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BRIREE 22 WEHY: Vo~ F - BEIRNEE
FAE K
(B8] v— 7285 (LN) 348 F< b —F & (SLE) IZ&0T 284 Th 5. LNITHRRIIC ;of%f&
MR D720, EEBIZX BHMBZH & HRTHOPEI RSN TS, L L, BERIIBENTH Y2

&7 BIER B A7 e, L4 podocyte (Pod), podocalyxin (PCX), megahnﬁ‘)T(EP'f*ﬁHj'f R B e V)
BEREREDY—H— L LTHEH IR TWAS. Pod & PCXILAERMAMALA K, megalin i3 fRAIEMNLHRTH Y,
INHD LD LERERIED D BN L 50T 23D 2588 OMBF L % 5 2 FRBEN - —L 7DD
T WAL W) RFEZL T JRPod~ — 7 — [JRHPod B IR 7 L 7 F = YiREEH (U-Pod/Cr) & JRHIPCX
R PR LT F = ViERE L (U-PCX/Cr) | &R W megalin~ — 7 — [JR™ A-megaliniff JR 7 L 7 F = Vi
I (A-meg/Cr) & R C-megaliniigf /JR 7 L 7 F = ViR (C-meg/Cr) 112 X - T LN O#L#AT AT W] 5EA
JRIGA % TR L 7-.
(7573R] W% I3 SLEEF 6544, BRIYICLN & B SN WH £ 238 R UHIREBOLNEA 25 %42 LN (1) B L L,
BRI D58 F 7213 TR B D B AEMIC & > TLN &8I L7z 40 £ % LN (+) #E & L7z, U-Pod/Cri #2400
PUARECPCXBEtEMIL %2 # 7 >~ » L, U-PCX/Cr, A-meg/Cr, C-meg/Crldsandwich ELISAEICCTHlE L7z, &
TOBMKIIIRT 27 L7 F = VIRERIE 217 - 72 BHBREHNE EMRICAT Y, SRERMAHZE 2B L T International
Society of Nephrology/Renal Pathology Society (ISN/RPS) 2003 3 3HIZHEV3E L, EEMES X O MR 2812 L
Tl Austin & OFEFIHE VT RLEZ A3 7 L L 72,
[#%] U-Pod/Cr, U-PCX/Cr, C-meg/CrixLN (+) Bt T 4 & 2 % 1l T & - 7= (P<0.0001, P<0.0001,
P=0.0003). Class IV®U-Pod/Cridclass V& I L THEICHMETH h (P<0.05), class VD U-PCX/Cr
idclass I & I L THZIZEMETH o 72 (P<0.05). U-Pod/Crid k%19 7z activity index & HT &5 EE o 4 [
Dd o 72 (r=0.4704, P=0.0029). U-Pod/Cr & BHHE A3 5 FH ik 5 1995 25 1% cellular crescents (CC) Td - 7
(P<0.0001). U-PCX/Cr, A-meg/Cr, C-meg/Cr& B O H % Mk 19956 % 1L % 2> > 72. U-Pod/CrTCC
DA% T F 5 Y4 Dreceiver operating characteristic (ROC) analysis T ® area under the curve (AUC) 1%
0.72270 TH -7z (P=0.01964). &1 v b+ 7% 2.785cells/mgCr & V) K& L72BFDIEE 1L 47.06%, FriEid
85.71% T o 7z. WMl 7 L 7 F = Vi, e kR BE (eGFR), JRIM&EN JR7 L7 F = ViR (uPCR)
TIECCOIETE R Pl TE o7z,
[#:3&] U-Pod/Cr, U-PCX/Cr, C-meg/CriZLN (+) B TH I

EHBL, CCOFETIMICHHTH - 7.

Rz 7R L7z, U-Pod/Crid %521 activity index

EEBAERPRIELBRL ",

REWII AT Fy A,

#

i

V—TF A% (LN) ida&Hkr) 5~ F—5 A (SLE) ®
30-50% A 0F T 2R TH Y U, ARFETIRMAE 250-300 4
DOLNEBEDP BN EAICE > TWDE I LM SHSLEREIS
o THIEDENLAMETDH S P, INTIEEICRASE Lz

PEaEpi4 W 1279 5 PRL274E 3 H 27 H G5 EERFKS)

OFBH IR LOMFENFIZ OV TS L OFE-RZH L A,

FRET, NET, RMEMELZEICEOLNE. LAL
DHFAITEBNC LD KRECELRDY, LNIZZHL %
ARG BIE SN HTHS NS, 4 H TidInternational
Society of Nephrology/Renal Pathology Society (ISN/RPS)
2003 43312 & ) LNiZclass I & class VIIZ - S ?,
class M CEFHAR L 272012 “VEBEMARATA FI4 ~
Tldclass 26 U7z HEARHER ST D 0 DUTFIC
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ISN/RPS 2003 33 & EE A F T4 ¥V THTEI LT W
LiEH R RS GREOFIIEARTR T RBOER I -
TV Wd Db HDRABENLETH 2). LM T
BEZRBDRVIAY ¥ F 7 ANO LGS OEHR
ETROLNLLERIMN AT Xy 2V — T A%k
&Ll Cclass I, (LBEWHAY Y FILDORIIHY AY»F
7 LML ORI A B L 72S A1 A X A HgH
PNV —T A8 E LCclass IIIZHFEL, Wi EED
HARBH TR WY IZLNICH L THO AT a4/ P
TGRSO IIAETH 5. LAED L FICHEL
TANA ZIREREAME % B LA 3BV — 7 2%
Je& L Cclass VIZ4HHH$ 4. Class Vid & 7 0 — BHEfEhf
EERITHEVEL, TORGORNTEPHRIZRET
WL, HEEZ T U4 N3 L mycophenolate mofetil
(MMF) 213 U & L7z RBmlSE o g 253 S hCwn
. WAEDBNETICHFLELTIAY =V —TWE, 7T
) e, FMEREE, ENHERERZ, g S
FHINA 7 & B L2 A I L — 7 A F R E LTRE
DB B HRERERD G R ERIKD 50% Al 72 &1 X class 111, 50%
VL k7 5 idclass IVIZ4r#3 5. Class I & class IV Id B
BRENENTL2EED S CETRIARTH L7200, 5
mE~KEATOA F#LMMF3 L < i cyclophosphamide
OB ZAT, EIERNIZ AT 04 R8OV ZAFREE B
THHEXDENBHESHER I TS INIZKD
9 FLL b SR ERIR DS VEREAL IZ WG > T 2 A 13 AL
PN —FAEH5E LTclass VIIZAHHL, A 704 F#ER
TIEIIHISEC X 2 M IE FAARIZ S Wiz, BEEAEE
LTI EAT9 .

