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Circulating permeability factors in primary focal segmental glomerulosclerosis

A1 H B =

[iE = il

Takehiko WADA and Masaomi NANGAKU

EUsic I

BN DR 2 7 v — CRE R O $ LA 13 K
3,800~4,500 fl L HEE SN T3, Z2DH L, HEEHER7
0 — - LREERE (RIE SCE A 71 A B3 & SuZ sl 3o ft
ZEUMHEZ DIRR 2T LTy, 6 7 OBz
TR E I AERTEM T RICES 20w b D)1k 1,000~
2,000 f EZ SN BV, ZOEEHRYER 7 v — LIEREREO
PR & U CHEERIE R (5 o 25 B HUR T Hi R BRI TE
{biE (focal segmental glomerulosclerosis : FSGS) 25 & %,
FSGS 1%, fik, BRo N7 ABRIED (focal : HUR) —HBIC IR
J& U 7z (segmental © 43 8if) BHAL & v 5 i BEAH AR~ O e 2
ZRBITOEETH -7, LrL, BEOEAKZEL,
AT A FEPE TR ICBRREREIDSMET T 220
&9 BABMMBINE ZH T 2 BHEVFEET 2 2 LS DT
SN, % FSGS & MR L TR Loy U 7o &
ELTWw3, EFEM FSGS D RIERG X MNENAL 2 7
O —RYEERE & BRI 2208, I Rl X9
BREEAL, AT a4 FouEiilEtic 2z ne ke
RIS %, HARARL Y A B Y —(U-RBR), HAE
I# AL P A Y —(UKDR) DT =22k 5 &, AHFI
B2 RADFEIMEF 7 0 —LREGRHO 111 %% 0 2
BHETH2Y, 2 ORREBICRIER T2 5T 2 Wk b
CBIEMINTE D, ©ERITHEL I NARIZ 20,
DX HIRDUT CTIELE, AR Y v X+ —X¥ 77 2 3
) =77 VAR T-3Z 2544 (soluble urokinase-type plasmino-
gen activator receptor : SuPAR) 23HTRIEMERT- D & L <

FORRF RPN« N iR ig

W SEHZED 72,
AfEIcBWTE, bbbz GO R OME I NV —T
D3 DR T £ L CoOaEM: &2 WGt L 72655 % thia g,
J5FEME FSGS DR F- W8 D Bf 2 & U 72\,

I ER D EERIREELEDRRA

FSGS (%, MSHEORK - AR E 6T 2 BE DR
BEENSIKS EEZONDY, ZoLBEORME RT 51
I ARERA MG ED D 5 £\ ) 2 & 3L DRFFERE
RIOVHS2ICEIN TV S, Bl 15 T, il
FELL, ZOMlEEHR A v N IEORERR I E S 2E %
Ptz LT B3R &4 ICFGE S i, BEREMRTDSHEA 7223,
NS DT DR - RIED—TBD FSGS 1IZBI5 L T3
&9 X TESGS=podocyte disease (& MIENE) 1 & > 9
HERZ IR LT 5,

ZDENIT, HHEDTA VA, WA, B, WG
i« BEREHOEIE G 22 43 FSGS DR E 74 b 5 2 (R)Y,
CNSIERD S H & 7> T B FSGS I3 Fed (k)
FSGS IC I N5, —J7 TN (—X ) FSGS 1%, #iAl
FINZ I BUNEEALT 2 7 0 — CHEMRE & L L 72 FehiEk R -
MR 2 R L2356, AFaA PR bl iy 2
AL CHEAMER 7 — IR L R A IRE S, BPE
BARTH S, L7ch>T, JFEFEM: FSGS DIEA - Jisferk
P OIS EE L FETH 5,
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xR ERDEMERIRAE(CEDRE 75

JRFME (—RIE)FSGS
RERFOREE ?

