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The genetic basis of nephrotic syndrome

B R

Hiroyasu TSUKAGUCHI

® B

HEATIEE B O FIFE R, 1B, & X OISR OHAEE,
E RO Lotk L 7 2 HEHETH 5, Lo LERANE
BB DL K DR TH D, WRANERIEDORFE X
ENTWRBHRICH 5, BEZ AR UKD T ISR 2
o TP PR 2 HBT 21218, $IWHARE %290
TOEEZWPSLICT 20ENH 5, ZDK) RBIRL
5, blbiUIFHAEBREEDOR»TH AT a4 Nk
$ 7 1 — X i #f (steroid-resistant nephrotic syn-
drome : SRNS, fH# 4 133 & U CHARHiVERBRIKTE
1L focal segmental glomerulosclerosis : FSGS) 12 £ 55
20T, R EEE T ORE & o T O #H
AT,

AR TR REDFN L & B>V TEE T 5,

(=971 |

JESME 2 7 v — CIEBERE O 20% (N JFEAE 10 ~
20%, BRAFEHE 35%) A T a4 FIGHICESIL, #950%
IEEARIGETT 5, 26 O—BHIRNICA T A F
EPLME R 7 0 — LREMEREE(SRNS) & T Vv %, SRNS
D F 7 BRI G E,  BURS M R BRI (LA (FSGS)
Th b, FSCS1F & ¥ & & 2 EHI TR EREBM A R
BE I b o -4E 5L, HOEICE U 3 RN 22 i
BLEZ NS, BIETREDINCD, By, fgRE
A, B TEIRE, MU &, SRS SN S FSGS F
FEICBEG- LCwa Y, Lds> TRERS D FSGS 134 AT
MEETH Y, FEEZRD R CIAEEDORIE Y — %

BEPE R R RO T e B i B

7T, Ll 1~ 2% FSGS |38 15T 54 235 K T HehE
T2, FBRMICEEER, HHEIE, XD 3 2okl
IHE D) RANPERER DB S N IEHNL, H—E{5 (X
v FIVEIE) B SRNS & %\ 13 FSGS L IEIEN 5,

AV TOVEIEHL SRNS TH. 6 1 5 BN 41X, HEZ
WTHBT 5, WbWw3%KTHEIS L THIET % FSGS
EAR EXM ok, Lo TXA v FIEERM
SRNS OB TH % A3, #ME7 FSGS Rk % Hiffifk L
I LBEERBEEETNVEVZ S, EBEIZZOR—RIZH
W R R ORI LT, SRRl o FohisE
Db BBl A A A LBHELICENODOH 5, K
2, BOBBUERTRIERy — 7 v 2Biflie e b7 /2 L
T = R— AR ES L, B R - Rk
SRNS 0 J§i B 5 T O B I — SIS s L T 22, AR
T, TOKIRT ) LESEZEM L TR N RIED
SRNS 72D A Iz D W TS 5,

| SRNS BIZF DO FiwkE

A ¥ TOVEIET SRNS DR R ENT OFER, 29 L Lo
SRNS #HGEIE T DSFE ST\ 2 (R) . HEEIE TEY
OEEE» ST 2L, O AV v MEZRERT 253 18,
@ RZEGET 7 F v flilaEt, Q BEGGED 2 IR
FHRT, @ I Fay Y 7R, R - SLEER o
S, IS TES(”), KP4 b IFEEEEEO b
THICHEBEER b L AICBI SRR RE N ics ik
MiETd 3 (M1a), 2D I AICHAEL & eERIMLET
b5, Mk - fExHET EETERZELN
12, HiEDRND 3 FSGS IR ITHEE T 2, FEREIC FSGS %
BOBE TV D% D3, R P9 A b oM 5% (X
Uy M) e IcETLTCws I L, REYAF



