R & RRDERATHR

ARERA_ERZHRRIEE & B lRis

A BE R R
= CEl

KA X 218 MEEN BE R CHino—@&zl ), AFMTHH 2T HACEoTwS, &
512, MR S OMERBORELERRA T CTh ) A PR EEIEDL L. T OB, EHRE B
RER T 2SHRRANIC C L ICEETH V), WFIIHERICE T 5. 1o T, EARIZ U OFINIE O ERET
DIFY & Z DOEHEME ORI RS, R L CEREH LOEELRBPEATH 5. 5okl D, %k
BRfR ERCMINE GR R A b, M) (2R3 2 MAATREERICHIIN L T 2. SRERE BRIz & 2o e
ZEREMIZAHEIET 5 A Y v BB E I B I3 S R OISR 2 B <720 OB RRERE & L TEETH
L. SRERR LRMIE, AV v MEOBEIZEAREZA L, ERRBESEFRE 2 EE - BT S B
T &S, WA T, SRERMAFEEOHERFICB VT O RIRAE LM EE 2 x#H 2 R7-LTnb. &
%, SRERME EEMIIEZ: 5 NT A Y v MEBIEGT 0 S 5 R B BEAT A, BRRIEE ORI 2 & NS

PRI OREEE L RIS WIS 5D,

(HMZEE 98 413~420, 2009]
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LI C, \EARBMARDIRAME - BREEED
L ®IC HERK T & L TEHT S Z EISREKT S, IR
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Uy, RIRCTHH22THAICEoTWE, WwE
RER® 500 A2 1 A25EN % 5 F, AOMHIC
W3 2 LA TRAKERSTVD., S5,
RIS U Lo INLAE Sl AR L 72 fE BRI 7T D,
M TFRICKEREEE5 2 5. L5 T,
R O HE SR AR ORI & & o iR R kg O R S
RS, FEARE L CERRRD EoEE LR
HThD.
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PO TRPEAE~DERAT-E 5. Zh
X, EHOARDISRIERKBEEOMR R L LTELSL S

DIE T U SRR FE DR FEIs R 2R M 1
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5 HED  SYUEIRNBEE RN
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JSRBICHEIET B A v MEEFHEN DD,
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GBM, glomerular basement membrane; ¥ : 21w MNE ;& BZRiE

B 1.

RER(F_ERZHARE, AU v MROEFEEMBZRGR k2 X 0 &5 1)

A REXMA AR OEEE FIRMRGR

B BRiE (%) FSUVICAVU v MR (KER) OEFERMERE
C MuNE{LEIR T O—CHERBIC BT 2 EEEFHEMRE
D UNE(EEIR T O—CREIREFCH 1S 2 BRIEDIHK

1. REELEEMlEOEEEX) v ME
SRERMR D 7 2 WG L, PIEZRINE, X
XY LN S ONTHRERIA ERIIRTH B
Z D5 BRI EBGMIB IR B 0L L 7oK
SALHIIE T 0, SRERRELRI 2 Sl 2> & B
WPREDLIIIHHET L. M IAD K S ITEEE
T-PHMEIC X A BEE T, SREME LML 22
AT SO B — IR E, EIhH S
SITHET 2 ZIRZEEDN D D, RGO K
W2H B RZERIEF I OMBL (K) 25Tz
EABEDED XA G-/ R gL &
b, A v MEIXZ ORZER LRI D 20~60
nm®D BRI E NS (K 1B). Z OMiia
EREEO—MTHSE A v MR, “V v s—kK
OfEEZ L TWD EHEINTWBEY (X 2).
C ORI LML oOMIB e IEEE LT, i
EHEFFICEE 27 7 F CMHE, PRET 4 T 2
IR LWIIRUMNE TSN TWwS., & 512,
HRERA LA EROE RS ) F T 33 7L
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FRIZE A, BMMELA LBEBHERRICES T 5
LEZLNTWS., ZTORERITA 70— EhE
EHETL R OBEEIRD A SIS ERIZHERIA D
N3 (K1C, D). mwmit, TOHEIEFIZT TV
AKX T ASB5-3 % At s 7.

