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18P B IE 9% (chronic kidney disease, CKD) £ 4%
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DM & & & Jf DKD, ¥l & M i CKD F 2K B 5 9k
(end stage renal disease, ESRD) [y 3 2 J5i [HI21
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YER . WUBh A 1 2 5 40 B 15 2 Y G B g 43, P 2ok
AN 3 4 2 A 0 LA 38 2 45 T ORI 2 AR SR A W R
TR RE SR . IE 2 L3l & 1 5k g LA R AE R 5 40 i
() B2 871 26 B /0N BRI A WL D 5K g, DT il 2
200 0 32 [R) /DN BR PN B 0 L R HG R i — e 3 [ K A
ANER I3 Y Fe 7 B A R N BK O R UE A T RE Y
FEAERTT . RS A A 2 2 i A 24 L B R A B
ZIE LT B /N R UE A L A0 i A 2 LB RS A0 i
PA) 2L R B o e R B A B L TR B T 3 5 1Y
B 2R, X SRR R R AL AR CD2 AH G
(CD2-associated protein, CD2AP) ., [4] 8 i 4% 45 H-1
(zonula occludens-1, ZO-1) Dk J¢ B-i% ¥4 & 11 (B-cate-
nin) , {57 4 Jfl P 24 FL B RS A 4 A IXC, 7E O 2 A8 A 1
SEF RN R ok B P by A a0 R
bk 22 (o7 N T AR T B A A Y A0, i
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P 8 5K, 0 DL b B AR GE J& BT EMT i BT &
B BERE G R A MBI 5 T R AT R B EMT i
FEAAU L A AR B /NG b Bz 40 M L =6 41 I 45 P 5 40 i
G RAMMEIREE R EMT, 1E T 2 40 i A B T
Fe 5/ 18] J5u PR 40 A 00 R AR L BT LA A0 B R E D
Wb RN — R A B R Ry R TS A0 A R A
(e B 0N 87 NS e L (5 o  UR A e S NS
a2t EMT B ER ThEMN L EESR L
B A0 ML ARAS T 18] 70 o 40 M A R AE . R4 EMT
SR 2 A AT A58 00 0 3R % 3 s LR SR B R
A MLAE A L 2544k B0 9 R T 45— FR A O,
P8 55 400405 7™ o R R 2 s ) 2 DDA 5T

JE 200 i 52 ) A T AT 40 1 R R B S SR B R A i
FREEPERE R, fn S 3% S0 O i — 25 s, 2 40
M kA EMT, 240M EMT 765 BUZ % 308 2
20 PR 25 AR ASE 53 SR 08 Ay 368 B9 A 4R JE 2R il 51
B, AN EMT 125> 7AWk Bk RN
' 95 % 11 (nephrin) . CD2AP., J& & [ (podocin) . E-45
54 B (E-cadherin) . % fit /£ 25 H (synaptopodin) . ZO-
1R EHE 2 1 (podocalyxin) . Wilms #1955 1 (Wilm
tumor genel , WT-1)%5 I i MM bR EFE AR I8 T,
TN IfiL 3% & 5T 45 J8 25 A -9 (matrix metalloproteinase-
9, MMP-9) , JJLIE] 28 55 H (desmin) | 5% £F 4 40 A 45 5
% H-1 (fibroblast-specific protein 1, FSP-1) % & &
B (integrin-linked kinase, ILK) | £ 4 1% 22 &5
H (fibronectin, FN) | £ 2 1 (vimentin) | o ¥ il
LB H (- SMA) 85 4 8 H (snail) 25 [8] 75 it 240 i ¢
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3 Rk EMT 7£ DKD R iF Kk iE