727

BRI HE

BT : [euRlBN (FEY BaE X) ONISSE08I payull-X

10eJ} Aleuln pue Asupiy JO Saljewoue [BHUS3U0D : | NMVYD

DX (ZEFIEY BrKE) ONSSO00I [BWOSOINe 1 HY () EF|F Y Bk &) WUBUIWOD [ewosone : gy

FHLY (1 OHEEANH ESHEFIATEOY LN LL Y5 Hv 1GS2 19 17 uisloidodijody L70dY
=
ZYGYILYXK—OL kI N PNBEOEREHT— %M ®GZ ~Gl 4y  006¥S2 Z d sse[o I0)dooal JoBuaneds  ZgHvoS Mo IA
M RHS O T E0E~0! vy €/G6519  8seuny SulUIBlUOD UIBWOp Hlee LIOay
RHELHEZ) RIS EITOR S TY
QUOCBEEE CHRMEY (SYIAN) B TG ¢ Q¥ O SHSH ~ % [BuISYBN 0G006S | dUIONS| YNH} SUIPOOUS YNY} [BLPUOYIOHIA LTI
uungns
#HOO3 (EMFUFOHER WY) TR USie] EL~E¥M | 4y 62,09 9seisyluAs sleydsoydip :émamomwv _>cmi ¢ssad
MRS OLEEXTd ‘WP WOl~E¥E| Yy 05919 9 aseuasdAxoouow siseyluAsolq O LD aWAzuUs0) 9000 L0
CHRHSOLEEEHM V¢ FE~EXE| dHY  92v/09 aseJsjsuelijAusidAjod-ereozusgAxolpAy-d 2000 < NI A
TBNE ERUWHEE Wi | vy 8¥/¥19 € eydje ulssyu| evoll
PO L #S R B RIE e | 4y /S0609 ujuedsens | 1G130
ML CFIEBIEY SB[, ‘SWOIPUAS UOsISld WX | 4y 670609 Z eleq ujujwer CANYT HEEIEE N
SHSH MiE— @ B 637 AydonsApodi| |eiled av 099161 J/V ulwe YNW'T
WS 2EHELYV LOKX | UX  61£00¢ G J0)0B} LodX® YNY 4e8]oNN GAXN
-
Ao AjlWweygns ‘unewolyd Jo Jole|nsal Emmcw”_u._wm
EIE T BBEIM 1 AydonsAp snossoounwiwl HWIYDS  HE -~y | Y 229909 Ulloe ‘paleldosse xilew ‘palejal ANS/IMS L TYOHYNS
BIXEBEH (A )owoipuss eljeled leN  ® 0€ ~ 01 av  00zl9l g1 Joyoe} [euonduosuel) xogawoy N1 aixn
NGB
2 £ SHSH G & LNWVD - JAFH ‘BWOIpUAS a:e&%& Y@~ Ay 200919 g @us8 xoq pailed exvd
(ewolse|qopeuos) (0899¢ |INIIN] SWOIPUAS Jesiei
(%E] SWIIM) (08076 1 ININ) dWoIpuAs yseig-shueq HE~mix® | gy  080¥61 | sua3 Jossaiddns | M UM HESZE
CHPERENRE S BOL~O0l av  2e0919 ureloid Sulpuig uioe ‘uljjiuy NINY
SOSH YL 2SI OM “NPBUIEXZ EOL~1 Hv €LY 19 3| UISOAW S[OSNW-UON FI0AN
09es 1
(WERTH TMEB) ‘#3 W[TY¥YE %0ovr~02 av  0S9est 6 Uleyo Aneay UISOAW 8]OSNW-UON 6HAN
OV CUCHIBREFSTORELYTOMNE 2 0Z~0l av 985019 2 uiel0id Suneanoe esedln OUd HEdVHOHHY
SOSH Y L28HIWOM *N@BMI¥ET Mo~ | 4y  ¥¥2SI9 JOMQIyul UoNeIDOSSIP ddD-0Ud  VIGOHHY
°(1 @ H# S0 (SSYY L9 WINO)IIALND TFuE¥ °c @
QLA OHE ‘AT 2 %S ~0L OEFYBEFFH 2 KK 0S~O0! av  /gz2e19 Z UIwIo) paieAy| ZANI  gyepym
CNEL XTI 90dHL CANI RILN RLBRE P2 KE  YH~HC av  $66009 F-uinoe-n PNLIOV < £ 4 L T
CEWEBD (YD ZINI I 2N R EYBERE O YH~H | avy  S96£09 [duueyd djuoned [enusiod Joydeosl Jusisuel | 90dH.1
PO¥¥E 2 CAy (LddITD) L-uIeloid [eljsynds Jeniswoln ®GI~G 4y 65009 0-101de081 Bsejeydsoyd auisoif) uislold OHd.1d
WEIR¥Y O YUCYCHIWE I UEHEOY L2 0 Y@~E | (AV)dY S66009 ueloid pere1oosse-gao dveao
WEIEBIFHB R FETE o4 FZ SN MG~ | 4y  G2/019 13 esedijoydsoyd 1307d
UNIYH “eHIMEOIEY ~C OMHALOKY XOLl~HyE vy G66009 u1o0pod ZSHAN
ce®y EE s
OHEATA —OLLRXEOHEY @€ <L EG~B¥E |  HY  00£952 ulLydoN ISHAN N <Y 1
221 WEIIE EHIE NINO ZEE Z2LOE