TR (ZRME)FSGS

1. RIEME/ &G
LToEH%ZI1—RT %EEFDZEE : nephrin, podocin, CD2-associated protein
(CD2AP), «a -actinin4, transient receptor potential cation 6 (TRPC6), WT1, informin-2,
phospholipase C €1, tetraspanin CD151, myosine 1e, apolipoprotein L1 (APOL1), coen-
zyme Q10 biosynthesis monooxygenase 6 (COQ6), parahydroxybenzoate polyprenyl-

transferase (COQ2), laminin—-82
2. UA AR

HIV-1, JULRDAJLA B19, EB VAKX, A4 MXAAVAILA, YIF7VUAILR 40

(SVv40)
3. EHIE

ANAA Y, AVI—=T7 Ay, UFTL ERRRAT7AR—MUE ROVER), ALY =a2—

UYUBREE, EXTOA RERAEER

4. BER - BERERSEIS RIG

4-1, X7OYORASEHESHOMEEEX7OYDORDICE D)

Oligonephronia, BIEHERER, K& BEATE BRREEREELE BRERER

B, ARMNWBUIRR (IBEBESER NBEE

4-2. FIHAICIFEFR 7Oy OFASE#EDEWE O (MITEIREIC L 3)
BIE SFFEEOCNEREER BRES, MUime, BEfRZE), HREDE
MOERT« —ELRRE), F7/—ElERIEDESR, SHARMIRE M

5 ZEMEEE (D> /NE)
6. RIKMAERIC K ZIFBFEN/INY —Y

BURIBTEME RBRIAE X (IgA BE, IL—7ZAB %, pauci-immune BUERIEIE B R MERERIK
B%), BEEMERE (Alport FEMXEE), BMEBE, MARMEM/INNMELE

RRAMIAREELECH T 2 RIEETES
DR

56 FSGS DIREB IR LA T-23B5- L T\ % AlREME 1
HpoiEMINTHR, 2o E LTiE, 1) BBk
EH O THYIC FSGS 23 F ¥ 2 hEFISEHRICED 5 1,
— 7 CHAMERT DI AN A ) 2 7 D BE KT 5 5
Ty, EIEIREE T 5 2 &, 2) FSGS HEFDIMFEE 7213
M Z 5y b 535 2 LIck ) EARIELRI N
722 49 3) FSGS HFIMIE L ex vivo HBERBREAEE 7L
CBOLTTIL7 S voEREzHmMESELIL?, 4)
FSGS BFH M2 6 AR L 2 Ric—lko 70—+
TERBERTIE L 72 E I MEY R H 5 2 L, REBDHITS
N5, ¥7z, 2012 41T New England Journal of Medicine #&
D Letter (ZKES A TD ) — A7 T RAY v RFED 5 B
WIEBI SRS X T 52, FSGS 1T & 2 KN A 2B E D
SlITxf LTk & DA Th 73, BAERTEZ O
BB DIMUFEAZHUIC S 2000 6 77, AR T &K &’
FRREDIR T 2520 & N BRE A 2o 72 2 £ 2 5,

(X®k 38 & D5IA, —&fNE)

Bhifite 14 HDIRERT 2 OHEE 2 R L il oKW
B4 (OB« BRI EE) ~NERE L 72, Z O
D, BIHEIZEARPEERBET 229252 L% E
BLTHOoRBERERZLTVwEEW), ZoHED,
FSGS T X 2 RIHE A 2B Z M S 5 DR ER 237
fELTws L&, 2L T2 MHHDOBZZT 7 RIE A2
BEOMHICIZ ZNDFEHEL VLI £, KEEAK - &
FERER T 22 L Th, FiER 14 HEETh UL NIE 6
THDHIEEZREBL TS,
CNFTIHEADY ¥ 7 DS, U 7R 113 £ 27
7E L 72\ 23, cardiotrophin-like cytokine 1(CLC-1)'1% 24
F TICHRE S N ARERN 2Bkl Tdh %, CLC-1 & IL-
6 773V —IKET 201 THY, HEEIEDDH % FSGS D
BFEMETICHET 2 2 LRI NT VS, ZDIEDI,
1) CLC-1 I FSGS Ifi#E & kD 7V 7" V@@ eIk ¢
ZENREAT B 2 L, 2) CLC-1 13RERIARE 5 M I
BT % nephrin DFBEZET I % 2 &,3) CLC-1 1%
%€/ 7a—FVPifkid FSGS MiEIC L 2 7L 7 S v iEiH
PETCED DR Z MG 2 2 &, 4) FFME FSGS BEICB
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% CLC-1 OPFBRIMH RN, 1EH M 12 LT 100 572
JEH FRL TR I EBMEINTEY, WEICI2DS
WHERFTH 208 9 b, i 2EHNED 5 11T 219,

