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Glomerulonephritis and nephrotic syndrome
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0 — PIEBERIC B W TRE SN D e d T, FHEET
B~ D B AR IS & bbb s E A2 %N
B, WARUIZEE X ORI OmH» 6 €y 77 v 7L
TS 5,

IgA BiE

1980 £EfRIC IgA BRRE ISR 972 2 70 A FiBE D ARIMEDS
W STLLR, ZOHEMEICOVTIIS X A0l =
7 v % LG L#E R SR (randomized controlled trial @ RCT) CHf
FEEN, STRERHADHA P74 Ty, i, FEIED
5 HiiR S 172 Kidney Disease Improving Global Outcomes
(KDIGO) 4 K74 »Th, A7 804 FIHRI RSN T
W LA LAEDS, Tho OO 5T
RCT 3 Hiffigt CiibNnlc b D%, 7, RCTDEH L L
THVERBARVCODEIRTH > 7Y,

22T, Y TE IR EHRL E L AL EED RCT

T RERER AR AR B N R,
2 BB RAR A BRI R I

& LT, Therapeutic Evaluation of Steroids in IgA Nephropathy
(TESTING) #EansfTbhsy, oy, BAEmC
ko TIgA BHE L Wi S NfEW Z MR EL, XFLTL
F=vu vt 77 e REFc EEMRLIKE 217> 72, #
FALTL F=vu BETIE, 0.6~0.8 mg/ke/H % WIHHHE
ELTO~STAPITTAF AT L F=Vurokbas
W L 72, THEEHIEH 1%, 40% estimated glomerular filtra-
tion rate (eGFR) DK Y, KB A%, BARICLZHTD
BEATHI & 38 L7z, 4, Z ORBRCIRBEY > 7L
A R 750 i, SRR 5 AER, ESEEHEE H o PR
Az 335 5 & ARAE LBHIR S 7z 23, 262 Bl23 7 v & s AL ER
ZZ TR RT, HELAFRROBEBAF LT L F=
Vo rEeREIcEo s, AEKRE IR
7o e, ABETIER T T BEEHEIE H O AERIE, X F
VML P2y BTHREIUEETH D, HAKR, MRS
AFNTVLF=yn v HTHRICEE L 208, REEFHR
DHEAEBAF LTV Py a e, VAZEZILS
% (95 % 12HEIX R, 4.8-182) IC X THAL (R), £72, L
RIZOWTIRHBEREZIZRDO R b DD, EYEICH
HMLZZAEEROFKENAF V7L F=yu VTR
HETH> 7%, TN6DRIRIE, SFTRMEINTEL
IgA BHEICKT 2 270 A4 F ORI Z B A
2—HT, A7TuA PG oMk deo T L 7z,
Rauen 513, SREIHIEFEOE %2, BAEMmICX - T
IgA BHE & B S N7 337 HEW 2 R E LT, =7V 7
NV TOLNEH RCT 217579, ZOWKREECIE, 2>
PR —LHHCIZRAS RIAEH E A5 F v DG 21TV,
FENHIREERECIE, a v b a— LBECT - T 2 1E9 I
ZC, eGFR260 mL/43/1.73 m* DIEFN K L T3 Pozzi 71
Fa—LIZH#ELC TATu A FOEKR S, 30 mL/43/1.73 m?
<eGFR<60 mL/43/1.73 m* OAEHNIZ % L T & Ballardie 5 (2
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& TESTING RERICK T2 EETHMER LEEEROHER

5 - 27 1 — Bl
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XFITLRZVAOvE| TR
n=136 n=126 p value
FEFEEE
40%eGFR &, REIBF £, 8 (5.9) 20 (15.9) 0.02
BAr2lc k2T
EAROER
6 HB#% 46/102 (45.1) 13/95 (13.7) <0.001
12 H A% 48/92 (52.2) 12/88 (13.6) <0.001
24 H1B# 27/56 (48.2) 12/55 (21.8) 0.005
MR DK 40/68 (58.8) 21/59 (35.6) 0.01
WEEER 20 (14.7) 4 (3.2) 0.001
RRPMIE 11 (8.1) 0 (0) <0.001
BT 2 (1.5) 1(0.8) >0.99

