG T 32 4K
P18 39 5 17T o i o) 5 IR )8 0 4 S, e A, TE I B R AR
PUIRZ T, 1 5 2 48— S AL & (nitric oxide, NO) Fl N 7
% 1 (endothelin-1, ET-1) f 7= A=, T 52 00 B 104 A9 &7 5Kk
Wedg DIRE™ . 9 R AR | R B 3R AR I 5 4 A R L
W 28 ¥ T DR W 4 ) A 1 (plasminogen  activator
inhibitorl , PAT-1) 4 5% , B 5% % BL, R &% AR 3h Py B A7
TE AN, R S8 o T R B 3R A S5 P R e R
B [ MR 5 R B e R I R INLRE S8 23 51 L PAI-1
KT e, PR TIEET AE AL, TS 2508 s 0, Bk
FROGHIT T 2 W1, JBR & 3R BB M v JB & 3% 1004 ] LA 3 &2
g AR Ale SR AT o AR B INE R R R GE A PR BR 5 R
ZAKRIEY) (insulin receptor substrate, IRS) 1 12 TS A A=
oI, A HERE 55 AR Y AR R NO (A TR
WRAE T, INF-a, ANG IT ET- 1. 7 25 I 15 B (free fatty
acids , FFAs ) FIl 2 kR 1) S o 2R85B R Ht , 3L
22 28 FR1 95 2 TR T 1 T 3k S It 1 P TR e o A s
T IRS1 B BEFR AL , X IRS1 /Y ) RE AT S 45 R,
Welsh S5 IF 5% & B, A2 5 4 M JE IR &5 3R A2 1A 11 e B IR
/N BUTE 3 R I SR 1B B BN BRZE B AR, VAR 5
TEh B2 S 25 e 2R HR IR DL RO /N R T I
F I AU R B R AE S 1R 4R R R A0 ) R AE R
R SCREE A T o SR, AR R U ) K TR b A% Aol AE
KRR ZR Z 8] 14 PR OC R AT ME AR SE o TEREPEAR DG M &
DyRe kv AR Z WU D 3 SR AR 0 o B8 A i BRI
FANG 1L LA FRAs K- B3GR ¢, AR AL BEARZS T, ¥
FIEAL 475 114 2 JREALLFT ANG T1 L) B2 FFAs 7K (834 A7 7EAH O
P

ANG 13 3 1t 37 3l g 2= AR i 3h J 2+ 1B 2 5 %
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PR S S 2T e, e Ah , ANG IT % A I 1 3 3
NFAERW AT RS 5 T RFHLE] , W ANG T 32407 35
VFZ AR M BRI 2T A AL A BT 40 TGF-B Y FRIB FIRETIL
ONCTR A 38  JUFE 5 72 JRE g K 3 T AR AR ANG T % Jik
EARGRIMER BRI R ARG (B B & 3R AR
BT ANG I K 1 [F B rg A FH 2 3 8 o s, DA T 46l aff s
e, IR ECE RS o IR 8 Z 08 I W R JULRE 3 S -
1 15 i B[phosphatidylinositol 3-kinase (PI3K) -protein kinase
B(Akt) , PI3K- AKt| {5 5 il 3 £ ik NO # 7™ A&, &F 3K 1 4,
1M ANG IT H A7 W4 1 367 4 T, G ml )™ A o 9 305 1
% (reactive oxygen species, ROS) ,Z 5 ANG II /5 19 & 1fin
O ST P B ) RE R DL K R I R AR I R AR
J& . ANGIL A5 % 25 ) ROS 23 A1 NO (1 4= 1 &he , i il
M EF 5K o K, ANG I % JBE & 3R A% 400 61 46 FH AT fE 25 52
ROS fr v SRR ™, 55 46, ROS AT L& 2k MCP-1
TNF - o 55 0] 2 Jé £ 2 K PI3K - AKt {5 53 8% ) 2 £ A
BT, BB B R BT

