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WAED T ) WENT O 2R e ICFE, 2714 Pk
2 7 v — LHERE#E (steroid resistant nephrotic syndrome :
SRNS) DR KR F IR LIS e otz, B FHA b
Ay MED T ZHERT EZEZSNT VL7 Y v
(NPHSI) % F >~ (NPHS2) DR DI Z OREWHITH 2,
I OBIBFIIHIZEIE SRNS DFIEIC A F 44 b DR
JRER LR PSR R SR TH 5 T L 2R L, SRNS %
“podocytopathy” & HEZ 2 #i7- P B R b RIEI N T, *
7 v —-HEGEREORRVIR I HT - BRE 22 Tw b,
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w7 a—EhEplz, A7uA FEFER 7 9 — e
#F (SRNS) & WES, /I SRNS Dk IZ, MUNRERAZ
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Molecular basis of hereditary nephrotic syndromes
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DHEFT O ERER DR FEE 2719 2 LT H %,
WREOAEHIEEIZD SRNS BB (FEIIN - a—F 7
%) &£ L Tl¥, NPHSI (nephrin), NPHS2 (podocin),
LAMB2 (laminin [32), PLCEI (phospholipase C epsilon—1) %%
RETH 2, WIMD 1R SRNS 80 Fl DA HMEHTIC K 5
&, NPHSI, NPHS2, WTI, LAMB2 DZEEDIFEKRD 2/3 %
Hd 2 2 EPWMESINTVS(ZNEN23%, 37 %, 4%,
3%)?,

CHUTH LR A EETE-IZ 2759 SRNS {5 11E, —
A A TFERE THREIRICHEST 3 2 IR 2 S L, FSGS Difl
iRz 23 %, MR ZENE SRNS Ei5 1 & LT,
ACTN4 (o actinin—4), CD2AP (CD2-associated protein),
TRPC6 (transient receptor potential channel 6 ; TRPC6),
MYH9 (myosin heavy chain 9), IFN-2(inverted formin 2) 23
%, FBEOBETO R, AEH SRNS & BIHER
DEHEMES bOWH Y, LMXIB(LMXIB, HiRE MR
WA, WrT(WT1, BREREGEER O 25 5
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AR T 2EH, K NV A FoEEEZEOEA, &
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HonTw» 5, EEEISEEME R 7 0 —-BREERHER L 72
B, Eioal, BOWEL, AOME, FBIEFREZSEICL
TH 21T (B 2), REESF OBIZFBEIZZET O A
%57, REKEEP RO THICEHNTH %,
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A. RIREOFREFE @ MENEMER, EEEGBM), RERELEMEGRRY AN O3 BERLDERIN,
MAEEEEE S U TEEd 5, MBEARISBERME@EE R H D, /R NH 1 MMIiEEN 5 —R - ZRER%E HIE
U, &5ICHREREBIFEZEI (foot process) &2 D, E#ET 2R R+ ~DREEEHE WICHEA U TREHRRIER
BEEEBET D, o, BRERIF 25~50nm OERICR Y v MEEIFEIEN 2 [R5 aEEEEE T K
L, MAAOIEEREEEE U TE<,
B. Xx7O—tE%RIIEENF: X7VUVIE 820%EI/OTU V(g EF—T7NSHdREIOTY Y
A=IR—=T7IV—ICBIDEEDFTHD. ANVEINADEEENSHVS NIl 6 DD Ig EF—7
NEWCHEEL, BELEBDRY Yk (20~50nm) ZEfEL TWS, RRY VIFRER TR 7 U VMEBEAZN
32y NEEROMIREANICEWT, 7Y 79 —EQAV 7V FUEREAREDERERL, X7 YYD
[REEEBEDREREBISEFMT %, CD2AP [FR 7YY ESELT, MRRESY TV F U MIRERADELRE
HEEBIT BN, TV RYA M= RICBEET D, TRPC6 ISR RY A MNMCHEIET S TRP F ¥ RILT, B
ERBETH D, PIVFZV 4lE, 7UOFUEREERT, BHBEOMBETIVFURODEZE/ICEH NTWVS,
BADRIEEERKE, 15— CollVa 3,45 &SI 11(ab, B2, r1)hSEREIND,
ARRY A MIHRMIEERC CERDMEMIETSH D, BELBW, RRY 1 NEOMEEEH ZWE, RRY
1N EXEITZ2EEBEOREIRRY A MEEDSIERICRDD, —EMRREEEECZEBEINT, RIK
EMSEEL, NALEED FSGS RE A4 U %,
C. R7UyEeR Uy NEBEHEAR : X7V Y OMBEREEICIE, X7V Y0FOY VEEDY VEE{bIC
WEZR, src family kinase Fyn "&59 %, U VBt I fcx 7 U VHIBERNSEIZICIE Nk 75 79 —h\ES
T77FUHERFEY VI —bT 3, ZORE, 77 FVIRHEOBEENMEES L, 7 U VESHNERE
CRFEICEASINDZEITED, AUy MEDOHREZH#RFT 5, CD2AP IR YZNLT, X7UVER
ICEWTERERERZERL, X7V VDORRETCOBELERICHES TS, RRIVIF, RT7UVERTY
VICHEERYT 29 FE (Fyn, CD2AP R E)MHIEXRRBLKEET 2 LD ICBRBZRET 5,
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R RYE % 7 0 —VIERE & WEIE 5, 74 v 7 v R
K% 7 0 —BREMREE, Alport SEMERE & 3 A TRt b i <
2 B EBGRIZ TR M Tb LT & MR BRI R T H
%, 1998 4EI2 7 4 v 7 v FEUERMER 7 v — IR OIR
BOE{GT NPHSI 23R &z, NPHSI 32— R$ 23 %7
Vs a 7)) vEREGE DD 1241 7 2 B 6K
2EESTC, RFNYA FEORY v FEEEL T 2%H
2HT2® 1Y, 279 Vi, Wb 3 iEBEED Y 4 X
N7 ORERE L s T EEIONDS, o, 7Y