I InRoco L F=yarsltr7nkR
77 2 R(CY) DWIREEE 21T 77, Z DFEHE, eGFR=
60 mL/43/1.73 m? DREGI T, R R 5 A SR 1 628 I il
B CHERICRIETH > (v R 531[95% fEHHIX
[ 1.07-26.36], p=0.02), 30 mL/43/1.73 m*> <eGFR<60 mL/4}
/1.73 m* OIEICIE, WHECHREEZRO Lok (F v
AL 3.58 [95% (SHEIX[H] 0.26-55.89], p=0.30), * 7z, J&G
KEDOGDE, MRS, RERMZ EDA RV ME, %
ML CHIEDE» o 72, D D ARHBROMER S, 2
T4 FHEANRED IgA BREICN T 2 a2 R4 0
T, AEFEROA XY FBINL T,

DEn ki, 2o EHTHREIN2ODRL S
MiE% RCT 13, IgA BHEICHN T 2 2704 FIBROERIE &
FRFICHEFRO G2 IR L 72, TgA BIEICNT 2 A
T4 FOARMEEEERT 20, GHEFREZMITIRE
», fEam oV B0, RIAMTON—F7 7 F A LG8
FHEASE, L L) PR EGIEZKAR L LTHRET 5
MDD D, —H, EEHOA R WATRA FELTRE
TS OWAECHERINLE Z LDE o727 TV =Ko
KRN, BOOFM 7Y = FiiHBF»FF S Lk,
IgA BHEICW T 2IAF3E & L CHIZED RCT WMrbi, %4
ML IREAOMFIIRESREINTED, LRI %
WAF a4 FEFE LCRERE SN T3, [AEOH
75 3 BRGRER D MEF TS IfE S 11 B,

(X#A5 & D5, ®E)

IW—TAEX

=T ABRITE T 5 EIEREICD T, 1950~1960 4F
fRICATaA4 FEy7ar A7 7 3 FEAEE (intrave-
nous cyclophosphamide : IVCY) & OB L DRI A3
HENTL, BESRCHHEN TR0, a7«
/J — V€ 7 = 5 )L (mycophenolate mofetil : MMF) |3 i
Bttt DRSO U TR S T & 7 22 © b
%03, 2000 FEUIZ )L — 7 A RIS 2 AR S
TLK, XFXEARCT TZORRIBRINTHB M,
FEE, 2012 FFIKREY T v FER X DRI NIV —T A
BRDOHTAFI74 0 Th, A7 FEGHT 2 REN
HlZEE LT, CY & MMF 23 E-ZIR3E L L CHER I N T
W3, T, MMFIZA LY =2 —Y VESR% F
L 72858 DENER, MME &£ IVCY & DENPEIZ DWW T
WE RSN TR, Z ZC Tunnicliffe 5 1%, L—7
ABRICN L TAT A FEGHT 2 0EIHEE D H Rk
22T, WFEThi RCT 2512 LT 2012 fEICfTb i
TR TFIVSAET v TTF—F LT3,

ERE )L OB 5 MMF & IVCY % iR L 72354,
FEEHE X OVEMRRO H IR TS A EE 2 R
Dilpotz, BEMAD LTI, BEOEHIEMA IVCY #ET
HEICE T A7 0.29[95% (SHEX H 0.19-0.46],
p<0.00001), THIDEITEIZ MMF #ECHEICEETH -
72 (U A7 1 2.42[95% {5 48X [H 1.64-3.58], p<0.00001),
D, NS DfERD S I, IVCY 8 & O MMF O W3 ih
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V2T DRIt
RCTUXpk M-H >4 L, O5%EFEXE RKRFE M-H 524 L, 95%{EFEX &
Contreras 2004 2.11 [0.61-7.24] 2004 —
ALMS 2007 2.09 [1.26-3.45] 2007 —
MAINTAIN Nephritis 2010 1.32 [0.64-2.75] 2010 —
Kaballo 2016 1.02 [0.28-3.82] 2016 —_—
A5t [95% 15X ] 1.75 [1.20-2.55] <o
f f f f
0.01 0.1 1 10 100
AZADERD MMF» & %h