ERDEMERREECERIERF & U TD suPAR

C DBUE, FSGS DINREIZ Db 2R IER T & L TiEH
=D 757173 suPAR TH 5,

Reiser D 7V —7"D Wei 1%, BMIEGED DT A H=
ALZH)EFRELTyaXxF—¥MT IR =7 ViE
AL R F 32 254 (urokinase-type plasminogen activator recep-
tor : uPAR) 23B 5 L T\ 2 AIREME 2 2008 412 L
72"V, uPAR (3 3 BiEfEZ L b, MK L glycosylphos-
phatidylinositol (GPI) IZ & - TH#lf L 70 FTh b, vuF
F—=XM T T R 2 ) =7 AL T (urokinase-type plas-
minogen activator : uPA), vitronectin, integrin 7% &I ¥ X F
BUAYRERAETIMEZAT 2, CORERIIIEE
¥ 7 G YA (B 2 BBR'D, peh R, S EAL T A
Fa'9) o1z, PIEHINE', fqiie'e, S,
MY, ERERY, S & AT, JRAE -
By, SeBRES M 12 B0 &5, uPAR O
FBUL RSN T LR L T 2130, RIECHKY €7
VY 7> TtET 2 2 eI TE D, IHEE LT
3HE 4 OAIEN S 7 v 2 A L CHITEAMEE o 55 fig ol i
D A[E) % (cell migration), MHEAAr7 &, flix OEEL
HIBEEE I BIS L T 22 Wei 5 13, MR o F8 L
T % uPAR 7%, B ;-integrin D> 7 F VR Z /v L
T cded2 *° Racl 7 £ D small GTPase % ifEAk L i A]
A EIE S 2 LItk T, EflagEEZERL T»
% Z &% uPAR KK~ 7 ARG 2 o 72 SR 2 i U
TRLED,

—Ji, GPL 7=l S5 C &I X D il i
e LCHET % suPAR 13, BRIRIVICIZBIRBDE 22D
BIfRE>Y,  JFZE2, B Y v e 72, AR O X 9
ZIRREANBI G LT B WEEMEDVRIR S LT %48, [/ 7
W=7 ZDFFICEHEL, FSGS DIRREICEIG 35 2 &
R L7, SEEPE A MO suPAR WE % L 7
& 5, FSGS AP CTIHMERHENTREO AL ST, #
/INZEALHE (minimal change disease : MCD, EfRREE - FEFERE),
HEERAIE (membranous nephropathy : MN), LR S IMEESE 2
NZNDOEERF LKL CHERICEETH > 7, 7,
F& FSGS HAF L C 135S FSGS #1115 FSGS
Ll L, FEIC suPAR L LEMER R L7, X 5102, B