VENLTCRFYA bo7 7 F UiilagszH@E L, K1
A FOREPHERBERICHELS T2 EBbro T
%,

F 7Y B SRNS DA TR, KfiZ &GO T
CTATHROPoTw5S, 27V YEAREHOMA]T
&, HAHTH B VIdER> O EEO R 7 —X¥ 25T 5,
KRc 74 v 7 FADZR 7Y VERD 70~80 %% 0 5,
truncation 40> % 7 V) BRI VG IIHEEM Z R T 2 L 23S
VB, 74 VT Y Rk o i LB R 7 ) v trunca-
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Nephrin 19913.1 NPHS1 AR AUy hNEEED Ty IYRBERMERTO— 256300
5%5d CEER, £% 3 HAMRICH
fiE, 2~3 M E TICBREITHEST
Podocin 1925-31 NPHS2 AR FE 2704 RIERER7O—EE 604766
&3 (SRNS) . fEMRITERD
B RIRIAIE (L AE (FSGS) 1'%
\’\O/J\IJ%/H\H ‘I: %x%‘:ﬁ?ﬁo 3 -
0w /XTlE AR KIEME SRNS
D 45 %, BHEHD 11 %%z 56
%O
CD2-associated 6p12 CD2AP AD mLE B AFRIE FSGS 604241
protein
TRPC6 11g21-22 TRPC6 AD MR Ca FAFIFE  EfmME FSGS, BEH, HAH 603652
FHICKBRRYA ICERREIR, 30 MALRICE
NEE DR REITET
a-actinin-4 19913 ACTN4 AD MRRYA NEBEE  BfEE FSGS, BEH, BAH 604638
OMFEERARE  ICEHRHE 40 mALEICE
TEET
Formin 1432 IFN2 AD RRY A NBEE  EfGM FSGS, BEH, BMAH 613237
OHFEERARE  ICEBREE, 40 RALEICE
REITET
Myosin heavy 22g11.2 MYH9 AD IRRYARBEE TF77YHDRTFTXIUADAD
chain 9 DIREBIERARTE FSGS ORIEY RV ICEES LT
Wd,
Laminin 32 3p21 LAMB2 AR RIKAEEREER  Pierson IEREAf, £% I <ICHE 609049
B> D R4 fE U BARLICET. REINESE
EHESZENE N,
WT1 11p13 WT1 a) RIKATZHEE Denys-Drash fE{&E#E (Wilms & 194080
BEEMS), Frasier fEREE, O
FAEXY Y X T LAEGE
(DMS), 3 %\ (& FSGS D
B
LMX1B 9q34.1 LMXB1 AD Gl Nail-patella fEEE. B EMD 161200
TERREBZH D,
Phospholipase 10923.33 PLCE1 AR [+t Truncating Z2£ (414 BHED 608414
C epsilon-1 X7 O—CEMFRR CHEBEE
(PLCE1) DMS, 2Rt AZRFIER