FFAs Al fie 7 R 5 ZARPT I A2 A o BOR B 22 1 FFAs
MAE 5 412w R i s 2 B i 2l L 2 S BT S AL A B Y I
JRAR TN« JHFIUE UL PA) B8 I v A T 5 X R Y
AR 5 2R BRI o SR T, N2 A0 P S D
42 1 FFA -3 R 19 T8 T 400 o JBle & 2% S A 49 A O VR
T BUBR RS2 AR 200 3R 1 4 W A s 1 4 T RE
SERR S T3 A TR e T i RO B A 2 R B i A
F B BE 5 R HCHUR OGN A 25 R B R
WK 2 Al . TEX — RIIBEFE A, b e RE A s
gt I 4 A2 TR 0 A B 1 9 (adenosine 57-monophosphate-
activated protein kinase , AMPK) T B & 4% %5 A £ [ /E ™,

25 L RTIR IR FRARPUAE A UK Sl R 2R, 7R B IR Y
RAS Ry A HE A G, R, RS RIPUE S
i E JEE 1) SC BT i, 1B 5 B 2 BRI SE N LA IE
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JEMF LI A S — sl RE Ak Ao, Honl =B 2
Rl 7 7, A AR R G AN R 7 IR B 2R A iR mT LU
FE A TNF-a \MCP-1 . TGF-B J2 ANG II %5 5 4 11 52 A1 56
F R0 B I R O 5 A B 5 5 B MR A B e 4 2
P 10 Kk K SR s DA G

R 5 A 7 =2 ) 1) 1 4 2 B T 20 2O 95 AR B 4
B R PR B T BE T AR R T A T IE AR B S
NIRRT o A2 A A G O 2 S W A b R i 41 41
B A — 2 5 1 R N PR R R A 0 R U BT 1Y aE
J& . TEA IR 5 M KR R 7 T, TNF - B I 40 41
e M RN Sz A A B R AP R /R AR R e, BF
G, FBR /N B TNF - o3 R RE 85 19U Ak 5 e A i i R
FEL, 10 £ PR P TN - oK S B 5 28 IR0 =22 [ A AR 5
PR £ 2 BIERP, 55 4h, TNF-odd 7] {2 3 MCP-1 477 25,
— 0 ER i 0 240 BRI I A 7 A R R . MCP-1 4%

2328 g i 4L 20 P9 B e A0 R 5 S RS 3R KB AT
I 05 728 A 5 i 44 A MCP- 1 3 H: 32 AR Y ok = 2 S 3R
AR N N R N P T S A S L 23 o S g
Pt 19 5 RACHT™

BRI ZE (XFRA Acrp-30) 2 £ A 17 48 ffd ™ 2 1) —Fh
IR A 7, A LR AR, 76 N0 IR 2 i 2235 T R, e
JHE R8T B4 IR i B0 3R K 5 R I R KB A AR O E B
A B ST 45 I AR UE IS AR BE R e = 5 1 5 R A btz 1] 2
AR . R ik, A 5T 3 I 085 I Bk 2 3 /N
S, T AN Acrp-30 BB A& B, J5 2 7 0 S
FHEHT AR B 1A B IR YT AR R IR R
RS AR & 12 b w2 A I8 7, HJZ TNF-a . MCP-1
2515 SIS F P R AR . SR AT 45 R
7R B TNF -1 2 BUHE 300 07 40 i P 32k PR 33k ) ekt
WS PP R 28 P PR T R0 98 40 Y K R D R
KT T [ Lk S AR i 28 40 M 34 AR 5%, 3k
MK FFAs b Tb, JF 75 5 Z ™, FRA %5k
PR, A R ER 14 05 5 400 i P MCP- 1 7K - (4 4 v 1 1 i
FNEBEZ 0, TTE TNF-a . MCP-1 2 55|55 £
FEIR T A LA B 5 AT R (e B v, AMPK 4739 %
B,

o et R D DO 23175 T e B A S 6 a8 B AR R DR X 4%
BUIRE A R A R B WA AR R R OB, 2 B S T
FRUE CKD 19 & Jé i BAT — @ E ™, BF5E & 31, ESRD &
W WG 20 2N 17 A5 T 22 B TNF-ofll MCP-1, I P B 25 5
20 R 2R 2R o AT B I R TR A LR
By R HCHL, 7R HE A B e R B IR
MRV AT RS 5 =& Z R B%, TRk 5 IR H
IKF 14 T W 3 TS 50 I AR AR e R Y R AT SR
F o 7, M0 09 3E 765 25 N B 2 11 PR 5 0 3 v g 16k
FACTREARA G, R, B 56 38 35 DR i ok w412 i R AE e
ERMEEARN R, SR L0, IR K
L TG AMPK , X /NER 2 28 40 AR AR R L 5
A, 5 R Sh AR R T Y AMPK TE P R [ 5 3K IR
I Z K T B LB DE 5 0 0E e\ MCP-1 7K S b 98 i i 2% e
5 ZKF L TR S AHOCHER