PR 1 FRRICE T 2 M L IE RIS B W TH R
CIfifE suPAR IRIEFHREICE W E VI FERTH - 72, B
Bk % o 72 BEHIc B\ T, FSGS, RIS FSGS Dl
kT 1% B ;-integrin Ff BRAYFLIA APS CTHFHli L 72 integrin >
TFNLOIEDBEZE I N, & FIZE TS suPAR-integrin
¥ F IV OREEDIRIEICE G L T B EEEDRIB X
7o PAHBSTEFE FSGS 4 SEFI OB T, IMAEALHIC X D
SUPAR JEEEHME N U 72 fiEFI SR E R I R > T 2 &
WRENT, TOMEDBLEITIE, 2 2DABIBIiaF— b
CT (At>K 5 FSGS clinical trial) & PodoNet (3 — 1 v /% ;5 i
BHER 70 —BEREEa Y Y =2 T L) IEHINTH D
FSGS BHFZ MRS LIz 7—F 2 FER L, Wb fE L
JRRE & R THEEICE suPAR LRV EFR L T03 2
EERL(CT akh— 1 :4,588+203 pg/mL, p<0.001 vs.
flt & o B #E, PodoNet 2 4k — b @ 3,497%195 pg/mL, p<
0.001 vs. fEHE AR Y, 223, CT ah—FcBWTIE,
26 HE DIEHEE D suPAR L L DET & H AR DGR
WCHELGMHBD S D, 5eRTEM L 72 ) RIMCHER© & 71
1ZIEHE 26 JHERIC suPAR VHEITAE T LT/ 2 & A3
X7z (—7J7, PodoNet I & — M IZE T, podocin % 32—
F$ 2% NPHS2 DZEHE%15$ % FSGS & b suPAR Hifi %
BT EPEBINTO0E 2 EICIFERIHETH D &
Bbohz), YRGB 7 =472 812X D, 1M suPAR
JEi% FSGS O Wi HFIc BT 2 G aigki~—Ah— L 7%
D9 2%EINTEHREZEREZZITZICED, HFFT
FSGS HEIME % FHV>72 suPAR L~ )L DREET DM Th iz,
HEO 7V — 7%, 74 WOJEFEME FSGS BE o i
suPAR S % f@ 5 I, MCD ¥, MN %, %o
A TE FSGS A (REURMINUTERE, AR FH, HEm ERAE,
Alport FEMERE) & Wl LA L CTwa®, zhick s &, K
Fe1E FSGS HF D I suPAR JEE 13 Il 2,923 pg/mL,
Y5y 74 B (IQR) 2,205~4,360 pg/mL T 1, MCD (2,050
pg/mL, IQR 1,813~2,249 pg/mL), MN(2,029 pg/mL, IQR
1,512~2,715 pg/mL), %+ (1,739 pg/mL, IQR 1,576~
2,063 pg/mL) & WIE L THREICE» o7, L L, EFEME
FSGS & ¥ FSGS (2,639 pg/mL, IQR 1,945~3,166 pg/
mL) & DR TIRHEAEDED SNk o 7z, MR ©
1%, Tip variant(2,323 pg/mL, IQR 2,038~2,665 pg/mL) IZ Lt
~C NOS variant (3,216 pg/mL, IQR 2,519~4,762 pg/mL),
Cellular variant (3,270 pg/mL, IQR 2,338~5,438 pg/mL) I35
BEICE Do 7, MU suPAR L~V JEFE M FSGS & ICE
W, JLT7F=r YT I VALERRAOMM
(r=—0.34, p=0.003) Z 7~ L, JHEIEAAR A0 I3 A HE
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% & A R 7 B (p=0.046) 23388 & 17, JEFEME FSGS T
BEFTE 72 24 JEBNC O TR, JAIERSE &M suPAR L
XOVDOBIRIZO W TEHEIMTHhNTE D, IGEHIRR R
B COBRERRE, Arearmgnt, RS 3 BT
SUPAR L ~)VICHEE 3 Do 7278, SEREMEETIZIAE
BICHE % suPAR ORI D 647 £\ 9 (2,583 pg/
mL, IQR 2,113~6,643 pg/mL—2,518 pg/mL, IQR 1,922~
3,353 pg/mL, p=0.041), Z DWEIZHB T 2 JEFKM: FSGS
HFE DI suPAR IREED 734 1E RELD Wei 6 DX & &
CAHL TS EIHICHRZEH, 1M FSGS & D
BB TE oo &, 2)FFENE FSGS H# D 2 iR
5% SUPAR L L DSEEE & 2 HE D WL T, o Rk
PR IR DI suPAR IREE LRIV RV OBHDL 24D
DEEGTHET L, LwHIHEDS, L VRREDE
WY —A—, HEPRETH S LRI o Tns,