YN EMT 778 F DKD i) &4 k@it i, )8
FTDKD B e —MEESE%Zk, LiY
SOV o 6 N AR A HEAT I A K B 5 OE X R
HAH L. ZO-1 T F AR 2= 7E A28 DKD /9 ' /NEK 2 41
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Du &V WF 58 & B, 7 R Hh & 8 2% 1 T Ak 9 DM %%
R X3k B 7 O1(forkhead box O1,FOXO1) A
PLIE 5 98 45 TGF-B/Smad3/TLK {5 5 B4 il = b5
KB JE AR S A EMUT , 2038 45 1 DR ORI 463 49 2 T ik
2% DKD AR 40 i & A 81 % . Dai HY %2000, i 4
22 2 4 K I T (connective tissue growth factor,
CTGP)if & iy /2 4 il 52 1 5 DKD £ 2%, Al i i F& I
B-catenin 3 3K T A2 ) By 1k 2 48 ffd EMT ., ZEZ% DKD
RIEHFEMVER . Cai XJ AR, S RRAEK K
F 454 %M 7Gnsulin like growth factor binding pro-
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MK B2 76 DKD, 1A R KUK A B L BEAS 7 1 o HL 2
S AL TE 2 DUKELBR B XUk L 25 RS R Wk 32, e DL #R
PRALIS NG 35 B 25 AR BT, Bk B IA S, DKD
{18 B A WL AR HE B S, AR R 22 1 B A ML 1Y O I
B S ) 32 Ry K0 R R AL IR R R — AR T
DKD W% 4 K Rk 2 b, sk RS 3 W R B iR
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AR Z AR BOIR YT Y L R B LT A%, sk R T
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Z I IR B T BT AL KGR i 7 S
PERTRY o 25 % DKD A 1R 4F A48 mya J7 7 . 4B 3G
SFUUIRIE K B, 2L 5 R N e W AL ) (ad-
vanced oxidation protein products, AOPPs) 75 5 i)/
B 0 EMT A 88 70 8 8 AE L R BN Grp7s,
CHOP.a-SMA % H 3 5 /K F T B¥, nephrin. podocin
EERE M, R AE W SD KRR L. =
LA R SD K BB HE desmin Al o-SMA & 47K -,
3 nephrin & H K M8 DKD K UFIE 2 44
fit EMT, Mt 4h, 3% 5 i 550 36k 8, = & ] o
Wnt/chatenin 1% 538 %, B % wntl, B-catenin gl
snail 2 3R IK , AT 5 2 40 i A2 5, AR R e
AL DKD BEfE, 25 3E@ A SD KR SE
Ik B, N T B B A 3R Fb nephrin 2R ik K, T
desmin Fl MCP-1 ik K ¥, X DM KR 240 FMT
A H By I AEH

AN NN 2 R R Y )
Smad3 F ik, #E5 Smad? £ ik . # T4 Synaptopod-
in FI5, FEMK desmin 5 35, DA & 2040 ) 2 48 il
TGF-B1/Smad {5 5 i ¥ . 2035 & b5 15 3 10 2 40 il
EMT #fEH] . Besoh, & 248 R4 AE 1 3 T+ neph-
rin ZO-1 H & KK, A collagen I FN 2 3£
IRIKF R 55 NLRP3 S AE /MA IS 1 4 11 98 4% J2 41 ffd
EMTS™ i i AE S5 g /s RS 9 R B 7 2 7 PN T
W] 3@ 5 5 TGF-B1/Smad {5 538 i ok By 1k =5 4 il
PSR R 240 EMT, HeALH 5 NEPHI, Smad7 £ H
K mRNA %35 |3, desmin, TGF-1 & 1 }2 mRNA %
R RE. AL R A fRIAED 5 S g B ST R L
JNTHE VY TR B AT R O ILK, MMP9 K S, 1

NEPH1 7K -3k 2% fiff & 40 M 32 = B 5 1 &2 i) EMT
AT B 4140, 3 28 DKD 4 & e ik #E . B #g
it DKD /N BUSE 56 % B, 0 28 B 22 1 AT 66 3 2 30 61
mTOR-Twist] {55 % ok 3% DKD J& 4 s [ W fE S
JEek 3% DKD 40 EMT, BAAZH A LC3/ 1 \E-
cadherin 25 FH & & M 240 Mg 77 1§ Z Tt & . 1l p-mTOR,
p62.Twistl .N-cadherin.vimentin 55 H & ® %K. &
WA B SR, A R AT R R A K T L
3 R B /INER A 40 B EMIT . 4 36 B R JE 40 g
P-cadherin NEPH1,ZO-1 & FH &R ik FE K, o SMA £
TRUE D, B P T A 2 bR N ER Uk T R B ST
MR EAIRA B ESCR, 'hELurir ik
S, NI U A% B O e 6% i i 1 ) p38/ERK
15 5 0 I T AR R AL Al EMT . B A &5 iF
R ARRIFEA T Rl @ %% DKD AL 41 [ W,
B DKD K B 40 M (9 E-cadherin & 4 & & . &K
Vimentin, Twistl & F & &=, M i & 2] 47 %) 2 240 Mg
EMT fERT. Tu Q S BF9E & B, 22 5 25 Al 5@ 2o 41
il PI3k/Akt/mTOR 3 R 5 5 B W 22 i 2 40
EMT, i #E %% DKD #F /& . Shi Y & B8R B, A
S B Rgl @13 158 AKT/GSK3B/B-catenin A
SR E WL R T R4 EMT M RIF,IESE T AS R
1 Rel XF DKD W67 W8 1. S0 M 38 i 40 il 5
Bk B, M ERE S R TGF-R1 5 S L 41 & 4
EMT,{#i WT-1, E-cadherin % ik J} &, Vimentin, o
SMA FKikFEAL, BRAES7E ok, S H Al
fifi desmin 23k Uk 20>, nephrin 2 35 34 i, 4 11 2% f# &=
BERNE S R B R 40 EMT, BLAARRCR 5 # 1€ B 1 7
HAHC,