BOEEROREYENMY O#ETA —O L X HWES JOLY %



728 F 71— YRR LB s B

a.

b.

A AR Class 3:0% -

/

Cdc42--- Re;c1

/|

lass 5

N A =P S #xrv> & Trrce 5 PLCET
S FTUFL A TIFZ> 5 © SR VRS W e
c00eesle Iz [] 1>77v>
K 1 BEBEEOEEER7O—EEEGTF
FEEOREEEE - MENEME, EER(GBM), REKELEEMIECRKRY 1 N OI3IBRLVIEBE BRI, K7 1L
Z2—E L THERET 2, RIRCHRAZEDDILKE bIZRT .
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Class 1 XUy MEEBERTEICH P HEDFEE EET 5K KH 4 bEZRELEE (foot process) IFEWIZHERA L T, BZRIEMIC
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73, HICERLTOEDIZH L, FSGS & CMT &1t
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10)2122 ) 215 DFESE, RhoA & Z U 2 Cded2,
Racl DX 2 G AL 3% 7 v — ¥ % & - 3%k
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iR WTT Z B3R S I 2 BUSEEHI1H 5,
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3, ET W 2B H T B RBE D 5552 wrl 1 )E
EHNHNC B < DA 53, RER{E - JREGATERR R o {LFE
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X b Denys-Drash fitfsft & Fraiser SEffE & 9 2 BEDE
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Denys-Drash fiEfeE#E (X, DMS, H1EEGE BB A4 (5
PR MEERERS), B X 0 Wilms 5% 38 & L, DNA &
BAFAL v E2A—FT227YV8~9 DI ALV ALR
12Xk 52 L%, Wil ORI 2 B V28 B EE T4
D) A2 %40 %53, SRNS OFIEIZE T & DAIS 1L
TWw3, Lo THEIRKE - TSRO BERE L, A5
WTLIZIER Wl 2§35 2 LIk DAL EEZoN
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FHCH L TREO R, 74 b & KBRS X FSGS @
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¢ L, Fraiser SEfBfte & WEIZ N 5, Fraiser JEffE< i, Wl
A bBYY AT IARARF—TDORERPRON S
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WA F T T, BEEIC A s T V¥ —FEEE2 ), 2
Fay P 7R, M oL ¥ —EAR T ISRRA
T22803 ¥ FRHHEEDORERKLEZD, S tav R
Y 7HE LN TW A, S hav Ry PEEICED, H
B GRERIRRE(L, JRAEREE) 234 L 5 2 ik < 25
ST, L L Z2 Dy FREDMIIC IZWEENS <,
KRIEFDORIELS% I T3, 20D,
Fav FPY 7EMRT 2EARE, LS Fary Py 7
A7 bO_ELREZ T T0EIETHD, BNT/ L
ICa—FE3Nn3 3 bavy Py 7HEEEEETZ 1,500 f# b
h, EEIEHUERERTHEEL Tw s, b ooz,
Sravy FY7DNADARE—t(~NTr 7R3 -)TH
5, T harv VU 7HEICIZEE 16Kb BRf&ED 2 + o
Y R 7 (EG) BB TFOEET 2., 2o ENkI AR
BEThs, I bav Y7 (@A) EEFE, BEANLA
WIEBINDBRETICH 5720, %7/ L LD 100 545 %
I LRI, 2028 HESImE & bITRE 5, £

73 b av P 7EROFEMEE, S ravy NI THY
DIFH, I oICHilesHzEAER R T, MENTR
TH FLMEREMTORE TS, Lo TI bay