B2, 2 OISN/RPS 2003 738 D & TH TR LB H S
P — I F B R TIE 4 v, LN Tldinterstitial fibrosis
(IF) ', interstitial inflammation (IT) '?, cellular crescent
(CC) P ORLEEATR & FAELFEIEV EREIN TV 2.
72, Austin 5 (ZLNT 3§ 2 # 8 o 2V i
% A 3 7Ab L& #F L 7z activity index 2% & W 12 B A4 7 =R
MF L, FARICEEAZKTREZ 2 a7 L& L%
chronicity index b HETH % L AL EPKT T2 &
Wi LTwa " $E- T, ISN/RPS 2003 58D A% 5§
IS OFFM A MBIREDOFIEZ NS Z &1, LNOF
THOHEERHEBEOREICEELLZBEREROLEZ DS
ns.

DX HIZ, LNOGHRENEZ 2 Th LTI WEEZRED
AR X BHEZWEAT ) FAEFT L. LA L, BE
MUIBEN L FHTH Y, BR2ELIEMND D% .

Podocyte (Pod) & i L2 4304k L 72 5% Bk b Rz i fiw <
HY Y, RERRN ML R R ERA LR (GBM) & & b
W FAR AN B 1K % B <72 O Sk BRARBRE % T B
LTwa ™ A2 b GBM LS5 O R B R 185 W i Ui E A5 70
WD RERIRAREE O REMERE & v o 22 2 o T B 7,
Pod i35 E 2 21T 5 & RIS OIR () Mk o 2
B EDHBEAZRI L, BEIMEET S LR TR

ab

puy

K i

fREESFEELTLE 9. SEICHL L 7-MIETH % Pod
X HCHAEICZ LWz, Pod 25#EE L 72 SR R AR B 1&
T L2EF &) FZHIBAI LR —< Y EBANOAED
D R THRERMBALICESL EEZZ SN T»w5E B0,

Hara 5 (& Pod 15 EAE LIUEZ OfEFR & L TIRHIZPod
PHRIE S B & E 2, MBSOV 2 Vv TRE R ©
Pod Z M3 2 I L7z 207 & L CIRR B 2 5 ER
B o~ —A—& L TR PodATEH S h, IgAEE &
SPERRTEE R P, BRI Y, HOIR o HiE R BRI AL
i (FSGS) 27 & TG B YE D IEA S 5 & JR i Pod B 4%
W9 5 2 EME SN T4, LNIZH L Tld Nakamura
LAERARRCIMIR, EHEEBEATER S NIEEHELNT
IR Pod DBLED DB o 7245, IEEEIVELN TIZIRTPA~D
BN o Tz EWME L TWAH . E/2, Vogelmann 5 13
AIROLN L FSGSIZoWTHGET L, Wit d B DG Sk
A3 BRI Pod L IR L 7 F = i EE (U-Pod/Cr)
M, FAGEEFSGS X ) DISEIELN D I nwT
U-Pod/CrAHRICEMECH > 7o L L Twd 7. Lol
LNIZ B W TR Pod & AR IO 2212 D W T O REMI 2 R
FOWMET T .

Podocalyxin (PCX) (& Pod, 3% i A BXAIK,  1f 35 PN Rz Al
foze SICRBL T2 1 HFEEESFTh D ™. Podll
BV Tlidapical cell membranelZ)JF7E L, Na+/H+ exchanger
regulatory factor 1 (NHERF1) % ezrin% 41 L Cactin#f
LA L CRERDOIBEHER: L BB b > T g P,
Hara 5 1ZPod 235 & X 11 5 & Pod 2K 1 @ microvilli ® JE %
MILE L, PCX % & A 72 vesicle A microvilli @ 5 ¥ 4 &
RAERE R S hp xR s L ", S5 1ce 2%
iE (IgAEE, MUNE LRI A 7 1o — BiEfERE, LN, BEEE
JE) TIEHW I ¥ bu— )L & g L TR PCXIRE TR L
7 F = ViR (U-PCX/Cr) 28 L33 2 & il L7z ™.
L7 L LN O Rl 2 AR = 1 28 & O BT F 72 S
TW R\,

Megalin 1247134 600 kDa o> 1 [FHEE @51 T, FEfr
PR, EIFCIRER, FURBR R SICREBLLTwE Y i
JRAEMILCBWTIE, RERAE2SEE I NIk A &
5> ¥ (albumin X vitamin B12 7 &) % MBI Y A T
endocytosis DHEREF TH - T2 *Y. Ogasawara & [ZHIaAH
IR O ETHHAC IR 5 2 PRI L - TR S LB
amino [A]-megalin, MIFZPIFIRIZT T 2 PUfRIC & - TR
&M% COOH [Cl-megalin, 3 @ Hifk TR S 1L 5 full
[Fl-megalinlZ D W CTHET L, IEH I Y bu— ) VOJRD? 5 I1E
A-megalin ® AR S 5 A 2 BUFERIGEHE DR 51
A-megalin ® &7 59 C-megalin & F-megalin  #ih S %
FHEeMELL Y., 2 LT 2 BHRBEEICBOTRB TV
TIV IR VT F = VBB E WIZ EJR T C-megalin
WEE R LT F = VR (C-meg/Cr) 2585 <, B
i 2 R ERR 88 & (eGFR) 60 mL/min/1.72m’ i 0 ¥
TC-meg/CrAsEna & b Lz ™. Seki b 13 IgA B
DHEFFIZB W TC-meg/CrAs X ¥ X7 AMHIHRE B &
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OV PR AE B2 & AR L, AR 2% 10 FE B & BRR 1Y
FIEEIC L o TEPNLENMEAN) A7 BECEHIEIE
C-meg/Crsis <, FBMEFEICBVWTERI Y ba—
V&) C-meg/CriEh o EWm L2 LA LLND
R megalin i3 2 {13 T H 5.