RIEEHOSE VR 7 O—EiER
BT, BRENOETHHERY
BV, —I0EBH T RRIMHE
EICRIGT %,
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Fo, EAMPRL %5, 7Y VAR Fin-major Tld 90 7 < / 8, Fin-
minor TI& 1109 7 & /&t %%, 74¥ 7Y FD27 ) VY EREXR
D 65 %3 Fin-major O+ AR, 8 %I Fin-minor O EEER,
D 1% Fin-major/minor [t]d % \» 1% Fin-major/minor & 3 A+t ¥ A4
DEHG~TUEAETH S,

tion AEIZFARNE I D, ZNBFHRICZ TSR
LCE R (AIRHEDR), 74 v 7 v FANICIZEER O
W% WEBEZ NS, JIUIKHL 7V v HERERE
BDPIE, BUNELRE ORISR E B LT, 5~6 %
DURICFIE T 2REHI S A 6N 3Y, £ ibrhic [ AEMR
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NEH A B W BT 2 || s
v Serr e /NEEFL S JR3g 23k
ACTNA DDS, FS Pierson Alport Nail- I haCRUT
(McD) (OmS) ko EARR EEH  ERE paela R
IFN2 WT1 LAMB2 COL4A  LMXB1 tRNAleu(UUR)
%gﬂg; CD2AP
MYH9
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L7 b, ACE [HFESEPL A T 14 FIBEICKIGT 2 a6 b )
HEhTwsY,

2. NPHS2 RRYY

NPHS2 1%, WM, db7 7V 2 0% MEE, /AN SRNS
KEMERE O BOEIE T & L CHE S kY, NPHS2 IZX D
A—FINZRFT 3383 M7 I/ BBEHED S5
HHR EGEI O BT H 5 FEBUI R R A IR RN T,
2y MEFAHICE TR 7Y Y OIEBICHFEL T
%,

ZORHENX, *7 V) v DY T F ISR FRED
KEEM, EANREEICHE - RE 2T 2 S
NTW3, MEIZBIZR P VHEHEHTH % mec—2
BADS, MEZFEEZRRT 2 Na 7 © 2L OEH % B
THREEZRI L TORBREMEPIL THD, RS bk
FEHIRA L EEOKERZICHEETH Y, ELoBR TS
BBtk D == RIS T 2 2 o b2 R L2 b0
tillbns,

Z DB DERIEHTT, NEDOAZ% ST, KAD SRNS 2
LT 52 EHUREIN TV 5, BRI TIE NPHS2 &5+
ZEFZ/NE SRNS D 25 %, A 15 %IZBi5- L, FSGS @
FERE % BLE T 5 TEE T EMESTF ST, Ly
L, ARID SRNS FEHITIZ NPHS2 75 BAHIE D3 IEH 1< A 70
$, bhrbno A% &0 TBREFIRE T2 & E
bizY, OIS 7 SRNS HEMETFDRESE I, %
g 277 AND SRNS KRDRT ) 5L X)L TORHE
BIETFHREZIT)REREEOT L ko7,

NPHS2 Win TEREZHT2HHZE T, A7uA FEIED

RIS, B (B 2%, Bfgs, 5

4 O RIENIHIRE IS IETH D, X 5 ICEBMEZ DR
T (7 1 — X FF) DESHEETH 2 (5B T) 2 Lo
5, A—8 vy PKETIE, ATuA PR 70—+
FEAGERE O PR HEE P IGHEED#EIR%Z % 9 2 T NPHS2 #
ETZMBHER STV 2™,

3. PLCEI phospholipase C epsilon—1

Y FE ANERX D v X7 L4l (diffuse mesangial sclerosis
DMS) % FSGS D% % 7~ ¢ /NFUFERE SRNS KR ICE
WC, PLCEl ZRBSHE I N0, 208k, T 10T
THIET % DMS 35 5% DB FEHTT, 10 GEBT (29 %)
I2F > T truncating PLCEI ZRMFAE ST w 21, Hi
FERED DMS JEFITIE Wrl & A TH 285 B R D
FThHDEEZ S, phospholipase Cel 1, £ /¥ +—
W TFNEBNT 2HETH D, RREFHICHEERE
Bz BTN R I NS D, BICB U 2RO
FELEAHTH S,

PLCE] ZZRT1%, R EIGRMOBED AR E v 2D
DR H 5, JFEDIER' R EFLd DMS 2k — F D%
SRR 2 22 L, RHEEBE(F LA, £ 25Tl RFR
5 ) EBINICS {, PLCEI 28903 § R CTHE MR % B
Mo 2 AIHEE D E > truncating FUE R TH o7z, B RS
=y 7 T22D PLCElI ZEDBFAIEINTVED, 5D&
2Ha= AT 7 ICEWEN v, F—HD PLCEl %
BIBET2T0A PRy 702K VICEZERZRT I &
DHSN TV B0, PLCEI S A% v ZAZEWIZEET, B
JOGYETH % "REVED B % .