RV 7EROZWNZ, EEOIMIREET 7 L OBETIER
EEINZHEERH Y, FLEERPBEINLEGATDH
(BB 2T 7 LD bay B 7THEIETFREDR
HEDERDILIN T2 D,

BEEL2 &I rary P 7EROROEARBIE L
T, RNA® OURSEHE (A v v &2 R TF FIcfid 2
tRNA, R ¥ adenine & % \» 1% guanine) ® A3243G 253
H 5%, A3243G ZH13 FSGS 2 F & § 2 R BRIk E D
AzRT 256055 L, HIE BERWE, CTADA, WE
R, RAEFEE (Fanconi iEERE) 22 E2 &L, Wb 2
hiEf SRNS D2 232 2L bbb, CDXIHILEEL
lgdnba s 2 2L U 2 B, & X O, D - BT
FUFXF—THENKREL, S bav P 7REORZELE
Wi EtEZoN T 5, RBRBESHETHIUEI b2
YR TRHEDFEVIZIRIE E 4 503, FUBEETFEAREET
B KPR N —T b s B o oy A 2 B A 3 R
(NTFTUTIAI=)DHY, HEEET 2,

EmoL, I hayv P 7TEAEEREERT 2R
Q10(CoQI10) DEFIC Db B BELRBEDILT /) LRIBT,
%l 212 cOQ2 35 72429, pDSS2 (decaprenyl diphosphate
synthetase subunit 2)%%, ADCK4?" DZE¥IC X - CTIEH:
BRI & 2\ 1 collapsing B FSGS 2382 2 2 & S &
N7, TNoDFEHRIE, I hay P 7HEREREICK 2%
LA PV ABRIGE FY A MEE2 ETERELZRTTH
52 EHRRBELTVD, T OIFIREHZ S I3 SRNS AEH]
DI BOLTY 1% ICTERVDY, CoQl0 DFEIHIFRLED
AL MEINTED, S8, BENADOBED S OWF
TEDFEDFEI D,

5. B & RIKEEEE (glomerular basement mem-

brane : GBM) & D&E#fE

GBM Hitih 54 T FSGS 24 U 20 & L Cid, LI
EREK T 2IVEL 25— (a3, o4, ab $ 7 2= })
DIEHIZ X 5 AlportERRED H 27, Alport iEMEREIZ AT
THHEBRN LS ALN, 270 —¥E2RT BRI TR
DPATL T2 2 LDRHRTH 5, i Th 5 DL INEE
HECHIIFIE SRNS DR & e aple LT, 73 =V
B2 % a— F$ 2 LAMB2 22 3\2 X % Pierson JEfRfE23%H
%, WHE 1A TR 7 =¥ 2 5E L (DMS), HRAER
ML, FINEE - KRERRZETE, MRS oG 0F 2 R e
T2, 522 213 GBM 2R T 2MllsEE 7 < =
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T ] FSGS >
MesPGN ........ >
. NPHS1, (NPHS2) ~ cececeeece >
% LAMB2
i3
SANS || PLCE1 b aneeeeaneeeaa >
LSS Wi} -
E INF2
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DMS : diffuse mesangial sclerosis MCD : minimal change disease
MesPGN : mesangial proliferative glomerulonephritis FSGS : focal segmental glomerulosclerosis

2 SRNSEGEFEETHUZRKEER BEBBROARINTLA

SRNS Bz FNEGEHER B LUVTEDMRICE > T, 70— EERBOREERS, EGIELD, HHERE
FEHIEREBEERLET IR v MNEEARESHOEE - M CEH< TOREFI T INUTOREE &7 0,
x70-tIlh 3, EENETE (BHKRAI N TEL CHERREEI LD, R 7O0-tEEE£T,
RIEBGIIX 7O DFERE % BT 5 DMS, %% U3 Finnish type P TH 2, —HABENI XA IE
Bif, BERBLIESL TR 70— AR L FSGS DHEME AR T BR TR 1 %82 % & LAMB2, NPHS1
DSEE KL K V), NPHS2 ZEDIEMEEN EE 2352078, b ETIE NPHS2 ERIZFHETH 3101,
BEEGCFENS Y, BEREMRAKEZZZ2T7 7 F  MIRBEROREMDHIEICE < ACTNA X INF2 DX X
U ZABRICLVECBZRRY A MIRRBIROBRE 3BMA -0, HRBBEERTHZ, Lr LZEIPSHKA
HICHT TRENICREI L IVETREL, HRREEBAZERRNY A FOREAED SHBENE I WIRD, %
DFER, RIKREEEN BIEL FSGSIRE £ ¥ /-7, TRPCE, ACTNAZRII TARARRZI TCRRE SN,
1~ 10 COREFLRESINTWD, T WTT IE, RHEOREBENEEEICL > T, £HBPS/NB~K