JRHPod & BRI PCXIE AR RN IR, bR H megalin (%
WA R MR R TH 5. RUFFETIE, g OMEEN
FiARZh s ofifioBEE*ER LT, Zofianso
HRP~—H—% LHIEL2D0TIER0D, F/-215
OFBIRP~ — 7 — 12X D REOHMBIREE FHTE LD
TIERWH LW RFEZ T, LNAESIOREEREZ Huv
THR 21T - 72,

mhEHE

Z ORI B3 A 028 I3 EERN RS T A4 7 —
LV E—DRE (FiEES 09-016) 223 THY, ZOH%E
WCBMLEETORZFEIANVY P FESICEILAL Y
T —AFI by FEZITFTNA.

1. B

HREHIRFIEOREZG SN 65 HOSLERH
(B EERKFWHBY v~ FBERF 33 %, HBKF
KB ERFIBNR 23R 32 4) & L7z BRIICLN
DOMFEFE T HRE B, F LT AR THEEZ M
L7zEf Z LN (+) & L, BRIICLN 2 58012 < WSLE
BEITLIELEMREOLNEEZLN (1) L L
iR B9 12 LN % 5 9 Fr i i 2012 4E @ American College of
Rheumatology (ACR) D44 K5 4 » YI2fEwy, 0.5 g/day
DlhosmAaRS LERBREIC L 2 REHAH3 ML Eo
e, F720RMERMAE, ~NEZ Y s MR, R A,
PRAVE IR, &2 WIEZ0RA % &M L
L7z BRIMICLN O TR % 5E 5 B KL 13 2012 4E @ Kidney
Disease: Improving Global Outcomes (KDIGO) ® %4 K5
4 v DOREERRMU EE L, M2 LT F= Vi -
A (R=25 4 vollliE 27 L7 F = YA 2.0 mg/dL il
DX 0.2 mg/dLLL E ¥, 2.0 mg/dLLL E o 0.4
mg/dL DL E DY) & 5 WIZEAROMWIN [R—=2AF 1 ¥
DRPEHR7 VT F = Vi (uPCR) %% 500 mg/gCr
K OWFIZ 1000 mg/g L E~D B0, 500-1000 mg/gCr @
IREiE 2000 mg/gCr PL EA~JEHI, 1000 mg/gCr DREE 2 52L
DB B B A 5000 mg/gCrll B & L7z, LN
DELEEROTEFED 2012 EOKDIGODH A K54 > 1
WZHEw, &7 LT F = Y EOR—A T4 Y ~ONlfEE &
U'uPCR® 500 mg/gCrgim~ DK T & L7z,

BEBEB L OHRAET— 7 3250 L VHUF L, eGFR
ERRE S o IChEV R L 7.

2. fER SRR

B B R R o §F A (3 Hematoxylin Eosin (HE) 3¢ ff1,
Periodic Acid-Shiff (PAS) ¥t fi, Periodic Acid Silver-
Methenamine (PAM) %4 &, Masson’s Trichrome (MT)
Yefty, WOLHUARYM A VY, 2 4O L 7-MBIC L -

THMBMIZAT - 72. ISN/RPS 2003 7% 125t - THrHi
L 7z. Class Vidclass Il % class IV & &0 2 Fiddh 5.
ZOWA 1 Imixed lIZHH L, DX ) AN class 111,
class IV, class VIZEEN 2w X H I L7 F72, LN
R 700 7 BV 28 R0 2 1k o 22 o HLE BE SR AR LA Y
9 % 72 %, activity index & chronicity index % Jj \» 72 A 2
T Y7 &A{F-72 . Activity index & chronicity index ¢
HHICH WA IWE L 237 ORI TRLOMEY
T& 4. Endocapillary hypercellularity (EH) : & D 5% 1
SRERIARAREE OB = O T 2 5 &8 2 3R E N Ol Fu 3
B (A ¥ AMlE, NEMRE, BELUZZHEER) Lek
L7z, AT IIRED D B REREDEHRERIK D 25% A
(+1), 25-50% (+2), 50% L L (+3) & L 7z. Leukocyte
infiltration (LI) : 5RERK 1 & 721 2 DL EOSEE A IMER
OFME R L Lz, 227 idmild (+1), moderate (+2),
extensive (+3) & L 7. Fibrinoid necrosis/ karyorrhexis (FN) :
Karyorrhexis {3 # # L Wf i {b L 72 4% & L T, fibrinoid
necrosis {3 5k ERAKR D BE[E L 724555 O v o 5~ IF IRV R 4 D
AR & 3% L7z, A 3 7 I karyorrhexis O & 7> karyorrhexis
& fibrinoid necrosis 2345k Bk 25% Adiii (+1), fibrinoid
necrosis AR IR D 25-50% (+2), 50% LL L (+3) & L7-.
COWEFERELICRE CHIRT 572012237 & 2512
By b7z CC:R—~ r3D 1/4 P b % 50 5 Mtk
DEINIEHEIA % CC & EF L7z, CCfibrous crescents
(FC) DU MT Yt 2 a7z, AT TIIHREDH %
SERIEAT A RIRIE D 25% Kl (+1), 25-50% (+2), 50%
Pk (&3) & L7 CORMBITEIMFEICRE S HRT 572
DIZAaT% 2451247~ b L7z, Subendothelial hyaline
deposits (SH) : 5k ERAR B MM 0 45 WL IR - THHE
TOYHLHBREME L ER L. AT IHRELEOD S
SRERED AR ERIE D 25% Kl (+1), 25-50% (+2), 50%
DLk (43) & L7z I HAEER () »o3Bk, BEMK, ~2
07 7—7) OME~DERMEEEFR L. 237 dmild
(+1), moderate (+2), extensive (+3) & L 7z. Glomerular
sclerosis (GS) : A4 ¥ Fy A JH L Z N5 & fi AL %
P9 SRERIREWE D IR BAT P EHPEIC R S WA L
EFE L7z, AT 7L EVERAL D 253 SRR L & A H ik
AL DS G R ERAR D 25% K (+1), AR LAY 25-50%
(+2), 50% L L (+3) & L7z, FC: MAMEALHLER S BE AL 22
crescent# FCE K L72. A A TIIWED D D HRERED
SRERAD 25% Kl (+1), 25-50% (+2), 50% L (+3)
& L 7-. Tubular atrophy (TA) : ZEi P28 13 IR A 25
JEOME L EF L7z, A2 7 dmild (+1), moderate (+2),
extensive (+3) & L7z, IF: SR ERAR R JR AN JE B o #iAfE
A 2 MT Y CaFli L 72, A 2 7 1dmild (+1), moderate
(+2), extensive (+3) & L 7z. Activity index(ZEH, LI,
FN, CC, SH, 1o A a7 &#45F L CHIIL, chronicity
index(3GS, FC, TA, IFO A2 7% &FFLCHINL 7.
¥ 7z, multiple liner regression analysis {23 \>C class VT
L ON B BRI D WTEMIT$ 5 72912 L T ikEY,
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AINA 7 A, G EIVE A EYES D B A b FHf
L, spike/bubbly appearance (SB) & L 7.
3. FIFRF~Y—H—DAEIE