L, PLCE] O R EHAHERZAT 2 BEDIR HE
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WaERNIRuHEF O REINTWAS, F7, phospholipase
Cel /v 777 b= RAEEBOREZRI v, Lk
735 T, PLCEI ¥\ % 7 v — BIEREEFIE O T8 1
EVIH kD, BEEEZHETIHEEZRLLT0EELHE
Zon?, SBOERNOERELND,

4. LAMB2 S 3X=Y[32

FHFRED DMS & IRER UhESL, ENEE - K S iRZE
o, ML) 2 R e 3 2 S BT EREE Pierson i
BE LIPS Pierson JEMEREE, T 3 =¥ B2 M5 T LAMB2
BRMPFERTH S, 7=V p21F, (a5, B2, y1)D 3D
DD & R DML E R R ©, HER2 7 -7 A
VIV URYA IR A VvEAERESAEL, RFEYA
N LK 2 GBM ICHfE S %, A GBM 17 3 =¥ 11
(a52, yDDERITTH Y, LAMB2 ZHIZ X ) GBM DHE
WEEEZEC L EEZLND,

¥7:, 7 3= B2 \FHTIRE DULE O Bk AL -
KR, HIEHOMMREARICSEICD 270, LR
12 & D IRGER PR 2 A 0F 9 2, FUHREMG a R v &2 1E D
truncation Z %% H 7 % Pierson TEMEHEIL, /MEFLP, Z4
DA & 22 A 6 2 O IR (RHE, BRI, (R a3 2R
T, L2l S A v AZEOLGIRIERZ bR VW&
DHBW, Lo T LAMB2 13, R IREE %L
SRR 7 0 —ETRENBMEETTH S, e AR
WD 75  THEINBEHRIE TO—2 L L TERTRET
H5,

BHEE{ED SRNS EIEF

1. ACTN4 7V F_> 4

KEE AT =G EDRAFERE - EPEEIS FSGS D RS
FOMHCHE S NEY, 20, WKk FSGS HEHITD
BEROWEBHALENES, TLUVHERFEEL 5N,
ACTN4 1% ae—actinin—4 % 2— F$ %25, Z® o-actinin—4
I% F-actin £ &3 2 X F¥ A FoMilaEEEdD—>T
b5,

Pollak &'91%, FSGS 3 %D I Ak v AERIZT7 7 F v
it 4 PE I (actin binding domain) 2> & 1 #] D AR FEIT, (first
rod domain) # 23— F9 2227V v 8 IZERLTED, Fv
FRAERY FTHB EHEML T2, FEERICHEBERT, T
7V 8 DI AX YA ACTNA ZRMIFTFAER X 1 5RE I
F-actin &f5A L7, SOHEFEIE, 77 F VISEHEEEO
7 2 BBER Y E R - BEREIC BT S L
ZRBEL T 5,

ACTN4 72 5L 13 7 RN TSI CREIR e iRl %2 &
ZDEHI D, BZ 6L ACTNA D 2 Ak v ABERTIEA
BRIRMHESIC 52 2 B IR Wz o1, ISR 2 &
THERPEEL L 2w EtEZoNE, ZDLIHI
ACTN4 18VE 3 2 & v 228 B 70 JET it B % 2k
U, WeFetho FSGS DJFRICZ 2 EHEHI S5,

2. TRPC6 transient receptor potential (TRP) cation

channel 6

Winn & &, BRAFERE = 7 0 — BIEERE O & Je b ik
BEMO=Z2—Y =7V FORKRICEWTH AL v F ¥
VM TRPC6 % 2 — N4 % TRPC6 EIZT D P112Q 2
A v AZEREFE LY, FRFCHKM -k 779D
FRNEMIE(S FSGS 5 5%, CUti 58 7 2 /s RAKT 5
Frl v ALEED I AL v A TRPC6 Min T4 R X
N, BKIZE T B - M FSGS DR E LTI,
TRPC6 225 D139 DY ACTN4 225 X D b %\ EHEM S T
W 5,10 RUAIT O/NRIAFELE SRNS B 2 & G EMEEIER
FRIT Y, TRPC6 ZBEDFAE I N T3S, NE7 27 K
D SRNS T35 D & ZAZBRIIE DD > T,