1 IL—TFABRICHTBHFEEICHITZIAT7/—IVBETFILETFHFFATY VY OHE
AZA : 7HFA TS >, M-H; Mantel-Haenszel, MMF : 217/ —J)LEBET7 = FIL

DBAEZHONICT B EIZTE RO, —H, §7
0 Y AR E MMF OOFIEIEREE IVCY #ETHIR L 723546
IlE, V— 7 AR R ORI ERRIE OB O RIS
FmiETH D (Y A7 H2.38095% 15 X [#] 1.07-5.301],
p=0.034), Z &>, EYEP FIMBERIEANE O EI/EH O 7
AR CEREEZ RO Lok, L LAEDS, C
DL L IVCY MG L 72 RCT IXBIED & 2 5 23 L
D, TEFVALNLELTROVWELEA T EELS
NS0 PRk Y, G AREEIC BT EDBEED
ARD 2RO 5 121%, B4 BRI L EZ S
nr,

flrs, N— 7 AR T 2 HERFEL IO VT, MMF
B & 7Y F 4 7V » (azathioprine : AZA) #f % LK L 7245
4, BB TR T — 7 ABROFFERIZ MMF #£T
BRI (Y A7 1.75[95% 15 fH X [ 1.20-2.55],
p=0.0036) (K1), 7z, HIMBRITAE D FIEH 6L K 1%
MMF BECHRBEIEKETH o 72 (V) A 7 L 5.61195% 24X
[t 1.68-18.72], p=0.0050), % DAth, EHLEPINHEREA 4
7% E ORI OAPHE X TTHEFE CTH S h a A REZRD %
Dot D5, HEEHEEICE T 2 MMF OB S
Mo T,

HERFRRIC B 2 SBT3 HAEIC DV T, B4
128 Palmer HICE 2 THRY P 7= X337 F VT A%H
VTR ENTw 27, Zoff%ETIE, MMF, IVCY, 7
Ny = a—Y VHERD L — 7 A ROHEREEE L TD
A% AZA & H L THEI S e, ZOHiH, MMF &
AZA XD U HRICRROMIEZ PIT 5 2 LRI NT
(Network meta-analysis estimate vs. AZA 0.53[95% {SHFIX [

(X®k 14 & D3R, XE)

0.31-0.90]), —4T, IVCY, AL =a—Y VHERIZ,
AZA KT BRI R ENT, V=7 RABRISHT B4
FRRE X MMF 23 b ¥ 2 PRI 5 2 LR S 7,
DEn ki, Zo2FMTHDOE 2O XY 7+
AR, FNFNHEEHEEICE T 5 MMF OAMMEZ2 R L
7l s, S, IEIERTAFIAVITELTIO
EREEEHINZbDEEZ OGNS,

F BRI RIREB K

REREDEHEERICB T, FhEkPe a7 7—
¥, CD4 Btk T 2B G- L T2 2 RS Az E T
W3 5, CD8 Bt T MilaAs: A AR SR BRI
DERICEB VT ED K I REH#HZ R L T 203 £ 721
ST EINT R,