MCP-1 il H: 32k C-C # b A F 2 & (C-C chemokine
receptor 2, CCR2) £ CKD m* JIr 453 1) £ €5 L 52 ) 2= 4 A 11
1o BE TR A i i KR B A R 2 SRR W P Y
SEPRARG I v % B0, v B TR 1R BT R B DE MCP-1 36
KRG, BFFE & B, MCP- 13 32 5 A 40 Jifg v 9 CCR2
454 A nephrin (93835 , 1 1M 5 0 25 4 PR 19 & 2E s MCP-1
B DRl I /N BRI S 0 PR e A5 80 & 2B 2R 1 DR A AR
T HRLH, ) FH AR R R (palmitic acid, PA ) 4] 38 2 [ 20
Bl 25 5 3 MCP- 1 43 WA, D B 77 i 3 P 38 I i) FFAs , 7]
75 S 10 M8 7 Tk AR IR SR MCP-1 i PR A R B REE
P 3K it W A0 B SR A SRR A PE A T (AN TNF-o) 1
FH 2 BB ER M N &R % R A - IR R
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W /INBR 2R A0 it 3 A | R L BT AT R DR N R
LT A S i TR

=. AMPK 5 X &N B RIAFE

AMPK 2 — R AL A 5 3k 771 1) S 08— SR Al , O A%
240 i A B RS2 A G R I P R R R A IR
(adenosine 5” - monophosphate , AMP) 5 & H = % ™%
(adenosine triphosphate , ATP) F{H %% VI 4 5. AMP/ATP [t
{38 AT 0% AMPK 32 4%, A1 S U040 ) AMPK 35 1
I, AMPK BE % S22 200 10 P4 RE 1 0 1, 60455 0 RE A=
JL I 0 T R 1 T SR DA A RE T L IR IR S
T, TNF - o 7 38 33 i 988 38 3 I F 232 4 1 (tumor necrosis
factor receptor 1, TNFR1) #l il AMPK i 4 , AT #1 #l FEA
AL, IF AR SR B8 LN B RACHU™ B H B AR 1EH]
BLE o AR B RR . o TNF - nT 8 3 b 8 28 1 I
2C (protein phosphatase 2C, PP2C) , #F 1fif il #il AMPK 1 {if
PR, TAE 53— IS ) S g v AIF ST AT A B, W AMPK
015 7 (5-aminoimidazole-4-carboxamide-1-D-ribofuranoside
AICAR) 75 AMPK 19 [7] 5 3 m] 1) il TNF - (995 1% , H.fiE
TE [) 35 JBR 8 SR AR S 5, AT ) TNF - o 55 R 5 2R 41K
PURAE ™ [RE, 72 NZERR W 2 20 rh 3 AMPK 1] L
IR TNF-afb K-, I AT THIR I 2R K1 B £ 2R Uk
J35h , AMPK 5 MCP-1 2 [i] (9 R Gk o gl B AN s
20 i MCP-1 7K V- (4 38 g 15 1 1 Bl 45 i3 106 3R 7K 1 14 9 20 1
AMPK i V£ (9 B 158 2 AICAR RYT L AT LA B 1l 3 i
DL R AR

B JUE 20 B T AMPK 10 5] MCP-1 (4 BIL T 5 A B At g
55906 41 Bt A% X - kappa B (nuclear factor kappa B, NF-kB)
TR DIAROG . AMPK AJ 3 i 410 i P 12 200 1 19 w B 28 11 7K
i 10T 98 45 NF-xB G PE. AMPK i& 2 5 T 98 45 B W 40 i
HEV M AE A AR a0, & B R g | R 4 B AR
R L BT AMPK SR AR 19 3% A6 i TR ™. i
XA g — i AMPK 2R 42 38005 37, 76 i R IR B 5 = Ay JE
JHEAE 5 0 S 2 R DR /I BB 2R v 3R B i S BN 1R 7 AL
JE TSR R I, F UIGE S B AMPK {2 3 R
B HEE , IF AT ANG I1 355 By il s T e s AR S, B T
AMPK I 1 19 400 161 100 5 B8R 3K 3R 7K 2 I P 3 1 s
AR FEFERZ W g5 Bk, AT AMPK i 78 2
T 2 SIS o i A OC SR A B