A% TIRIEVEREIC 50T SRNS 548 L 5 50,

v-521(ab5, B2, yl D 3 DD, SKD) DY 7 L= b
THb, 73=v-5211EGBM a5 —4 v A5
v, YA A EAGERESAEL, R YA PR
%z GBM IS T 2% HZ2 ) . LAMB2 2852 X ) A P
4 k& GBM & O#fEDA 151 & 75 ) IEEO TR A4 %2
T BEzZOoND, £z, 732V B21%, HilREOUL
FOTRRECFLE - AKE S, B O i itz 41
BEICEBL v, ZHEICK ) BERCHRERZ &
H3 22 LDFRHETH B,

EIGME SRNS OERFRE(S & &S

WCRIZIMAZ, FER7PSTETT VT A hEEt/hE~
R 25 1% £ T SRNSHERIIC DT, KRS & ORHEE
2EHYHITE 2 F0 X B KB a & — b AlF%E (PodoNet consor-

(it 32 & W5IH, BZE)

tium**? n=1,655, SRNS study group®" n=1,783) Dk
i shcw s,

FEREAE M1, 5 /R DA T O B IRASEFE(6 ~ 7 &) 2 o,
B A MEEEOHEIAIE 114~ 1:5 BT, LIEEED
%\, Eio, BEEEOFIEFRI36 AHTH > 7D
MLAETIE 12 AH L, SEEEBEDIZ ) BSRHIFEE D6
MzR L7, BN, 12T Tlds~7H
MFSGS Z# 5L, & o IAFZ EMNEE R 70 —X
JEMEEE (minimal change nephrotic syndrome : MCNS),
DMS, X+ > %7 LHGEEE 2 (MesPGN) 23ib b, Z 4
ZN 1 HREZ 5O T (B®2), —7, 1258 LTz
LA ERBIDIFSGS Lgid T, Eie, EEZHHE
IZAENRIE D SRNS TH 3 & 24~ 30% TH - 722D, L
2 LA 13 EEE T2 BRI mE <, BRETER6~7
H,3~1227HTIE3~5%, 2zl ~2%8<TH-



732 37 1 — RREERE LRS- 1A

27O MRS 7O REREF

BN & BHER S V)
Non-syndromic Syndromic
ik s tn ik
L8R EMEE
) .
igﬁ arm | | arem | | pees | | oswes ggﬁ%
o AR | | EEE ERR | | 5 e
XM~ 1K & AHH DDS, FS  Pierson Alport Nail-Patella 3Ir3ZKU7  Galloway
1®ET LR RE TR TR EBR R TR MowatfE {22
NPHS 1 WT1 INF2 WT1 LAMBZ2 COL4A5 LMXB1 tRNA'eu Unknown
WT1 NPHS 1 TRPC6
LAMB2 NPHS2 WT1
NPHS2 ACTN4

DDS : Denys-Drash syndrome, FS : Fraiser syndrome

3 A70O40 REBHER 7 O—EERBEOEGFEH7O0—Fr—k
DA EDEFTERIER SN TVD, KREEETFETOENRERL 2, REFRK, B (BE $H1%), By
SEEBECTFEMAT 2, BEROADEERFEETH GEERME) O3 70— EEBEDIZE, 1 MUT THNIENPHST,
WT1, LAMB2 ORIEEMEDEWV. HFICERBREF SN TR T CEROAREMEEEZ 5, BIVER (BRBEESZDER,

RIER, B4 E, BERE E) DFEBERESFOHANIC

Too NITET 2 ED 1 HLL EOBZW I EETH > 7
23, 1R LOREI D 8 FIFLEIZEE AW TH 2,

BEZRICKITZEEZH7 70—F

FREAE D & BB S FIEE T 2K DAL 2 LT
%2 (®2), £7 SRNS D 10 ~ 20% I B LIS D pfifE, &
%, IR7% &%k E AL, EREER 7 —X0
BRGZRT 2%, 20k — AT, EIHEROE
W6 b s WEREEET2HETE 2546050, B
o (R 3)