Agudo 5 1%, Fk{OHYEHE F'H (enhanced green fluorescence
protein : EGFP) (5%} U CHREEIVICHINEG E 1% 7739 CDS b
TRl R o ey A& L 2", %D, EGFP%
Bz H L Cw 3L A=Y =<7 RH LT, 02
2 ® CD8 Wl T il Z 5.9 % &, EGFP 2 78Il T\ %
FEOMIERE DA ZRET 2 2 ED3TE, MATT HlEhL
AT 5 2 L ZAREIC L 72, Chen & 13K P9 A hF
P EGFP J68i~ w7 A% fF#l L, & 512 nephrotoxic serum
(NTS) Z#5- 1L C, FEBRIVIZ: H AR R BRI R 28 % 18
B 72, 2 LT, EGFP < L THINEEEEME% R ¥ CDS
B T el (just EGFP death inducing CD8* T cells : Jedi CD8*
T cells) Z BB D NTS B R <7 25 L7, Z DfGE,
Jedi CD8" T cells Z 5 I L7 RETIE, fhda> b o — LR
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LWL T, ARICEAKRDGE C, EHERBRMRRED
FEDEETH 57, RIS, Jedi CDS T cell HETIE, A
~ VEEDOWHED L DL S BIFE I, RIRIEN D EGFP D ¥
BOARIET LT, MAT, A7 v EBOWEz
P o 7RERIA T, CD8 Btk T MlEASRERIEN P R D = >
FERIPH 22 EIRHIPICRIE L, EGFP Btk R R A M IcHE
ALT, AFHA FPOT7RE - AT I EDHERS
Nty —75T, RV = Y EDOWHED TS 1 AR TIE,
CD8 Pt THHNE & R R A + & DEENZEH RS N
Bipote, DFD, IS ORRIE, ABNEMAETTIEAR
7 v B3 CD8 B Tl d> & DBEIT T L -CRBkE 2 £f
WS EEBH D ERRP LT, 2T, HUORBRMAELK
(glomerular basement membrane : GBM) & 48 > H i Hh BR il
B LA (anti-neutrophil cytoplasmic antibody : ANCA ) BE:HIY
RO bEEBAEG %2 T, CD8 Btk Tl e R < v
FEORHEIC OV THRET L 7220, 2 DGR, Bahicflif L
TAEBITIE, B RMR R DE 23 80% FEETH -
Teo AT VEEDWHED 5 2 HRTE R R BRAK TS,
CDS Ptk T Ml D MR 12457 GBM B 48 &5 & UV ANCA B
HERTEZNZN6% & 3% FEE L 58 & iz » o 1203,
T = v EDMHE 2 > 7o ARIE BRI R BRI T, CD8
Bt T MM ORI 2 2 56%, 59% & HRITHE
i CH o7z, Zid, CD8 Btk THllICR§ 2 XY < %
DABRBIERN R 2 BT 2R TH o7, M bErs, &
HOELTHRBRIARE 2 OMEFTHIC 5T, CD8 itk T flilfido
i = 2 P15 20 A2 H @R Z RS % 9 2 TRIRN
ThHIEPRINT,

BRDEIERIRIEIE(LE

KETIE, BABZEEANESR &L TRMEE R O
VA7 DBIFFICE A EDBHoNTED, BFNERPE
TEEERZ E DV 2 7 RT3l L 72356 TH AFDE
DARIEAROARE R AT TH S I ERHEINT
w3 ZoFRE LT, 7HEYREALIL (apolipopro-
teinL-1 : APOLI) DG A RDRIEEH SN Tw» 22,
R BRI R BRI AR O BB IC B\, APOL1 D
S324G £ I384M D2 OD I Ak VY AZEH(GL 7L V) &
N388Y389 D 20D 7 I/ BDRI(G2 7 L IV) DR EHS
(GIG1, G2G2) £ HE~T Bty (G1G2) DEGHIEH I
W EWRENTELDY, L LAadss, APOLI D4R
ED X I U TREIEIELE LR B A b Fad & B
FT2DM, ZOHFAHAZRLIOBTIEHSLICENT

(mL/%/1.73 m?)