TRPC6 % transient receptor potential (TRP) 7 7 3 V) —IC
B9 % Ca il - IR RN A A v F v 2L TH 5,
TRPC6 1 Hilis M5 O P 1< BHE IS FBL L T 573, BT
BOTIEARERIE R P A ) ERRMEICHEBIL Tw 5, R
FH4 PRV y FEHEICREL, FFPYE2E8T52
ELHRINTW S,

TRPC6 FITE, MDA 2 > b=V VBREEY <
HHYTIANT)eu— VIl k) iEE LI NS, i
P i I X > T H otk L, BRI (mechano-
sensation) ICH PG T A EEZ 6N, KV A MITBWL
T, MZEHIL, EDX)BHRe bS5 THICONT,
FELWETFIZAHTH 5, TRPCO 1 Ca i AS 7 F V%
fliTa itk RERDT 7 F v FEEZFIHL T0 3
DTIEF RV E V) RFBRBIN T 5,

TRPC6 % SR D FEI IR TIZ, IR b U S 2
ANDF X FNVFBEPIGEL, TvIAT VIV REDT
TZAMIC K> T CaliAT 7 NVIBHIRT 5, Wb
W 2 BEHE JTHEIR B (gain of function) IZH 5 &\ ) WG 23%
W2, ZS ORI, TRPC EIETERIC X - TRl 4
oA A VIRADEL, R YA MEEZL SR TR
ERBLTCW2S, R FYA MCEIF S TRPC6 D EPEEHE
PR VOFEIIOVTIE, 5%, WiF2HET 3,

3. MYHY9 myosin heavy chain 9

kD67 79 A% T A A NFANC I U CEifl
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FED Y A7 039 2 {5\ 2 EBHI ST W»ie, 2O ANk
BN RIRESZE L, 77V ANFEDT ) MERICLD
BeEsnsetEions, ZITKRED 2 7 V=713
admixture linkage disequilibrium mapping (ALDM) & BEIX 41
2 )ik T, 77 Y A N FSGS IR QPR IRZ S
ﬁ?vaVféﬁo%m
i, RIEH) %2 T 7o U RAT C I BEA RIS AL D JA

T%ZW%%MT%@,%@%.u%%@hﬁi%ﬁ?%

h, BEEEETOREIEEECR S, —J, MR E
5N DAL 1~2cM LD, R 7 ) —= v JIRRIC
HAuze—h—8ErEd LiwE I L 240 28008
HD, BADBT AV ACBR L CABRE AN 2 H5D7
J LIS OWEHDNE £ - 72 DHSEBAIIRIT D 30~40 AR
it wvwbhz, ZORE BARHDT /7 L5HEEIE 5~
10cM DR X T, BAY / MEBICRRHICEAEL Tw 3
COBERNHEEEZBAREDT / LSO ICF AL 7
DA ALDM TH Y, v —h =B THEREA
RREEBLE T ZHRIHTE 2 LI FIELH %,

KED 2 FV—T7ldEbic, k2 KHOI ALV H
$438 {51~ (nonmuscle myosin heavy chain 9) MYH9 DA > b
v ¥ SNP %M (7 LIVHHRE 0.2~0.6 D common SNP) 23 7
ZUHAFRT A AAND HIV IS FSGS F X O I
KA RDORIEY A7 % 2~4 505 2 L2 R L
7219, MYH9 \3ARBRER R4 McHE L Tw5, B
BFEEIE Ay vEFEEAORELZIGET 228 LTH
FH A FMilgatEofr~ZEtzy E&EI L, FSGS DY A
VRTFERDEEZONS, Lo L MYH9 %ISR
BOE I E ) KIBEA2OFREICIZBEIS LT 53, JFIKE
BT LICBARTE - RIS Db 2 BEET PR S 2
EDTRBEI NG,

72 MYH9 G T Oz 7y Vil DRI, B2
VTP OVEAZ O REERE T H 5 Epstein i 2 #f (OMIM
153650 ; FURIM/IMRIRAE, HEE, BOE) DR & %5 2 &
DBHISN TV, B 72 HFHO 7 V¥ = v a F v id%
BOFy ARy FTH L, BIEOFIERT IIAHTH -
723, BOEARFED MYH9 E5FARBH THOWD & B
EELLEFAOBIRBL €2 —%{T57% & 25, FSGS
WETH 2 2 LW INT, TR MYH9 DS
R, KA MEEZNL TGS WEZ E/- 7 LW
IRHE T L HDTH 5.