1. 1EXTICHET S SRNS

Weko ak— MfgEIC X % L, NPHS2(38%), NPHSI
(23%) , LAMB2(4%), WT1(3%) D 4 ffl D f5 - cako
70%% i 5 2 LG ST 25293 2 SRR
AR (1% 3 A H PN IIE) 12882 &, NPHST DB
1% 40% ¥ THIIML, NPHS2 &IZIZFBAEE T, M&N K
WET LD 51 552990

2L

XL Do

HAN CNS18 4l D 5K 1%, NPHSI 73 12 fl% &5, WTI
& 36, LAMB2 %5 1 T, NPHS2 ZE¥\3 7205 72, i
E o 1 oRlFE 2 7 0 — YRR 30 flo@hrcl, 2
BEHT 5 17 Hld, wri 23 8 4l (£ 3 H H AN D FE 7%
566 Eikd %, RICNPHSI B3 6 6l (ZE# 3 5 HEA
DFIE S 6 B) % i, LAMB2 %3 1 5, NPHS2 731 5 &
%oTw3Y, 2o k9 IcHiED CNS #E T, NPHSI
ZEHO WRIZ WK & FFLETH 205 NPHS2 ERIZE DD
Ak, Do Ers, bPED 1ML TOR7 80—
VREGERECH UL, £ NPHSI, WT1, LAMB2 D74 % 3
R EDVRIFENEAI )=V T EE25 (™2, 3),

2. 1 RUBEO/NBENSFE - BRAHAICHKEET % SRNS

HEMEE S 2 R T S FSGS o d#E <3, INF2(10 ~
20%) 23 b % £, TRPC6, ACTN4 %3 5% Hifgic il S ¢
V2 (n=215)%3Y 215 O T I IEBEERE 2 HERL T 2
RZEEROMBLE R DOMERFICBIG L Tw5, ZOERIZI X
kY ATH B EDFRHET, IG5
FIIWBIC & L F D, lE, NN EREE 2 S R0,
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PAEMICHEEIE A ~ L A AR AT R S 2 LIk > TR
NHDEEIC 7 0 =2l T 5, LaLiads, 1~
3% T SRNS % 2§ % TRPC6, ACTN4 b HEINTEH

h, MO —~2 L LT, RUIUCELDELRDH S,

BRI IZ BRI CIIE T 228, AR NL WD
ICHER I 130T SRNS 2 ¢ 2 BB & L C,
WTI 3% %, WK TIIRFEME SRNS @ 10% 12 WTT 234
S, 27 u—YOFRIEERMIZ 4~ 12 HH, 18K ED
202 R L Tw 2, LdsoT, FHIFEEED DMS 2>
5 12 bl Ed FSGS £ ¢, RIAWEREICE T 7Y
¥8, 9DAY Y —= v IhHEEI N Y,

%1k SRNSBRIZ E LT, BRMZHLE L 7 KBZS
LT BT NPHSI, NPHS2 Plb MBI N Tn 3
(10 ~20%)2°~3Y  z 9 U4shic, PLCEI, SMARCALI,
COQ6, PTPRO DSHBEINEHARIE TG S NTw 528, BifE
D & 2 A bHED SRNS TG IEFTH 210, Hiko
2 HRES S (loss of function, #lZIXF vV A, 7L —
Ly 7 MAER)RIEEA R, FiER, SRS HE A
IEGEPERE OBERE - MHERE 25 S/ L, HhE SRNS & 7%
%, THUIHL 2 Ak vy 2AEROGEE, BB~ AZE
JET, Y7 aARY vk EGREIIHERIST IS RE T 5
ZEbhHb,

