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BHIE . AR R Bl B0— F 90 5 30 M D S g Mk 3 i L 4 ol
B Eik K [ (angiotensin-[[ , Ang- 11 ) . Il % & 7k 2% ¥4 1L Bl (an-
giotensin coverting enzyme, ACE) | § iz & (endothelin, ET) . i
KRR L B — ¥ K &R 48 (kallikrein-kinin system) | F{ij 31 I &
(prostaglandin, PG) | Ifil #& Z& (thromboxane, TX) ,.0» 4} Z (atrial
natriuretic factor, ANF) il — 4& fk % (nitric oxide, NO) & 1% ¥
WA 33k 4 PR 2R BT /N BR O BR /NS Bk Ik B/ R A i
11 I VA A B0 T BRI Sl K TR AN B AT £
BRUE L RGN B N IRA S UR . B /N IR R R R M
S A N B A I RE DB S BN 5 N IR Y R R R B /N R [ A
21 0 25 4 e T RE X 36 A [ AR B S . R D IR B
INER B 2 1 PR B A s s I A P R A A K R 2 X R
JIMTEOLR B SR B8 8 B 2 e 28— R 5N AR AL A 45 41 g
P pH AYAZ AL S PN R 0 I o A8 3 M DR R LA B It A R 1 Y
BAES B NER P R A R N ER R A0 A A T — R kR
A& T X0 R M DX i — b 2 Ky, AR R D R AN TR X

BREL G B4 JEE
2 BhBRIETAE

B /NERUE I AN B A1 23 O 3 )2 S5 48 - I B2 20 D L ik i
HUEANM . DB IR 3 2 25 4 AR B SCHE A7 TR T BR 04 4) 5t 52 48 7l
ARCEL IR o O PR 0 IR B /N Bk B R ) K e kA
U R B R
2.1 B/NERNEZ AN B /NER N R 40 i Cendotheliocyte) & B
ANERUE BRI EE 1 )R . N A S VR AR PR R L B R
AUCE 32 B /N Bk e e D R R ) AR A B
&30 DN R MR A3 AL 1 52 . P B 20 M B FL 5 A
(podocalycin) 4 Hy — 2 TR 4 Wl 2 11 20 A5G 1100 400 MO A 2 5, 2 9 B
20 0 $E AT 5 R 1) 2 B 5 R B o FL 45 R A R i I
ERE R E BN B E O . N B A SR TH BB B
FL A7 () B8 5 Cglycocalyx) o ffi P9 K 41 il B A7 H o 38 9 7F MY .
Deckert 457 & 3 DN i B /INER P9 J 41 A £ 180w 570 A fr 7 6
H AR TR King %0 B 98 & B0 008 BE 02 2% P9 Rz 41 il 6
T 300 L P 0 N A 5 O R A 85 R 1 P9 R 40 N Tk ) 58 4
I IR ]S o < P I /N BRI B 0 B i A R BT B A
T EE G B 7% HE AR PR R 8 b, S 20 /N BRI B8 B s>
P B 58 e M 52 450 8] B 3 T 10 W40 0 45 o #E A P BT T T
L AT 458 457 /N ER T
2.2 B/NERE O H /N ER 3R IR (glomerular basement
membrane, GBM) J& JE i3 B BE 1 25 2 J2 . GBM JE 44 300~ 350
nm, F 2l VR R (V-0 L8 B2 2 25 3 R (HSPG) Fil 2
FEROLNEA M. EHEOT 3% IR 32 2 84 76 7T FE
e Fik JE 1) B 14 -5 5T 42 )@ B 1 i (matrix metalloproteinases,
MMPs) FI4H 2L F R 7R TR & 0 B AL 1 30 257 45 B
A EEMAEEIER . SR DN B KA T m iR aE, Bk
SR E AL, 4R GBM OIE B AW E R k£
L PRAMIFFT R L B AR S R0 B /N BRE 410M L P B A
ML IV BRI ol 5 v a3 HEF o5 5 mRNA R O BT RE . IFA
3R] B S B PR O B GBM B4 JRE 5@ i b 1 i R
Susanne %% JRAR TE & KT 5 AF (9 7 208 Al i 25 8 K7 By
A GBM 1 JE iy 7 e B R &
2.3 E/NEREAI B/ BRI (podocyte) 2 UK i R BE 1Y
IR — ARy . PIARAR 2 58 Z 8] 1 L B PR S 24 AL 3R 1A 2 33 45 it
Bl R 25 4 1Y 24 FLFE K (slitmembrane) , 24 FLF& I8 1 3¢ 26 1 3@
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i B R G0 B S B IR 2 R AR B 32 nephrin, podo-
cin CD2AP.ZO-1 %5, ZLAL IR IR A9 56 8 PR J2 /D 3R 085 AL b7
B p et

B 2 R 5 T R 2R L S S T R A — 2 R Y Al OO
) MRV PR A 1 R /N BRUE o P 7 B R A S A . B
ANERTY 3 [E A AR R LA R B 2 B A
HRBMEAZSHENxEZRE . Podocalyxin J& & 78 Ti fE
X 35 22 5 67 f A7 B S 26 1. Koop 451 3l 5t B 41 4138 K &
B DN B # 1% % [ £ E WA s K . Economou M #E STZ
75 5 B W I K BB 7 op & B, Podocalyxin 1Y 3% 3% 8¢ 1E 5 %
VR B 4526, Lh g Bl o 38 A &b 05 3% 2 40 i % BE , Podocalxin
11 & 3K JUT- 4358 45 40 ) - B HE W DN B} Podocalyxin ik & F
Wik B /INBR U Sk R A7 o B D855 L AR i 2R R 9 R AR L I T DN
1) HE JiE

JEAI G 5E o3p1 B A FE 5 GBM A #ED,
SEUOVBIE TR AR PR K BB R AL P o381 B 5 K mRNA K
SENEE 2 JE R W) AR I A R A e R R A TR OK .
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HIE B R . White 2209 IE 5228 (UK 5 1 40 M R0k K 2 4
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tor, VEGF) j& — Fp 45 JI 77 1. % P B2 40 3 4 45 e 1 22 284 )i, B
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