ABE BT R R, SRB B IR R &
w7z, U-Pod/CriZLSI x 7 1 = ¥ 2|2, U-PCX/Cr, JR
h A-megalinj £ /JR 7 L 7 F = ¥ B I (A-meg/Cr),
C-meg/Crid 7 > 1 A WF R X 24 SUEE T 78 BH 76 5B 12 2 %
HEL 72 WEDHFEITRHOMY TH 5.

U-Pod/Crid Hara & @ # 5 12 §€ W [ 82 d G bk ‘?£ T
Hvr v b L7z 33 mLo#ER 2 700 ¢ T 5 45
R WG L TRE 2572 Rk 0.01 M phosphate-
buffered saline (PBS, pH 7.2) TP#E# L, 10 mLOPBST
% L, Autosmear (Sakura, Japan) % J\» TRV -L-
VYU TCaA—F4 YT LIATA FIZH A PR Y L7
AT A Fid 30 ekl 24, 4CDacetone T 5 45 E
L7 A b AY Y L7 % PAP-pen (Deko, Japan)
T 6 XM (1.0x1.0 em? X)) (Z[XE) 5 7=, PBS THEHH#,
1:2200 I2HM L7220 lLd <7 Ak b PCXS‘T‘LﬂK PHMS
(Australian Monoclonal Development Australia) 12 30 45[#]
PO & 72, PBS TS, 1:50 1 %Rl,fn)wr Lt
A4 VFF T %=1 (FITC) T?.j%aé‘ki%’?ﬁxf YNV
7 UHiAk (Cappel, USA) 12 30 RIS 287 Z0%
PBS Tt L, buffered glycerol TR L 72, EHL L /- 4Z
ARITHOGHMEE TR L, Bz Pode LTHY &~ F
L. R L7 F = VB %2 F v CTHliIE 2 47 v U-Pod/Cr
L L7

U-PCX/Crid Asao & @ #t % 12 fi »sandwich ELISA
WCCElE L2z die PPCXHI NI E ) 2 a— T
VU L L C#147 Jidk & #5 itk z w72 2. 150 Lo
Bl IR & 55 = o AL AL (400mM N-[tris (hydroxymethyl)
metyl]-2-aminoethanesulfonic acid sodium-NaOH, 40mM
ethylenediaminetetraacetic acid (EDTA), 0.4% [volume for
volume] Triton X-100, pH 7.0) #i#A& L TH & N7z R
WA 100 uL %, #147 Hifk % W1 L 7Z2ELISA 7 L — b

WML, 37CT 1 RMBUS SE72 7 = b h b RR
AR Z B2 L, 3 MPEE%1T- 7. D%, horseradish
peroxidase THERE L 72#5 Hufk % 100 uLAm ML, 37C T
1 BB RO S8 72 7 = v R bPUR 2 B L, 3
W ziro7. 20, 3,3,55-7 T AF VXY

Y Y (TMB) % 100 pL & N L ¢, EHFI2T25C
T30 ML S/ nzEIksgtk (470
TL— )=y =TT ZE L, B D S
L72MERRICE D IR OPCXIEEZEEH L, R
L7 F = ViR v THiIE Z4TU-PCX/Cr & L 7.

A-meg/Cr & C-meg/Crid Ogasawara b O #t 15 12 §¢ »
sandwich ELISA 12Tl L7z *. A-meg/Crifll 2 %121
it b megalinfifg M MEIRE 2 7 0 —F v Pifk e L TASHL
K& A12 Pifk%E, C-meg/Crill 21213t & + megalinllfiz
WHIE 2 7 0 —F Lk & L TC25 ik & C37 hifk %
7z 90 uL Pkl & 10 uL OLELE (2 mol/L Tris-

it

I fig

i’y
=3

K i

HCl, 0.2 mol/L EDTA, 10% [volume for volume] Triton
X-100, pH 8.0) Z{BA L, A-meg/Crill M zkHE 50T T
3 R, C-meg/CrillsE HEEHI SR T 1 /M US S €72
A- meg/Cr(ﬂiJ*f-ﬁ TIXA12 Pifk% [EAHIL L7z ELISA 7 L —
FIZIML 37C < 1 ML &, C-meg/Crifll %

c;t C25 ¥k % [EAH1L L 72 ELISA 7 L — » LIZiRIN L 37°c
TIRERES S 7o v b REABEREREL,
3P AT o 2. F D%, A-meg/Crifll & % TIXAS $T
k%, C-meg/Crilll & & T C37 $ifK % alkaline phosphatase
THERL, IhoofEilfbhikzmmL, 37C T 1 ¥
BB S 7. v = v GEEBRALBUAZ BRE L, 4 Wk
Y% 4T o 72, % D1k, Assay Buffer (Applied Biosystems,
Carlsbad, CA) T 2 [nl ¥ i % 47 - 7=. % (2, CDP-Star
substrate and Emerald-II enhancer (Applied Biosystems,
Carlsbad, CA) 2% LT, MR TIZT37CT20 5K
nEE Fok EbIIvA7u T L =) —F—Z
T 1 B OMEIOCEEZWE L, FEEWED? SIER L 72
M RS XD MR 0 A-megalini E & C-megalinif
ZHIML, Ry L7 F= ViREZ W THIEZ T
A-meg/Cr& C-meg/Cr& L7:.
4. FETFRIIRES