2. RIkfA LR, XUy MERBECE
AR

SRERAR BRI, R v NEORRER AR
FURD MBI BIS-3 2 2 L 2SREBITHBH L
T& 729, ZoHEARMBLO 5% OfF TR
WS 7 ) IR e e 2 &1 F 72, ShudEe L
TAY v MNERMEGT-OFE & 2 OFEEEDH I
L2 AT S, ZOBEDORIZ, 7Y
> (nephrin) I UK K ¥ (podocin), o—7
7 F = 4 (o-actinin4) L \Wo72 21 v +EES
WFAUERYE A 7 0 — B RO T ST
L DB TREICH S 2T > T3 (X 3).
LUFIZAY v MERE 12D S REHT 5.
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Foot processes

s

CD2AP, CD2-associated protein ; ZO-1, zonula occludéns—1

B2 AUy BMROT«ILE—EE (CCik4 £ ) &5 1)

1) 270>
FT7YUIET 4Ty FREREARA 7T —8
FEAERE DAL #E 5T NPHST O#tfaT W & LT
Flsg SN7=7. 279 Y3 A v bEfEEO L
WOFEEZOLNTWVS, ROICHEETFREZ
s L7z Tryggvason & &, B4 5 52 B5/kMK ik
HAE R 2SR o 2 ) v b B O M RALER % 1 1
L, Hfifast k2 4 v oF‘EoEICE) 2 v
MEDT7 4V —FEEEZ DO 5 T3 LA
LTWwaY(H2). il ), 27 1) YIZAY >
MEOREK ST LTREFTIE R L, MWK
AL KB ¥ 7 FOVREERE~ ORI 5- 12 B S
LRMASERLCEZ. A7) VHIBBN F X A
N3 A v b ERE T AR E T L
Fynk\wo7:Src7 7 3V —FF—BHIZX L F
oYy bR RN LTT 7 F kRS
N MBI OB RE I 53 2 W RETEAUR &
NTWw5by,

2) KK >

R VI EROALSERDIERZ & 5Kk
PR F a4 FIPuE 7 0 — CRERE o )5 K i
{ZF-NPHS2 D@ T-REW & L CTlE S 729,

(185)

RETVIERAY v MEFEBIZERFL, XYy
MEEZMFL TS, X512, ilkotrT1) »
RCD2APEMEETH I LI L DRI 7
ZZICHHFG LTV 5.

3) CD2AP
CD2APIZICRTHINLIE U o S e 0 UM 5
H§ 282557 CD2 OMIBLEERICK &3 % & H
ELTCRES N b FEBKICKA LT,
CD2AP/ v 7 77 b= ZDMHZ X 0, 4
I S \PARAAE UAH 6 MBI A4 TIE
C3aZexHmEasnszz 270 /G0,
COFTORIBIZE D A7) VBRI T 24T
NYT KRR TZ b0 EbIL, YIS
IRERIEAN D5 5 RREN TS, 7 A
TOMEHE, & MHEPCRERMAMELAE 2 $112CD2
AP% I — F ¥ 2R FREHE S, EBEO
BRI & O B AR S 7210,

4) ZOMDOX) -y NEREST

o7 7 F =4 % 32— F§ 5T REIH
et R ENE O BRI E b D FMMHAR 5 Fitk
SRERIREALRESI TG Sz, 727 F = i3l
WEoTrF>74 X PERGL, T2
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COLLAGEN IV (a3, ud, u5)

(-]

FENESTRATED EPITHELIUM

Glomerular
Basement
Membrane

e @O

ACTNA4, a-actinin-4 ; CAS, p130Cas, an adaptor protein (Crk-associated
substrate) ; CD2AP, CD2-associated protein ; FAK, focal adhesion kinase ;
TPV, talin, paxillin, and vinculin complex ; ZO-1, zonula occludens-1 ;

AT 1, angiotensin receptor 1 ; GLEPP, glomerular epithelial protein 1 ;

ILK, integrin-linked kinase ; NSCC, nonselective cation channel ; Fat1,
cadherin Fat1 ; TRPCB6, transient receptor potential cation channel 6 ;
ANGII, angiotensin Il ; EZ, ezrin ; GPCR, G-protein coupled receptor ; CAT,

catenins

3. RERAFLRMRESUTICRAY vy MREGESF K6 & h &5 1)

T O4UMEE T REILE D, TIF= 2D
EFRFEBHANOETIIA 2 1D L 05, kit
Tldintegrin-linked kinase & 2 7 1) > OFEEIZEY
G-L, AU v MEHMERER SRR LB g i 52
FHELTWDHREEZEZOLNTWVS. S5, AY v
R E 41 & L C, tight junction DA 5T
Td %Z0-1 RILKRIEISEIZHE G 3 5B7-1,

FAT-1, FAT2 %0 ET 5. TP H B, tran-
sient receptor potential cation channel 6 (TRPC
6) DR T2 5 & FIFEMEHEIR iV R BAR TR L
i & DBHEANEH Sz, T DOTRPC6 13 /228
ERE-A Y v MEIZHTEL, K PP ¥ EHEEHE
ZRRT A ENH R v MEBEEHERRICES
T5EHEWMS N TS, S 512, TRPC6 IFTRP
Fx AVIEL, MIRNNDO A V LRAZ
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FEHLTVD., CO#ERTERICIY, 7V
F 7 2T Y IHRATEOMITEIN A L 2 7 A PREEDS |
ATz edMEEN, ¥ 7 FVmEEBE~D
HEDRBEIND.