5 b LAk Bk 25 % DKD 240 EMT $2
i) 4 W 5 4 . BRSO 1) 2 O vh 25 4R B {8 B i
KT 2 HE B (0 A 5T B L AR IR R B B AE R
JR A5 B, 36 T8 s T 2 245 380 O S el B A I R
HHATEZE XL,
5.2 HHEAH

RS S G BF S R B T R E AL R U 40
i TGF-B1.ILK & H & mRNA 7K, ik /> P-Smad2/
3 M & Smad2/3 mRNA /K-, # % CD2AP & A &
mRNA &8, 5% «SMA & H & mRNA & &, #5Hl
TGF-B1-Smad2/3-1LK 15 5 i i (91 £k K 30 1 = 05 75
SR 40 R EMT, DI B R 2 40 Az . B T R
NIRRT LR A KK-Ay /N BUR 41 i
EMT, HAR L K i P-cadherin % 5 mRNA #%ik
JEE  FSP-1 1 M mRNA Ik T, WA BEE T
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2 1L TE I BE % A R RIS S Y R A M EMT, 43
YE ML #2858 P-cadherin % 13k, T FSP-1 &
FIIAUY . EREZ S BT Bow, 25 B TR
24 1fiL ¥ B8 9% 410 i = A T 0 A EMT, 35 7 HL
Al fE 545 SIRT1-NF-«B p65 A 5%, BKFE I K
SIRT1 /K FHH1, NF-«B p65 Z B ALK FFEAC, 1
SR 34 B3 3 10 miRNA-155 #4 7K S ¢ Uk 42 7= 4 )
PSR B B /NER R A EMT, B AR RN 198 neph-
rin & %35, Tl o SMA & [ 2507, 2 a0
T & B, b 25 25 ' J00RE AT BB 38 o 0 ) PISK/ Akt/
mTOR {5538 %, 22 % 2 4 it EMT, 3% DKD 9%
b N Y R PO DI N R W =
P77 AL 38 o T Wnt/B-catenin {5 5 3 [, i neph-
rin, synaptopodin £ [1 % ik /K F & F+, B 1k 2 4 j
EMT, #E 17 %& #0475 /N BR S 20 M 09 7 . wF s
S B AN B I3 T8 i AT Racl BT IR (R B
o] v A R B A 1 AN R T & EMIT =4, B
A F I A0 M P-cadherin, ZO-1 mRNA & & F I,
desmin FSP-1 & 1 % mRNA & N, &7l 5w
K BEA% @ 1T 8 T IRS2/PISK/FOXO4 {5538 %, i 3
DKD K U 40 EMT , AT 0 42 /2 40 i 64 473 , A Al 1
DKD KBl D gk .

Zi b, BEi X Ty T %l DKD 24 EMT
MBS 2, 2 )2 23 I IR B0 T op 245 52 O ol
R EMT J5 1 9 B AR 7 24, it o 4 e B9 A 5

T T REAFER,
5.3 Rz

PN S T TSR DMK BUR B BR AR TH
B i 2 a] DLk 2> 2 40 L P nephrin, ZO-1 & 1 K&
mRNAM &&=, ¥ desmin £ H & mRNA 1 & & ;
P wnt/B-catenin i@ [ #' wnt-1, B-catenin, saill 7§
1 5 mRNA #2355, AT 35 2 40 0 EMT, & 2136
J7 DKD B/EM . AT, ol gy Xt 24 EMT 7= 52
W] (1% SR AF X 488 /0 i PR BIF 5 L 20, R DG 52 56 A 5
B KRR R TR — P iP5 R R — PRI
JER AT 6T a2 X DKD 41 EMT YR58 if
ARt — LI,

6 WitERE

PLAE R, AR 2227 3 78 R 25 U6 DKD 2 48 g
EMT #4717 A AR K. 2R LR,
Al bR b R 4 AR A5 H H W nephrin, CD2AP,
podocin.synaptopodin.,ZO-1 ZE & 1k , 11 | [8] 7¢ [ 40 i
FEFR A AR i ) W MMP-9, snail, FSP-1, desmin, o-

SMA 533k, R 2 ff /L 40 ML EMT, it 4b, if vl il i
AR S5 5 L 4 TGF-B1/Smad {5 5 5% 53 # |
Wnt/f-catenin EE5H 5K . PI3K/AKT/mTOR &
53 AL D A0 EMIT . 4k ifi £ 47 L 40 M . AE 2%
DKD % JEdtf . el WL, v B2 25 BoAT 22 0 i L 2 4L
o ZOURRIRIT e AR 2 BUAR 24 322 0 50 B 58 40
UESE 1 v 24 HA 0L p) 8 75 il A L 02 2 e A AN i 1 Al K
JER B 20 M 34 AR D S GE B PR AP 2H 21 Bl DKD
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A Sk

IR 5t A7 78— S8 A7 15 ffk DR 1) R) AL, 20 2 5
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