4. IFN2 7A=Y

Pollak & (% 7+ & D AFENE - H G B E B E O
FSGS RAMNTIC & D, FHEIKELD T INF2 (inverted

formin 2) Z i L7220, KM, 77V AR T AV AAND
FSGS 11 R, INF2 2 At v AEBDHER I 47, IFN2
EBREAET2EE T TG 10~20 1% THEMIRZ FAE

L, 30~50 i CARMBEAR L o T, EHIRIEF 7
0—E LIRS RN, B, IR
MEZAPET 2610 A 6N 7z R TH 5,

INF2 137 7 F ViR KD 7 7 F ~ D1%AL (nucleation)
ZHIEIL, MIEEHBOIERIChH 5 7 4L 3 v EER
2HEHT7 7 2V —IZJEL T3, IEN2 1325 Dz 7
LTED, BREKETIEIR YA Mcdhbh, AV v MESE
HEMRET 2, BEERIX IFN2 O diaphanous-inhibitory
domain(DID $HIg) # a— F§ 2327V v 4 IZEPLTW
7z, DID i3, 74V 3 > o HCOBERERE M RE
ZHIZEBELIEITH LD, BROFy ARy b Lk
2bDLEZ6N5,

N E THRATIE FSGS 121, 7 7 F v Ml & o il iH
IZh3h b 5551 (a-actinin-4, 3 4V EHH 9) DEE)BE S
THIENWRINTER, BERD T 7 F VllaEHE 1A
BEIZTD L, FSGS FEIED VAV D3 E 5 2 & 2 EIEL
T3, INF2 ZEOFERIL, SRERMREREGE MR I 7 2
F UM EROEETH D L) B2 R T5H0TH
hiEHE NS,

5. CD2AP CD2 BEEEH

CD2-associated protein (CD2AP) I3 7GR T U ¥ 3BkD
HZEROMIEN 7 ¥ 75 — & L CHE SN, GERIGIC
BEEEZZONT W, L L CD2AP DRIE< ™7 A DS
DMS %5 Eild 2§ 2 & 23 & h ), Bk A T ot
MYEZ RO BHER E 2o 72,

%7, CD2AP ~"7 0 R4 Z (ull 7L ILD~NT 1
G~ 2) T, RFYA POy R A F—2 2iHEE
M O /NRE SR AME T LT w7, 6 MTKRDOE
FIR%Z 2L THIET 2 CD2AP KIH~ 7 22 L, CD2AP
NTOUARETT AFRERETH 5208, 9 W HZEBZ2H7-D
75 FSGS DHIBRZ % b+ 2 X4 v X 7 LM,
FEWMAEZRO L, BT, REIEYDRETEED N
PEETIHEELTED, YA P OHIFIAN~NDILD A
AMEFDEE DRI TRV LIS N Tw» 5, JERIC
HEINCEARRGTS 205, 728 CA2AP DRIETH R
T A MEEPKI 200, ZOBETFIZOWTUIARHZ L
%, WERHEH O Z B Z 20,

INRFEIED % 7 v — BhEH] T CD2AP DR MAf& 3 F v
HRERD e BAERBHATE S Y, & 512K A FSGS
DAZITART 7VART AV I ANDEHTT CD2AP D
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SAR VAL, T MBRE, AV rifino% s
WMESINTVE, BIUEOL ZA 7Y 7 ANTD CD2AP B
DL, E b FSGS I8 % CD2AP DE#H%ZH S
ICT BITIFE L 2EHl O EE BN ETH 5,

6. WI1 Wilms [EBE&EGTF

WT1 BB T2 54 & % PRI 1 Denys-Drash i fff &
Fraiser JEMERED 2 D231 54T %2, Denys-Drash % {5
FEIZBME (DMS), BHEEREA ST 2, & X O Wilms [
BE3MEL, WIT =7V 89 DIALVALER
(R394W 1347y ARy b)ICk 3 Z E03% v, R wri
FIEH wrl RT3 2 LIk D (RIS F v b2 T4 7
fER), BIREE - EsRoREREE2z S TEEION
%,
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