RIETIX, TNSHORY v MEBEST- Ok
HBEE DS, AL RUEBOFEFIZE EEH
3, BRMEOENEHROEAIRIEIEICD G35
WHEEMEAVR SN T WD, — 5T, SRERMR R
B, AU > MEZZT TIXFIBH AR R B R O
TAE L RIBENT WD, SRERRARES 2 2K %
SR ERAREE S R0 S BR AN B2 A, & oD B 3 & o
THETZEOEEES\EHIN TS,



BERT ;

R (REEGE. M
El? b‘/f

- IR (%ﬁ‘ a? X5 -
TEIRERE)

t CyclinA, | CDK5

<§§Thv4hﬁ@ﬁ

| CyclinDT, cyclinA, cyclinB1
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[fHIX+ : cyclins, cyclin-dependent
kinases (CDKs)
BOHHEHREF : CDK inhibitors

R EEA

| p27.p57 tp21, p27 tp21.027. D57 1p21
d °
® ® .

o

1858/ Bk [AEX ] [ZR =]
THIVESEBE MR CEEEE - PABRE
CERESRSENE - SENERHENE  ERREE - TOFp
BRI LI SRERATE L FUIFAFIIVI

isiE —, 1

[RRT+ | RRREE

[BEx2 ]
PA ; puromycin aminonucleoside, TGF ; transforming growth factor

H4. HMEARGEEHEERERED S H R ERRRES & ERIKEFRED

ER

SRER{A L RE R O MR E EATI I E B
HE & B~

S EEIZ L L 72K LI C & % SR Bk IR L
B 0REE % 2 % ET, MBI
LOBEDEETH S (K4). HEFND LW
FIERIE AR E RIS RO0 L, SRERIR BRI
Hoix¥gsm - Bk, K, 7RF—=I & 0vo

TRBM oD L ENDD, WEIEERLE
%EIAHTHL. ZhHOBHEAL, EB X
R DOHIFN T & - THIE S 2 MR L
NIVTHRZ B T EHTE S, HgE G-
FIEOHIAEFE LT A 270 ¥ BIUY
£ 27 ) YKLEYE ¥+ — ¥ (cyclin-dependent
kinase ; Cdk) &R DHIHETF & L TH < Cdk
A2 EY—DONT Y RIZX YT I N TS
IEHSRERIR T, SRERIR LRI IC 30T 59 A
7 B IUCADOFEBIILT L, FKIZCdk
A e ¥y —Tdhbp27 Rpd7 DIEHHITHET 5.
C OFEMHM R HHRN T ORI NT 212X D

(187)

NS ST
\\\‘%ﬁ%ﬁm

RER AL U, SRERAR B B D # R 5L 2%
FESZ STV A, Z oMM oI &S8R4T L
THRERAR LB O MINL &4 DREEE, SRERF L
BEHINAE R~ — A — O3Bl & TR 2 D
WESHEFF SN TS, —T5, FRYIREE T
N ORERE I XY, Kb 7RBRIK BB
%@®ﬁi$é\’?$iﬁ@ 7R VA BOS A T,

ERIKOREES L ORRRERE 23 &, &igmi
ERIAMAL, A4S Fua %12 (14 4).

\'

PR
4. XRERME LI DREEREE & (RERIE

1) REA LT DREEREE

CNFE TOMED S, SRERA bRz R 5%
FAZIZ WL OO ERPHERN E N TS, T4
bh, R v MEE ZOMBEEAOREE, T
F IR R OREE,  SRERARIRIRIE 2wy LR ER
A b B2 R B~ BRAKR L EC BT B o B s, a8k
R F R A R OB EORETH 131, &
512, Hiizk oo JE I d A A R, BRIRSY
PSR BRAAEALRE 2 351 2 BRI 1 b Sk Bk
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AR EICB 5 L CTWb 2 ARSI Twn
b, WIFNOFERIZLTDH, —HRIRMA LM
NaANEA S % &, FRAFRERAR BB I BT A3
Wh 5. TR BRIRERERALICE R T S
ERESHEN S TS (K4).