BZAA FSGS £EICH T ZIME suPAR EEDE
51 - BEH AR Z e RIERRR DR S5

Z I Tbhbhibiud, A3 7 v —REREEES O 2
BT B suPAR IREEHIE O F HME% a3 2 HIN T,
JE A 55 By A R M FE e IRT 72 2 - AT R 1B S
2SR EE (YD) HhatEx 7 n —E¥ahlao 7m Y =
7 b LT, SMBIERMBIIZ 275 723, HRIE, *
71— RHEBRE £ 7 X E R EE T, BAERICL o T
FHRRZ W DSHEE LT BEHI & L, —3D suPAR W8T
JHZ 4 TE7: ELISA ¥ v I (Quantikine ELISA human uPAR
immunoassay : R & D System £1:) % i \» CIlIE suPAR JH
DWEZATV, NREHF OWRBHBEZHIERIC X D IE
suPAR IRFEDZWI FHIRE 2 G L 72, £72, BIRT—% &
DM % &2 faH ARSI T2 2 L2k b, I~ —
A1— & L TORMNE RIS O W TRHEi 21T - 72,

1. BEEM - BRR/NT XA —% L IIE suPAR BEDE

*

At 8 Mtk (44t R RS MR B, A B K7 R i I Y
B ARUREARL, RIBERAYEEE AR, SIRERI A
B ACHORZEEF RN R, B 2 R A7 i AL s
EMENEE,  HOREE N - WorwNED, & 96 Bl 8% -
f#HFED» 5B 6 NIBIRDOMEZIT > 7208, 2D 9 BT
PEDBSE « 27 u—YBH 69 il & lHH 17 4l % Bt
RE LT, FEEEDONFIL FSGS 38 i, MCD 11 i, IgA
E (IgA nephropathy @ IgAN) 11 #il, MN 9 il TH -7z, &
PEBBECTOMGT T, 117 suPAR JREE L EfOMICE R &

8,000
o
~ 6,000
E <
oD <&
S 4000{7_& @0 <><>:<> o
(any
< @, *
’ Ce® e B8y < 00001
O T T 1
0 50 100 150

eGFR (mL/min/1.73m")

1 eGFR &IM5E suPAR GEE & DOBER
Mm% suPAR EE L eGFR E EERPHEBE%ZRYT, FSGS
BE(O), Z0MDORIKAEEEE (@) &b ICAKDMER
#RLTWS, (Tt 30 &K D5|F, —HBE)

HHBY (R?=0.1496, p=0.001), HEFRER{MAEE E (estimated
glomerular filtration rate : eGFR) & O[3 75 & 22 Wi AHBI Y
B3R 5 N7z (R2=0.242, p<0.0001) (B 1), —75, TR
PIREA % EDEIKR ST A =5 LIZARE2HBBERS S
Niprote, FLERFAITICE VTS, Bz K
I 7 V7T =V IREDME— DTG suPAR IRFEDH &
2 FHINTTH H (B £SEM=0.2261+0.226, p=0.047), &
B2 DMK S 7 A — & 1XIMHE suPAR R EE O T HIK
TElFRokhrot,

2. RERMKEE & IMJE suPAR GEE

DL E DA DML suPAR i EE % HlE U AN S5 L
7455, FSGS : 3,119.0£1,036.6 pg/mL (F-¥ £ HE(R ),
MCD : 2,374.94+588.8 pg/mL, IgAN :2,311.3£777.1 pg/
mL, MN :3311.9+6553 pg/mL, @& X H# 1 1,745.1+
395.4 pg/mL TdH -7z, FSGS HHIMIE & MN BEF M IE
{5 R L0 12 BTG suPAR IREEDS A B HifE %
AL, o %7 v —X - BB O PR & g3
2 EAEEIF o TR, — T ERORE LD, B
HEDSIMLIE suPAR WREEICEEE L T 2 AlREMEDVEE S e
72, IEHBHERE (eGFR>60 mL/min/1.73 m?) DX R & H
KOWERD B 1oy TRiT 241 >7- L 25, kREd 4%
BOMTILE suPAR HREEICIZ 2 EDRBO SN d o7k
(K 2),

3. I suPAR JRE DK EHEREE O

RIZ, HEERICE O T FRERRCHER G T 2
FSGS & MCD DRI HELODHEETH 2 Z EH 6, Z
D 2 REOHEANICE T 5 ML suPAR HEE DA H % et
3 % HINT, receiver operating chracteristic (ROC) Bt %
Wt 24T o 7o, IEEEHEBE D FSGS LG 16 ik &