O,
APOL1
— BYRUE
o - = EUXVE
ﬂz _1’ "\‘_ ‘‘‘‘‘
& >
N, i T
2 ] N
E \\“‘--,
) —
T _a_|
3
—4 I I I I I
1,000 3,000 5,000 7,000 9,000
I5&suPAR (pg/mL)
K2 APOLIDEYRVEEEYRVEICKITS
If15E suPAR &£/ eGFR DZ 1L
(k25 £ D51, ®E)
WR W,

Hayek &%, Wiy vnxF—X¥M753 23 ) =7 1]
BAL IR 752 24 (soluble urokinase plasminogen activator
receptor : suPAR) IZEH LT, APOL1 & A N4 A FEED
BRI oW TR L %), RETT7 7V A% T AV AN
ZRRE L7 2k — FFFECILE suPAR & APOLI, eGFR
DERICOWTHE Lz & 25, Hila APOLI 25D
TLLZE2aE—HLTVAHZREYAIH, 1 aE—DL
TOMEZRIVAIHEERLLEGA, GV A7HTE
eGFR 2YHEITIMETH VD,  F 7 IMIE suPAR 136 &I il
Thot, 51T, APOLI DiEY A7 HETIE, IfiliE suPAR
> 3,000 pg/mL DEEIC eGFR 13 & W FHIICIEK T 32 2 &8
AENL(K2), 2D, APOLI ICPHid 2 BEHED Y A
713, Ifili suPAR fifl & DBIEMEDIER ICE W Z LTINS
Datr— P 5R I, 512, suPAR, APOLI &
R RV A PEEFEICHT 20T A=A LI DOW TR L %
& T A, 5uPAR & APOL1 B X QD avB3 A v 7 7'V v DRIC
1%, BOMHAEEMARS 2 Z LRIk, TOMA
EHIZOWVTE MEEER YA F2HO TR L2 & C
%, APOLIGI 8 LU G2 L, HIRED suPAR 23{71E
LTOREMETIRBWTavB3 A 7 7)) v G LS ¥
B brot, ZLTIDA Y57 v oiEtic X
D, A—=F7 73V =2DBKEFESTE P A b DRI
RILIEIE D & DL Z L L Ttz FEBE, #ER< 7 21
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3 IRRYA MNCHIFS MAGI2 DERENICDWT

LT, RB#RE#E L T APOLIGL £ 713 G2 EA %25
L 72854, suPAR DIFENICBWTOA, HAKRE LR
L 2% (foot process effacement) # £ L Tz, TN 6D
eI, EEMRDOBR TH AT A A=A L ORHET
b BUR ST EME R BRABEALAE 12 3 > T suPAR & APOLI %S
FREHEZR L Cns 2 EZHASICIL, 5%, Bh?
M ifi I s L 25 TH B,

RIRMER 7 O—EERE

AT A FEHIER 7 0 —DIEERO R REE S £ LT
1%, Nephrin % Podocin 7% £’ & ¥ & F R B F23E I 41T
w3®, Lal, AFaA PGt 70— CiERED &
2 1,780 KRIWCH L TTo B i#Tic k2 L, 209
5 30% REDORLZTLPEEBEFREEIHEAINTES T,
AR E L TRIE S LT\ 2 7 v — BYEREREO K&
THH2EEZLNTHEY,

% 2T Ashraf 5%, F—ZKRNTAT O A FIZETHIR
JEVE % 72 1 3RYiME T H o 72 % 7 0 — RRERRE & EEGIE L
TWVB ITRRICKN LT, BTy Y — LT 2iT-7%, %

(X#h29 £ D3I, WE)

DFER, Intersectin 1(ITSN1), Intersectin 2(ITSN2), cyclin-
dependent kinase 20 (CDK20), deleted in liver cancer (DLCI),
tensin-2 (TNS2), membrane-associated guanylate kinase inverted
2 (MAGI-2) 5 £ DB CRIBFARPRE SN, C
NS DIHIEIEFIZ TR TRho 7 7 2V — (K57 R GEN
BOIEMRERES B S LT D, MAT, T34 A5Y
¥ DBEGAZ & 5 T RhoA DIEMEDHIHI S 1% 2 LR
7