SCOMITAFEND e huE g sl (A7 3ipH) <3
L 7z, #EFEA P9 M) 13 Graph Pad PRISM software version
6.0 & SPSS software version 15.0 % ] \» "C Mann-Whitney
U test, Chi square test, Dunn’s multiple comparison test,
Spearman’s rank correlation r test, multiple liner regression
analysis, receiver operating characteristic (ROC) analysis
% 41T - 7=. Multiple liner regression analysis {2 2 \» T 1%,
Hii 18 @ activity index & chronicity index T % 3% & 11 % EH,
LI, FN, CC, SH, GS, FCOiZL % b DA KD & &
(%), SBOA#E, mild (+1) DL EDIL, TA, IFOFHEIZOW
THZ R RHT (Spearman’s rank correlation 7 test) % 1T\,
P<020 &7 5IHH Z MR E L TREIRLEHIHRALET
fiFtdT L 72

B/ R

25 Z4DLN (-) L 40 ZOLN (+) BOBETRB L O
Mg 7 — % % Table 1 127R L7z, WiFE [ C4ERS (P=0.4000) ,
M (P=0.7864), ¥R 9% A 9k R (P=0.4256) TH =72
Mo dz. 1 REHARIEAE (P=0.3605) & HTL = A DNA
PUAR (P=0.2139) W BB CTHEBAEN R D o> 2. iR
50 % ¥ IfiL B A7 (CH50, P=0.0026) & e¢GFR (P=0.0049)
FIN (W) BECTHBEICEKMETHY, mME7 L7 F= 1l
(P=0.0007) & uPCR (P<0.0001) 4 EIZLN (+) BTH
iTH -7z, REEE~ — 7 —Tdh %R N-acetyl-beta-
D-glucosaminidaseiig B IR 7 L 7 F = ¥ i B Ik (NAG/
Cr, P=0.0001) &JRal I z7aza7y VEE/RZ LT
F = VL (alMG/Cr, P=0.0107) IZLN (+) Bt CTH %
WKCEMETH- 720, W2 I7urary vk Ry
L7 = ViR (B2MG/Cr, P=0.2852) TI3HEAT 7%
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o7z 1.31 (0.33-4.19) cells/mgCrT& Y, LN (-) B X b A&
LN (-) # & LN (+) #»U-Pod/Cr, U-PCX/Cr, A-meg/ w0 72 (P<0.0001). AT, 40 ZOLN (+) BHOWN 7 4
Cr, C-meg/Cr% Fig. 1 IZ/R L7z, LN (+) #® U-Pod/Cr i ® U-Pod/Cr7 10 cells/mgCrLh FTd - 7z, LN (-) # oD

Table 1. AR B L WA T — 5. 77— & 3 Jefll (WG ALHEFH) TH Lz WEHRIZBT 2 0> EIZ Mann-Whitney U test & v 7z
MBI BT 5 E A D LL#RIZ1 Chi square test # JHW 72, LN: )b — 7 A% 4%, NA: not applicable, CH50: #ifk 50% MY, eGFR: 4
EXRERIRIE SR, uPCR: JRIEAIRZ LT F= Vi, NAG/Cr: JR i N-acetyl-beta-D-glucosaminidase i &/ JR 7 L 7 F = Vil
JEL, oIMG/Cr: Jtal I 70707 Vs JR 7 L7 F = Vi, B2MG/Cr: JRHp2 Iz usr a7 ) Vil Ry LT =
EFELE, ISN/RPS: International Society of Nephrology/Renal Pathology Society, Mixed: class I1I+V or class [V+V,

Characteristics LN (=) group (n=25) LN (+) group (n=40) P value
Age (years) 36 (28-51) 36 (28-42.3) 0.4000
Sex (% female) 92.0 90.0 0.7864"
HbA1¢>6.5% (%) 0.0 3.0 0.4256"
Erythrocyte sedimentation rate (mm/h)  48.5 (28.5-101) 66 (37-85) 0.3605
Anti-ds—DNA antibody (IU/mL) 26.5 (10-189) 118 (19.75-400) 0.2139
CH50 (V) 30.8 (20.7-36.5) 19.25 (10.98-26.85) 0.0026
Serum creatinine (mg/dL) 0.52 (0.45-0.57) 0.69 (0.545-0.965) 0.0007
eGFR (mL/min/1.73m? 106.6 (83.1-132.4) 79.4 (54.5-99.6) 0.0049
uPCR (g/gCr) 0.10 (0.04-0.31) 2.43 (0.96-4.63) <0.0001
NAG/Cr (IU/gCr) 5.33 (1.98-8.23) 11.23 (6.01-19.77) 0.0001
o 1MG/Cr (1 g/gCr) 7.18 (3.08-14.35) 17.59 (8.05-24.08) 0.0107
B 2MG/Cr (u g/gCr) 183.37 (137.12-1364.68) 541.19 (186.57-3609.11) 0.2852
ISN/RPS 2003 classification
(I/1/11/1V/V/mixed) NA AAAATAL: NA
Histological activity index NA 6 (3-11.25) NA
Histological chronicity index NA 2 (1.75-3) NA
A P<0.0001 B P<0.0001
= [ 1 1
B 10 131(0.33-419) 1500 323.1 (170.8-626.9)
% 501 '0:0° 8 °
= g 1000:
J =1
S g soo] 125.1 (66.8-158.9)
°
8 d
) =) 5
Q Q
3 S
P=0.0003
= D —
—~ 800 40 240 (1.18-4.59)
% 73.55 (43.25-172.23) 8 .
S 600] 87.18 (21.59-114.04) » 3 4
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Fig. . IN(G) BELIN(H) HECTCoOHBIRP ~— 5 — D L#EK (A) U-Pod/Cr. (B) U-PCX/Cr. (C) A-meg/Cr. (D) C-meg/Cr. U-Pod/Cr,
U-PCX/Cr, C-meg/CriZLN (-) # X ) LN (+) BECHEIZEETH - 7. Mann-Whitney U test % JJ\ 7. Error bar {ZH1 YL i & U 453+ %5 B
FEL, fiidiyefl (L) %253, U-Pod/Cr: JRfipodocyte £, JR 7 L 7 F = Vi1, U-PCX/Cr: JRHpodocalyxinift i/ IR 7
L7 F = ViREE, A-meg/Cr: IR A-megalindi2 i /R 7 L 7 = Vi%EE, C-meg/Cr: I C-megalindi g/ JR 7 L 7 F = Vg k.
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25 % 7 O U-Pod/Crid 0 cells/mgCrTld A » 72, LN
(+) #E D U-PCX/CriZ 323.1 (170.8-626.9) ug/gCrTdh v,
LN (-) BEX W A BICE A > 72 (P<0.0001). LN (+) B0
C-meg/CriZ 2.40 (1.18-4.59) pmol/gCrTH ¥, LN (-) B X
D AHEIZE D - 7228 (P=0.0003), A-meg/CriZLN (+) &
LN () BECHBERE I -7z,