M. SEFMBERERERHNER

TER IR FE RS T, B IR VR A 5 & 4 47 4
1o B LT Ak 1) 5 A2 i 0 R A R, B /R
Bl AL FVE /N 0] B 2T 4R AL TGF- B BE B & MY %
9K Bl Ty, e BT AR Al O S ULZT 2 A A Y 3
P Ry CKD ' E£T 4 b 3t A% v o T 2 3G PR BT o BIFSE
T S0 RE B4 B TGF-B 3 1K -5 41 M 13 Joi 431
(extracellular matrix, ECM ) it I I (£ 45 £F % 8 1 A R

) B YN, S TGF - B AT 8 b 4l IR ZE T AR B
e DR IR A B SO0 i DR AEBELZE BT /N BRI B A
e I O 1 R 2T

FEUR W AR AL BB UIALE H AT A G2 . R
AIESDT la(hypoxia—inducible factor- lo, HIF-1a) 7E B
7 AT Al R v Py i A R AR
SR R HIF- 12 kK SF 38 0 5 [R] IR, HIF- 1A b 46
ST AT Y e SAR HE R, W R R AN, OF S
JBe S 1A I S 3R 1 SR 4T 4, S Bl W 4H 21Uk A
LR YAk, IR BE R A M S Y R A, e Ah , TGF-BAE
B JUE LAAM 5 B (GL 35 B 7 41 20) 1 27 2k Ak it vt A 286
WRIERT, SR AE SRS T o BF5E R 3, AR ZS T m
W 2R Zh WA R A G D 20 ECM i E S ™ A
WF5E KB, B ob/ob AL HE/IN BURE HY Ji J5U 2 1 VIBE DR ), /N
Bl g I8 IR 15 2 RO S 1 2 WG OF BB i A 4
OB 1 02 2F 4 10 L TR 9 3R 3K /K- A B I 20072 £ Bl
A 1 VIERR , 7 22 A B TGF-BoKF- LA K TGF-B AR
FIRAR Y Smad2 Fl Smad3 H 115 MY B 2 FEA; 306 TGF-B
e £ 2 A FH 00 A% 0 25 11 RO 5k TR 7K S 52 T4 o, 3 26 2
AR A Y B 2 I 07 2 2R M A KT RIS, RS
B 45 SRAIESE T TGF-B S H T W45 538 i 1 376 AL 7E IE e AR
AT NG H 4T defbad 72 b W e H

. &Hig

ZE L, AT AT LA DUR 8598 - 76 5 7 4 23 R0 B ik >
[ AFFE I FERR 22, U HOR FE I B AR SR B e . 28
o1 B4 TR AR 1 2R e T B 2 AR RS B e i Ak A
BN o Hor B RERES T NG 0 4 2053 b 1) 4 R Pk A
JE A0 ANG 1L \TNF-o P4 B2 MCP-1, A A2 3k 52 5 23040 DL K
B L ZL RS o AR, AH IR DT B 0 g B 2 U B A
BURAERT, A2 R 5 F AT 2 5 I 8 RE 453 43 J7 THT 4
EEMO . AN EBRAT HIF-1a \TGF-B L K ECM 41
g T 11 VIS5 G BRI 7K 7 14 38 0 6 41 328 B I AR R 7 2
ALY Ab Ty I B AT EEAE A . 1 AMPK /E 8 4 i £ 21
BER IR AZ AN, WA OGRS 5 ik g M O AH G R T
F 2R IR JRHE 70 0 B AH OGP S D Re B 1 A R A2 LA S g
BRI S T BURAE, RGPE AMPK BT £6 T RE XS
I Fi7 28 £ 7 A ST A 55 W), T el 5 B O R 2 R g R
b HE G 18 P I 2 S ELAT — 2 I R N AN
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