F 7z, Ashraf 5% [TSN2 £\ 9 7 0 —XIEGEREOFTHL
WRDRIZ T2 HE L 77, ITSN2 /v 777 F= I A%
FT, ITSN2 D E IcOWTHE Lz, ITSN2 /v 7 7
7 he Ty ATIE, Ry R LR L TR O R ERT L
PEARICB VTS AT RZRD ko7, 22T,
YRRV Y AT A F(lipopolysaccharide : LPS) % ¥ 4: 7
YVABLIWITSN2 /v 777 b= A E L7 2
2, #5412 Kt B & OV 36 I BT, ITSN2 / v 7
7Y ARCHBREARORINZ B0 7, T
FHTInoDvy ZAOYEEZBIEE L7 & 25, LPS #4524
IRFfEIBE DR R IR BFAEIL L ITSN2 7 v 7 77 b= 7 A D
737 T foot-process effacement Z 58 T\ 7z, L2~ L, 48 IR
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% CIZEF AR Tl foot-process effacement % 1FIFFRD 72\ D
WX LT, ITSN2 7 v 777 b= ARETIIKA E LT
BIFEA L T, YRR, S, ITSN2 DRIFIZ R F
FA FREEDPS OREELEZE T I LAURI N,
Araf 512 X o THE & L7z % 7 0 —EiiE o K KES
TD9 b MAGI-2 1ZBI L C, Shirata 525K B9 A b RFEM
MAGI-2 KO (podocyte specific MAGI-2 KO : MAGI-2M¥° ) =
I AEMERL, RV A BT B MAGI-2 D&RE % T
LTw2¥, MAGI-2MC < 2Clx, %2 A5 EA
JRE X ORI LB S, %S5 2 AUNICE A%
DIDTRTHLE L, MATHEEK 1 2 HOBRD» S 7 R
F—3 A< —%—"TdH 5 cleaved caspase 3 % TdT-mediated
dUTP nick end labeling (TUNEL) 51 0 % Bk ik $eps a > b
O — LREE L THEICS W Z LR SN, MAGI-
WO 2y 2BV THBK I A HOBRE» R P A o7
B h =AM I N B JHA & LT, Dendrin DEEATICHE
H L7z, Dendrin 1%, F%i7 2 v bFE [ Nephrin 124
HBTE2AYy MESEITEEHO —~>TH Y, Mk ER
ICEABITT 2 E 7R —2 22T 2 2 EBAIS N
TWw 330, FEE MAGI2MKO < 2Tk, SRR A
U %HITH 244 1 2 HDBFED S Dendrin 134147 L
T3 2 EDHER S 7z, MAGI-2 & Dendrin DI%EAT X 5
ZALITOWT, FAEEIRGHIC X D Dendrin (F 1> v
Y VLS TH S Fyn I & D Y Vgl E 21, MAGI-2
RSB LTAY v MEEFTEEICHTEL T 5 2 &2
L7z, —/T, MAGI-2 D3 FEE L T2 W T,
Dendrin 13 AV v MEICREETE T, MREICB WY
Vg% TH B PTPIBIC L o Tl Y vilgfh s, —iiZ
Neddd-2 IZ k> T2 E X F VLI NTE, F0FEE E0
BB 1L Dendrin 3BZICEITLCT7 R b= A%
T 2 £ EZ 5N (R’3), M EDFHR,» S, MAGI-2
1%, Dendrin OMIEWNRIEZ P 5 2 & TR FY A M EE%
L Cwas tEZ o,

BHhic

2017 D 5 2018 ST TUICHR I N LD
05 EH L DICEE E RO MEBRREEZFN L7z,
IS HERE S LW S BAA RS 205, EHoa B, 4
ATCEROI EZ BT E N,

FIZERIBCH O
B 5 G (hAMER), DFYEEE - B (T RIE R
Uy, HA=ZBEE), 5EaE (5E)) Ak (7 2
T 7 AR, WAERER ) V), IR (U
=ERR)
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