LN (+) # T ®U-Pod/Cr, U-PCX/Cr, A-meg/Cr,
C-meg/Cr & BREI D IfiLiE IR = — &1 — & OB % Table 2
127K L72. U-Pod/Cr & U-PCX/CriZuPCR & §5\ IE DB
M o 72 (R Er=0.3894, P<0.05 B & 0°r=0.3300,
P<0.05). C-meg/CriZuPCR (r=0.3703, P<0.05) & 3§\
EOMBEsH Y, RMEEHEE~ - —Th b NAG/Cr

ab

puy

K i

(r=0.3550, P<0.05) & alMG/Cr (r=0.3572, P<0.05) &
BEHWIEDOMBED D - 7z

U-Pod/Cr, U-PCX/Cr, A-meg/Cr, C-meg/Cr% ISN/RPS
2003 4338 B ek L 72 (Fig. 2). U-Pod/Crid % & Lt %
D FER, class IV U-Pod/Cridclass V & Lk L TH E 2
EHTdH 5 72 (P<0.05). & L TmixedZ 35 \» TU-Pod/Cr
25 5 cells/mgCr 2L ETH - 72 2 Z4ld w3 d class IVHV T
o7z, U-PCX/CridZ HILBORR, class VO U-PCX/Cr
itclass T & i L CHEICHME TH o 72 (P<0.05).
A-meg/Cr & C-meg/Crid % BEILI DGR, #classli THE
o7

LN (+) #1128 W CHIRRF M 72 activity index, chronicity

Table 2. LN (+) BEIZ BT 2 BEAM O,/ R~ — — & FBURP~ — 4 — & OMBRE r. U-Pod/Cr & U-PCX/CrlZuPCR & IEOH DD -
7z. C-meg/CriZuPCR, NAG/Cr, olMG/Cr& IEDOAHBIA3 - 72, Spearman’s r correlation test & Fi\y7z. *: P<0.05, **: P<0.01, ***;

P<0.001, ****: P<0.0001.

U-Pod/Cr U-PCX/Cr A-meg/Cr C-meg/Cr eGFR uPCR NAG/Cr o 1MG/Cr
U-Pod/Cr
U-PCX/Cr 0.3601"
A-meg/Cr  0.3330" 0.5630™"
C-meg/Cr  0.5634™" 0.4871™ 0.5206™"
eGFR —-0.3005 0.2329 0.194 -0.1456
uPCR 0.3894" 0.3300" 0.1468 0.3703" 0.1113
NAG/Cr 0.3710" 0.3735" 0.2482 0.3550" -0.09656 0.5107™
a1MG/Cr 0.2663 0.06155 0.06155 0.3572" -0.3634" 0.2849 0.4830™
B 2MG/Cr  0.09541 -0.02824 -0.02824 0.2605 -0.3245" -0.1948 0.0936 0.5915™
B
P<0.05 1500 P<0.05
1
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Fig. 2. ISN/RPS 2003 7338125 2 H MR~ —H — DL, (A) U-Pod/Cr. £ EILEEDOFEE, class IV D U-Pod/Cridclass V & Ll L TH
IZEMTdH - 72 (P<0.05). (B) U-PCX/Cr. ZEIIEDHER, class VO U-PCX/Cr i class 111 & I L THEIEMETH - 72 (P<0.05).
(C) A-meg/Cr. (D) C-meg/Cr. A-meg/Cr & C-meg/Crid % HILI DM, 4 class M TH B L & b o 72, % EILIKIZ I Dunn’s multiple
comparison test & Jl\ 27z, Error bar & A Sl & U s PH 2 259
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index & U-Pod/Cr, U-PCX/Cr, A-meg/Cr, C-meg/Cr& @
HHBE % Fig. 31278 L7z, Activity index & U-Pod/CriZHi&: 1
DIEDHEA R 57228 (r=0.4704, P=0.0029), U-PCX/
Cr, A-meg/Cr, C-meg/Cr& @ 4 & % MBI % H » 72
Chronicity index & i BB H > 2 RAF~—H —13 %
oz

LN (+) #1128V, U-Pod/Cr, U-PCX/Cr, A-meg/Cr,
C-meg/Cr & B D & % KRG MR D 72 8 12 HAL 5 fRAT
B X UL LERIFN % 4T o 72 (Table 3). U-Pod/Cr % ft IR %
#, Spearman’s rank correlation r testiZ TP<0.20 Td - 7=
EH, LI, CC, FC#% #2%kERkMk o &4 & SBO A % il

A

S 1=0.4704

o 150

g P=0.0029

=

o

< 100 o

A

= .

o

% L L]

o . .

N DO SO
0 8 16 24

Activity index

C

___ 800 r=0.1027

S P=0.5340

2 600{e

[}

£

£ 00 ¢ .

— .

s -

g 200 ot .. f

i l .ll' o? -_c'l .
0 8 16 24

Activity index

E
% 15
£ r=0.1461
> P=0.3816
T 10
L
G .
= 5
'8 [}
% .
5 P | . .
0 4 8 12

Chronicity index

G

5™ =-0.2676

2 o P=00996

- L

g

£ 40 o U

g 20 . i $ .