482 FSGS & AT

8,000 -
6,000 -
-
S
% 4,000+ o8 v
= N A
< - Y
% 2,000 ] et TN n A M
17, B Y .-- AAA
T T T T
FSGS MCD IgAN MN
SUPAR FSGS MCD ISAN MN
Mean 2,7230 12,2606 2,0550 3,110.2
S.D. 6712  577.2 678.1 630.9

K2 EBARGEEEZICKFZMF suPAR EBE
(eGFR>60 mL/min/1.73 m*D &)
BIRBEMIC M suPAR EBEDE(ERH SN,
(>t 30 &K D 5IF)

MCD Ifili§ 9 #ifA D suPAR IRE TR 21T>72 & 2 5,
Jv A7 E L TIE 2,442.5 pg/mL DSEE & & 2 57z
B3, ZOfEiz ATl E 2 #0042 854 0 IE 0.750,
FRRE X 0.666 12 & £ o 72, ROC Hh#g o> i ~ ki
(area under curve : AUC) 1¥ 0.684+0.114 (95 %fSfEIX [ ;
0.461~0.907, p=0.13) TH H, DL LOFER LD, MG
SUPAR IR IZTE QRN B L CHRRIICHEHTH % &
TS N o7 (B3 T 7 7). &7 1 —EhiEf
Hx 2T 2EMICE 286G, kL Yy M4 7k
1,7488 pg/mL TH H, ZDh v bA 7 TIHEEIX 0.909
Th 2RI 0375 L& TH > 7z, AUC-ROC &
0.64210.130(95 %IESHHIX[H 5 0.438~0.896, p=0.30) & 1%
DARMECH > 72 (X 3 - et 77 7). —J7, FSGS & Afthod %
BRAZHE (MCD 2 &%) 2804 254, Ay b4 7fEiE
24425 pg/mL EETH o 7228, EIE 0750, FrHLE
0.591, AUC-ROC 0.62110.093 (95 %12 ## [X [ ; 0.438~
0.803, p=0.21) & X DEEKIICIFA T aH L v EFEZ
5N,

4. ATOAR - RZIMHIZEE & ME suPAR RE

AT aA F, FYEIIHIEEIC X 2 B0 suPAR LIS
KIFTHELZBHT 2 HINT, 2704 F, SEisis
G0 LT suPAR 32O BRI D W TREWT YT %2
fiotc, BBEREDIER Th 2 2R BRMEBEZE Z R LT
%L, 5 2,559.3£789.2 pg/mL, FEH G HE 3,047.0E
994.9 pg/mL CTHEGHFMAEEZICIIRES o 203 (p=
0.06), FSGS B#ICHRET 5 & & 5Hf 2,170.0£533.7 pg/

0.0 T T T T ]
0.0 0.2 0.4 0.6 0.8 1.0
1-BEE
3 MCD & FSGS DSERIICEI S 31055 suPAR EED

E R ROC f#Hr)

iR EEBHEEEEICH TS MCD & FSGS DRl Ic
B9 % ROC Hi#& : AUC-ROC : 0.684+0.114 (95 %S 4@
X 0.461~0.907, p=0.13)

R EEBEEN DR 7O—EREICE TS MCD &
FSGS D$&RIICBI g % ROC HifR : AUC-ROC : 0.642+
0.130(95 %{=#BX [ 0.388-0.896, p=0.30)

W3 b MCD & FSGS DRI H 1+ 2 EREIFENE
EZ5N3%, (2@t 30 &K DEIH, ®E)

mL, FERGHE 3,076.91498.5 pg/mL TH b, HLGHETHER
KA CTH - 72 (p=0.009), Lo L, HGH#FLIERGHD
MHCIZIRE RO 22037 < (B 5-8F ¢ 4,986.516,015.8 mg/
H or mg/gCr, FE#H-HE : 5,453.8£3,261.9mg/ H or mg/
eCr), G X 2RBIEEIMEOZLBEG L Twd L v
AREEIC D W CTIERENTH % & bz, Hidh L 7 &M
RHTTOATOA R, FEEIHIER O3 R 2 K
TEFHETE RIS, ATaA R, ST
I K 2R L suPAR DBIRICOWTHOPIZT 5729
IZiE, SHBEZ IS EET S LB LN,