SROMFRRE

1. BAA SRNS KEEILF | RIRSHREICDWT
KK D SRNS IZE I 2B FREA 7 Y —= v 7T,
2 KLU FFAET 60% LA E, 5 BN T 10 ~ 20% THIA
BREBINTEL EREINTL22% ) 2tk LH
#D /N SRNS T, KD 1~ 18 8 ORI Tt b s
JE(6~12%) IcBiH S 15 NPHS2 2R3 7 vs, FRIZ3 A
H LA I 58505 3 2 Bl O K DIRRAHTH 27~ 20
HoMiE LT, B2 HEREREF»EED D, G
T EICRBEEET IR ZFRESEZ NS, ) —D
DOHEEME, 7T NCHHEDE >, RIERFR 72 SRNS
BB T DBFET 20 LhvawI L Th o, RIGRE
72 SRNS Y 227 7L Ll LT, 77V ARBAICE
I} % APOLI %17 L)L Gl, G2 23H 5, @779 h %
HADKI50%D3Gl H20IF G2 PLILZHEAELTW3,
Gl, G2 7L VDO~ T B EARNE ZBF 0N TH 5 b
VR Y =2 2 PRT RS AR T 2 2, AFICH
Ml & 72 03I & 7= (positive selection) & H#EHI E 11T
2% L ZANZED—HT, REELIFEA~NT OEARE

(G1/G1, G2/G2, or G1/G2) £ 722 10~ 15% D7 7 ) 7
FERANIFZFSGS FIEDNA YV A7 %) ZEBHS M E
7% o 7o (1BYEB R DM Y 2 7 2 £%, @B EE 10
fif, HIV BHE 30 £%), BE, DBETIEZ DX ) BB L
FHEH 22 M HAE RS X © FSGS J8hE Y R 7 H3 £ 2 FifiId
oSN THRWD, SHROVZESHREI NS,

2. SRNS EIZFZWOBRN : RERIMFIEROME TR &
BIERBHR

SRNS {5 F#ifE % £ X 5 ICFHIEIRICEITTTE 20
A9, FTE-OHMAMEL L TR MHSEo 17l
Wb s, BIETEREZHT S SRNS 13, —BICEALEAD
R, 7 ARY v (CyA) & w7288 08551
BERFETHE 0 10% A & RS RELY, Z st
LR 230 S 117 LT SRNS T3, CyA #1512 &
D 70% ([ EfEHE 5TV B, TRPC6, PLCEI, WTI,
MYOIE Z8 54T H B IGIEE NG R TH - 72 & v ) Wias
Hb, BIEWESRNS TH-oTH AN FAREIETERDY
A%, RIS IR L 9 5 2 L 2RI E S B DH
%6'30)0

B oML LTE, BHEEEEOTHITH S, Bl
B I 38R 2 Wi E B T2k D 28%, KHEERT
4.5% T, HEHEEZTZHITE T 20 TIIBREE TR
v, FSGS OB MR 30 ~ 50% 12 % 7 0 — B hiEfE
WIS 2, 2o DIERITIREMEDH T, B 21308
BUMEh oW 23R I 5§ 2 LHE S T v B,
—J, b LEBEHOR P A b EAZL L (NPHSI, NPHS2,
ACTN4, WIT) %#H 7 2 BT, HERmMCIIER IR 5
oSN LD, FBRIIIINSDEZITBLTHH
FEHE X TV 30508 2 R FBIHS NPHST 28R EH
DR, T 1 EHIC 25% T3 7 1 — BHEBEREDS R
T2, TN DHFEEBHET R TH Fin-major & XN 3
truncation 22 (N i 90 7 2 VBB TRIFRIFEIL) 26 L TH
b, BhifICIE 1,000 7 2/ [ 2 2 Ml s E O FL
DF bR & LT RS, HOER 7Y VHREL D
By izt s, —7, MBS 7% 0,
H 5 \VIZHIEANICIRTES % NPHS2, ACTN4, WTI Tl & D
L) BT CHAEDRI 200480 TH B, DX %Hl
T, 1) BYICHH L ZEEE R EO R TIE & |
(non-pathogenic benign variant), 137124172
THEET S, 2) FFr—L 280 ERERETH LY
&, BHEORERETCIREAVBHSL TR S, RED
HEEEREZ 6N S, Lo T, BRI AZZ2FHT S
2iE, BROBEDFRNZRD Fke, FF—DZROfMH
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LIRBTEA (KRR — 7 2V R, w4707 LA E)HE
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B TH 5, T ETIThbh > TEEfEN SRNS
ERZ, BEEORTORETH D, AL L THIRRIC
BB ERZ S S kv, Uk LB R E &
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