< ] | o ° .
0 4 8

Chronicty index

1
12

U-PCXI/Cr (ug/gCr)

=)

C-meg/Cr (pmol/gCr)

-

U-PCX/Cr (ug/gCr)

X

C-meg/Cr (pmol/gCr)

T39

¥ L L 72 multiple liner regression analysis 2 & % &,
U-Pod/Cr & CC % #5 2 SR ERAK O &5 1A B 7% IE O A B A
H o 7z (BHEALREP=0.809, P<0.0001). £ % &AM 2
B\ TU-PCX/Cr, A-meg/Cr, C-meg/Cr& [¥H D & 5 #l
KRR e 2o 72,

U-Pod/CrH3CC L IED M N H o722 &5, LNIZ
BV TU-Pod/Cri 5CCOAEE R FHTE LD TIE &
# 27, LN (+) BEIZB VT, U-Pod/CrTCCDAEFEZ Fill
9 % ¥ A ®ROC analysis T @ area under the curve (AUC)
1% 0.72270 Td - 72 (P=0.01964, Fig. 4). /1 v N+ 71
% >2.785¢cells/mgCr & L 7z DK E 1L 47.06%, FFIEE X

1500 r=0.1261
P=0.4442
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Fig. 3. fl#kF M activity index, chronicity index & HBURH~— 7 — & OMB.  (A) U-Pod/Cr & T activity index & OFHEH. (B) U-PCX/Cr
L RS2 1Y activity index & DA . (C) A-meg/Cr & #H % 2% ¥ activity index & DA, (D) C-meg/Cr & #HL#k 5 19 activity index & D #
BH. (E) U-Pod/Cr & ###%2% 1Y chronicity index & OAHREY. (F) U-PCX/Cr & #H#k*# 1Y chronicity index & DAHREY. (G) A-meg/Cr & HL#k2~ 1
chronicity index & ®AHREY. (H) C-meg/Cr & #Lfk~ ¥ chronicity index & DA, U-Pod/Cr & #L#k4~1 activity index & D B2 IEDOFHBI A5 -

72 (r=0.4704, P=0.0029). Spearman’s r correlation test% J\ 7.
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Table 3. F BRI~ — 7 — & % % OMIFREIINZE L OHIB. (A) U-Pod/Cr. ZZERMHTIC & 5 & U-Pod/Cr & CCZFFORIREDEEIZIED
MDA - 72, (B) U-PCX/Cr. (C) A-meg/Cr. (D) C-meg/Cr. U-PCX/Cr, A-meg/Cr, C-meg/Cri3% 25 8 NTIC & B & g DLk
MR & DA E AR 2 o 72, BZE BT I 1 Spearman’s r correlation test %, 26 Z5 S f#HT 12 (X multiple liner regression analysis
% H \w 7z. EH: endocapillary hypercellularity, LI: leukocyte infiltration, SH: subendothelial hyaline deposits, FN: fibrinoid necrosis/
karyorrhexis, CC: cellular crescents, II: interstitial inflammation, GS: glomerular sclerosis, FC: fibrous crescents, TA: tubular atrophy,
IF: interstitial fibrosis, SB: spike/bubbly appearance.

A

U-Pod/Cr

Variables Univariate analysis Univariate analysis Multivariate analysis Multivariate analysis
P value P value

EH 0.4307 0.0070 -0.162 0.858

LI 0.2966 0.0766 -0.138 0.285

SH 0.1213 0.4683 NA NA

FN 0.1338 0.4231 NA NA

CC 0.4936 0.0016 0.809 <0.0001

II 0.05168 0.7580 NA NA

GS -0.01778 0.9156 NA NA

FC -0.2157 0.1934 0.089 0.441

TA -0.01772 0.9159 NA NA

IF 0.1409 0.3988 NA NA

SB -0.3163 0.0530 0.020 0.866

B

U-PCX/Cr

Variables Univariate analysis Univariate analysis Multivariate analysis Multivariate analysis

r P value P value

EH 0.2418 0.1380 0.112 0.521

LI 0.3378 0.0355 0.319 0.059

SH 0,008855 0.9573 NA NA

FN -0.06305 0.7030 NA NA

CcC 0.1899 0.2469 NA NA

II -0.1353 04114 NA NA

GS -0.3827 0.0162 -0.145 0.507

FC -0.3764 0.0182 -0.200 0.340

TA -0.2209 0.1766 -0.198 0.199

IF 0.02253 0.8917 NA NA

SB 0.1343 0.4149 NA NA

Cc

A-meg/Cr

Variables Univariate analysis Univariate analysis Multivariate analysis Multivariate analysis
P value P value

EH 0.07112 0.6670 NA NA

LI 0.2061 0.2082 NA NA

SH 0.1711 0.2975 NA NA

FN 0.03433 0.8357 NA NA

CcC 0.04805 0.7715 NA NA

II -0.1208 0.4637 NA NA

GS -0.3644 0.0226 -0.196 0.372

FC -0.3991 0.0119 -0.156 0.477

TA -0.1425 0.3868 NA NA

IF -0.1389 0.3989 NA NA

SB -0.05791 0,7262 NA NA

D

C-meg/Cr

Variables Univariate analysis Univariate analysis Multivariate analysis Multivariate analysis
P value P value

EH 0.3364 0.0363 0.100 0.605

LI 0.3205 0.0467 0.199 0.281

SH -0.09207 0.5772 NA NA

FN -0.07784 0.6376 NA NA

CC 0.1694 0.3024 NA NA

II 0,05558 0.7368 NA NA

GS -0.2914 0.0717 -0.300 0.214

FC -0.2916 0.0717 0.001 0.997

TA -0.1177 0.4753 NA NA

IF 0.1277 0.4386 NA NA

SB -0.2965 0.0669 0.090 0.596
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Fig. 4. CCOAEAE T O 7= DROCHEHF. U-Pod/Cr T CC DFELE
% Vil 3 % Y & Dreceiver operating characteristic (ROC)
analysis "C® area under the curve (AUC) i 0.72270 T& - 72
(P=0.01964). 71 v b4 7% 2785 cells/mgCr & Y K& L
7R DIETZIE 47.06%, FFHEEZIE 85.71% TH - 72. Mo
X =N —TIXCCOFAEE FIMTE o7z