IS ORI MRS A2 BT S
ERE LT, #@EZMER, Y (Nav
I Fa ), A, AEEY BERBEICBT S
advanced glycation endproducts ; AGE, Fabry
Ji% 12 B 1T Bglycosphingolipids, & % i & &
DFEE), 7 A4 VA (human immunodeficiency
virus : HIV, ParvovirusB19) %5 WNIZ XA H =
ANWARNLA (F70 s, \E) =&
DBHILGNT WS, TENOHDEED HWIE AT 4
T — % (3&PEEEEE, fibroblast growth factor-2,
transforming growth factor-B, vascular endo-
thelial growth factor ; VEGF 72 & @35 [N 1,
interleukin-4 : IL-4 RIL-13 = EDH A b A A >,
IL-8 R*SLC/CCL2l e D EAA ¥, L= -
TIVFT Iy - TIVRATRIYR) BAL
THRERMAR EREAN IR E 2 MITTEERXLNT
W3, DTIRENZRFZ2H1T5.

(1) E=ER

EFREOERESX 7 o —EREBECRIE SN
b OLANZ, MO FEE LRGN FWT-1
Za2— F$2WI-1, I Fa> Y 7#EERT
(A3243GHMUEIZERL) , SRERMR LB 38 BL
LIEHSRERIRDFEEICB G525 7 + A7 4 1) 73—
¥CA 7Furia— 3 5PLCEl D&, %
HRARILEIE ORI  TH ZP2 7 I = 2T —
N9 5LAMB2 DZEFE L ENHE SN TV 5.

(2 711X

HIVIE&Ge: 3 2 W ISREFE SR B AR BR AR
LIEED—ERTIE, MBWL L 7= R ERIARAR B A8 5 L
72 BERZANBRICEUY P 45 B 50 2 S BRI R 22
ZRT(RBARR). ChEFTox—7—%
Blowars s, Bt - B L T % FEEAIE
FRERIA FEAIlaTH B & S NTwab.
O TIXHIVEIE T Dnef& AT 2 L H28%

VA

in vitro
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Bk LRI ASESGE§ 5 Z & AR S 7z HIV
WX B IRHEIC &0 SRERE iAok L 72
JEREIZE D, Z PR SR ERMARE 0 R B o0 ek
EEL, FRESRIFES NG Z L3S BOWR
PRI % Z 2 B 9 2 CTHIBREEV>.

2) RER{A LRI DIRFERAE

—7, SRBRIR LR O R - B1ERE D —
Y 2 fHV, IEHE SR ERIR ORI 3 X OBRRR D 585 -
RIS LTV HaHRFIHONTWS, Th
FTICHHL WS D E LT, VEGF, L+
4 F,125-Y FuF I ¥ % I »D, peroxisome
proliferators-activated receptor (PPAR), 2 v
JalVvFaf FBIX®TrEA 4 ThH5H
interferon-inducible protein (IP)-10, =1 A T 7R
IF U REPFITOLNL. IhbiTnind A
Uy MEOHLE R FTH B F 7 Y DIEBL
ZRET B T EATRENT VS, SKBRIREECHH
DORERIE S TH 5 T I = ViR ERME LR HE D
VEGFEAEZRAET 2 2 &5 5, BEMISRBRkME
LR LARFERNAEH L T3 EE 2 6
Na. INHORF, FFIZVEGFB XU LF 7 4
FIiZHBWT, SKBRK BRI 39 2 tRiEVEH
VDHEBEINE7-DITIE, BEEIWO CTHIET
HBHIENVHELEINS.
5. REKMAFLEME : BERKICHWNSND
R DOBEIZNMEE L TOEES

1) SeEHlHIsE

KATIZZ2 D, 7 B AR Y A%ERkDO THINLD
NFAT (nuclear factor of activated T-cells) BH 2
Tid7e <, REAEEEMILD 7 27 F > Ml EH
FEBHEENE L, ToRE/ICL ) IiER
IRER A RT T EAHMEINTD. Cor e L
T, SRERMR BRIl 7 2 5 B8 TRho
GTP7 —¥HHHFTH2 T+ T b EFT 1 ¥
(synaptopodin) LY Y EALHEIZ X Y, #F
T YLIZ X B0 s 2 EITRERT 5.
PFTERTA ViFa-T 7 F =4 LAHESEA