5. ANCA BIEEBXREBEICE TS suPAR

DlEoar—F i35z, ANCA BIERREBFHICEIT S
I suPAR DM 21757, 5 BADADMEHTH >
7273, Il suPAR 1& 6,791.3+1,513.0 pg/mL & i s L
7o, RELAERD S, 4Rl & BHERE 1L suPAR RSB 2 5.
A9 B, INbEy F I LFEIEM SRR BB
Mg & L 72 & 2 A, $551% 3,727.5£818.2 pg/mL ThH
D, ANCA BB LA THEICEMTH -7 (p=0.01), %
DT X D MG suPAR JRIEIZ SAERRBIC K D JERERIW
K ERT 22 ERENTLEY, KR THRE R 7
ANCA BHIE 4 BE O IfHE CRP 1% 5.14+5.63 mg/dL & &
izt >oTWB I LA2ERET S L, IBREHEL 7]
HETEDYRIR S 17z,

DlEp ki, HRANEFRUSREREEEREZWRE L
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ToARWFETIE, suPAR MEEEDYEHD - BIBEREIC X > TioE%
ZVF B 2 EDRE N, FSGS EAho RERAREE B & R %
DIZHMIENA A=A — L IFFVEHEWZ EBHS I
Nz, £7, ANCA BIHIBREH TIX, Fiih - B ZH
L TH suPAR IREDEMHE & 5 2 &6, REND KA
IRAEDS suPAR JBIE% FA X & 2 0JEEMESRE S N/,

FRHICRR S WA 5 v 86 WY T, Bk

T2Wi S 472 FSGS B3 54 il & FSGS LBARD a2 D
flt> CKD 35 476 il 3 4 — b T eGFR & suPAR DB
fReBal L Tws, ZORIR, DT &) 2fiiaimon
720

1) eGFR I3 HIC X 5 3712 suPAR HEE & AADHE %2R
L, byl chd-o7,

2) Wei 5735 FSGS ZWiD 7= D A1 v b4 74H (3,000 pg/
mL) Z$2HE L T\ %78, eGFR 30 mL/min/1.73 m>Aii O 5
MDD 95 %3 Tz 2 T,

3) eGFR Z il L THETT % &, £DL )LD eGFR
T FSGS 4 & JE FSGS & D suPAR 704 IZ L L T
B8O, Kil$2ZExMETH- %,

DI ED 5, suPAR IRED A v b4 7 fHIC X % FSGS D
Wit ICBEMI RS N, £, NRAR 7 u—BliEiRg
ERRELEA Y P 0@EITBEWTH, eGFR &
suPAR DHBARIR 2R S, X7 v A PPtk FSGS, A
F a4 FEYIUE MCD, A5 a4 FIEZMES 7 0 — i
#F, EHIRZ 27 % CKD, i *IHED Z 11241 T suPAR
>3,000 pg/mL DR D & IEFAGETH- 7, &

SICHBRZELZ LI, Zoad— MIBWLTIZBREICLD
TEfEIZ A > 72 FSGS + MCD HEHREICE W TH suPAR DF
B IIEBD ol otlz,

bUONOWHFRIIFWIFETH D, AL ZUHES W
B2l & suPAR L~V DBARIZ DT 47 2 il 1 &
BonTwuiw, £7%, 20D 7NV —TDF =063
B, IR DZE(L L suPAR DZEALIZ D W TABDHE
2H25DD, ~EDRMBRSNT VARG EW ) DHEBL
KThs, LrL, PR EDEH~—A—LLTD
suPAR 7% i3 254, BIEDMIER TIE FSGS % fho
FIRZ 01 9 SR BRIAEE R L HEFZICERAN T 2 D ZHEECTH D,
GHZzZHi~—2— L IES 0L &V ) OPBURER TR
WTh oW,

suPAR (&SR3 B R ERATE(LIE DIRRE ICBS
EX:Y)

bbb OW%i % &®, IiE suPAR IREDOZW v — A —
&L TOAEMEIZ DV TIERENBFERIHR ATV S,
Lo L, MFDRDOLIEIIDDH 5T, suPAR DRFTIVIC
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