RRho7 7 IV —DIHFHALIC L b, 7 7 F »#HE
HOBKZMAET 25 ErMEINRTEY,
7 AR X BRERELEMBT 22 E
HOREANC DL EEZ HNDLY,
FNATNFIA FDHREME AR L
THBEH LRE R 2R T HRE S iTwn
% . RERAKR R HIBE N @ ATP (adenosine triphos-
phate) A2 & D AME/MafE (ER) PIZbESH
A7) hsas LIRS T 3%, svaa
VFaAf FigI baryFy7orZrvaania
14 FZHEREN LU CATPREAITLERERZ & 721
A7) VEBLERET S Z LRSI F
72, Z7vaangFaAf FiEpsb3 KT, JL7 AR b —
> ZVEH % b D Bcel-xL O, apoptosis-inducing
factor OBENAT DRHESEIT X 0 SRERIR LRI
DT R =Y A& TRTHRRLRENTVS.
2) L=> 7ILRZXFO
S REAEE
SREMA BB E L= - TV T
TNVRFRATO Y REIERELBARED L. T
DF T T YIRS X 0, SRERE BRI &
T URBIIMETL, TrIF T Y URER
AT1 BHEHRIC X Y BB WNET 5. BEREW S
LS, AT2HIBIC K D A7) Y REBUIMEMT 2
TEMFHBH L TrIFT VY UZHEMRAT
1 BHEHIC X B PR FRADA, B IR R DD 7%
&b —EBIZAY v MEERE IR BLO T %
ML TVWBEIEERBET5E LB, ATI/AT2
DI Z RN O W RETEA D O BLREGR V. 52
B, 707 o VINIRKIC R Y, A v M
B F IS 3 2 EH 2T Tid e <, Llo
TRPC6 %41 L7718/, 25 — 75 ¥ e TUHENER,
7R = AFFEEAEH, MU IR R 2555
AR ERAMICAETL S Z EAVRENTVS. %
B5IENINZ A= = A o SN D k) e B
5. SHIZHRILTIE, T ok RBRMK E R
fagggEs, Mk L=, (Za)lb=r%
BAROM G- 2R3 5 HASER L TE 72
—J, T K25y ARIZHIEFEORERK

v

CTLIATLY

(189)
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R AR ER A S LTV . REBRIR BEE
HMMIZIZI ATV I NF T4 FZRAEBELET
L., TIWRKZAT7Ta &), NADPH oxidase
EMEALIZ UL A P L ASHERL, ZDfEH
EIATNINFITA FZHREERICL D E
W2 EehmEINnTnD.

3) ZDDZFEH
FRARMICHEA SN ) AuRTF v OFR
HEHOOEDE LT, 727 F v EEoMERER
LA 7)) YFEHEATLREIRENT
W5,

6. REKAEREMIE EBRRRE /N1 F
T —h—~"DEH

R 19U SR BRAAR 1 R e o0 B 5 & Fi LS, 2
DRGNS 2 BRIRIRAT B WL ONA F~—
f1—) OBRFLEBRICHIIEETH S, JRITE
I DOIERE A KL L, 22RO 75 AR
LB, SRERR BRI E R B o PR AN L AL
HELTWSZ e, ToRE, HIEEIRICK
WeS B A EEMEDSE V. EE, JRFPOSRERA B
BB DM 72 5 IZHE KA ) F 2 v B
FEhTwns, Zhsof@IZE D, RERMFE
B, LSRR LMk EO R 2 ) —=
7, W, UREhEREAE, 7 AR HEN 2T RE 72 BRR
WAZWE OSAd~—Hh—) &40 5 5k
TATRENT WS, 51k, WELOMED S5
7% B BETASHIFE S 5.

=/~
T

BBbHIZ

SRERMK LRI, RV v MRICET 55T L
NRIVTOFNAT T A, ZTOBEEHRPLEAR
FEHE & ORISR EBICHS IR >TE/ L
PLBEHS, 20 XS IR EIE U 25,
St ERA B B R PN B I & 5 0 BLAG 1Y 7 SR BRAK
PR B ERE R X R 7E T ITIEH S 22 % > T

B Gk, OGO E 5% B &
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L BT, REMAREZAIRE, AU v b ERE ST
2R & L72EHE S o NCEHRRRAEZITE O
BiFE & BRI HSER S NS 2 WIS s.
AR DRGNS TILERASHEFE T E T e
ZEEBHETFLI .
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