85.71% Td » 7z. Il 7 L 7 F = i, eGFR, uPCRT
IZCCOFHEZTFMTE Lh ol

z %

U-Pod/Cr, U-PCX/Cr, C-meg/Crid i& ) & ®LNT
LA ¥ %. U-Pod/Cr, U-PCX/Cr, C-meg/Crid & HJK &
OMEH»H Y, C-meg/CrizBEMOIRMERE~—H—&
b AH - 72, Class IVD U-Pod/Criclass V & Hik L
EAETH Y, class VOU-PCX/Cridclass I & Hi LT s
i Td o 72, U-Pod/Crid ffkS 1Y 7 activity index & H1 45
EDOIEDHBEA D - 72. U-Pod/Cr & B A B % Rk 10
JHZEIZCCTH Y, ROCIHMNTIZ X 2 & CCOFFAEDFMIC
U-Pod/Crid % i D Hh3oHh o 72,

Nakamura 513 & H R, MR, BHEfEE/LLTER SN
JEEEPELN TIZ 0 (0-0) cells/mL (n=8), {&HBEIPELN TIZ
4.0 (1.7-5.2) cells/mL (n=8) DJEHF Pod DIiEN B - 72 &
WMEL T2 ™ WA, Ry L7 F= ViRERMIED
HIE, HEVEO R, BEERER EOMEED B DS, AR
OB Z OB L ITIF-HLTVDEEEZLRL.
LNZ BT U-Pod/Cr & HIFRF MR 2 DMt Ot 1L £ 72
7\, ABFZE T3 U-Pod/Crid B ERGR 2 25K & < B
%5 2 % kS WY activity index 3 X INCC % D 5% BR A
DOEE L IEOMBED D B FH 2 5 U-Pod/Cr i PE R Z
WEEZIBHEEZ SN Harabld, NEIgATES X
OSBRI 98 20 Z12B WV TRPodE & CC R £ T EH
TREAITHHELTWS EHEL >, Asaobix, KA
IgABHE 35 & I12BWT, U-Pod/Cr & /MR 2 7134
BELHBEEROWZE Lot LTwE Y ZHT
RPRZZEKRE LT, BFROMBEREA DLW
I R BEFEDAEDOMIZ, Asao b DL TIZuPCR A 0.34
(0.17-0.55) g/gCrTd » 72D Zxf LHara & O 78 Tl

2.28+0.55 g/gCr (P39l + BE#E AR 22), AWFFE Tld 2.43
(0.96-4.63) g/gCrTH o722 LH 5 X B EDIFE M
F <, U-Pod/Cr& CCOH % KRR E G A ARG HS
7= W REMEATE 2 & /.

Hara & (ZLN 5 % 12 3 \» TU-PCX/Cr#s 44.3+10.8
ng/umolCr [391.0£95.5 pg/gCr (37 ¥ i+ 42 ¥ 7% ) ] T
HY, FEEaryra—LVEED 69 % o 7.1+0.5 ng/umolCr
[61.9+4.42 pg/eCr (PR H#EMZE) ] L H H HET
HotzEMELTWD . REFFEOLN (+) BEOKFIE
COMPELIFIF-HLTWDEEEZON, $LN(-) B
DO U-PCX/CriZLN (+) # X D & IEH H 12 E W AR
K7z LNIZ B\ TU-PCX/Cr & #2125 D Wit
DML T % v, Asao 51T ANIgAEE 35 Z 2B W
TUPCX/Cr CCERTHIRERA I T B IEOME %
RLTWZZEMELTBY ), LERMITCHEOD 2
IR R 2 B2 e e o TR R ORGSR & B3 L 72
Hro 7z, R EE DM BRI L BT S0 Ik BT 2 & PR H Pod £1
EH L WA U-PCX/CrAs L5 5 7230 4% U-PCX/Cr
% LA T A ME oM HZIE, U-Pod/Cri [ 3¢
LU OMBFENHE LV L AT 2 HEIRIBEN S,
LNIE A BRIRENRIET HBRETH D, FEEDHRETIE
e KA RIRENE D E 5 TUPCX/Cr & LR EETWS
WHEMEDSE 2 i,

LN® JR HmegalinlZ B 5 2 i H 1T H T h 5.
Ogasawara & & 2 BB JR 9% 12 B v TA-meg/Crk 1 %
C-meg/CrD S MIRBTNT IV IR VT F = VikER
EDOMBIEAE L, ¥512eGFR 60 mL/min/1.72m> i
HE O C-meg/Cris T 2> o 723 A-meg/Crid 7 { e 2o 72
CEEHELTWS . Seki b id C-meg/Cr D A DG T
[gABFIEIZ BT OHMBREIEH & BEATEANY) X7 & D
B, BUHEEICBWTOERI Y M- VDA EE
ZHE LTV Y ABIZETIZC-meg/CrH LN (+) #T 1
HLTHY, uPCR, alMG/Cr, NAG/Cr & I L T\ 7=
e - T, C-meg/CriZLNIZHB T D Fiak o BE & [ KIS
ERL, R EMET S %2 5N/ Megalinld it
RANGE MBS TH B 2 & 5 5 BRANE B o MK 199%
ELOMBEPMMEENS. Lo L Seki 512 & 5 IgARET
DMFTIETAEIFD X 2 7 & C-meg/Cr DA B I R 72
Bhhor . KL THIU, TA, IF & C-meg/Cro
FRWZE R o, TOFITMBEENENMIT BT 2
B OB AREETH C-meg/CrEICEALTCLE T
LUlHEYE, I, TA, IF 3 megalin® Hik & 72 % AR M
OB IHARPT L A2 BHEE L T w0l %
Wi C & o 72 RElE, BHAMTHEZT Y T8 3L
DB AR O RN VR Z & B LT o 72 ] i,
FRANAS B o ML 92818 C-meg/Cr & B8 78 70 W 1T REME
NEZ LN,

KA 42 T 12 U-Pod/Cr>2.785 cells/mgCr7z & & & JiE
47.06 %, HEEEE 8571 % TLNOCCOHFAETHATE 5
B H o Te. CCHFEAETHRE S5 Iy 72 S Pl
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WEIHEEFR LR 2L, BEHEHEZDIC20I1IC),
EWIREAREOL IO v Mt TR BN 72
CCRINKBVWTHEOTFHARKNTTHY Y, ACRD
HARTA 2 THCCH D DA LRI 7 5 P H
AP BRI L T D Y PLEEAIS P TE RV
EHEBROBESN DY, HEITEOLNDEE DN S HEH I
BWTiE, U-Pod/CrOEEIZCCOFAERREL, T
RGO A R EED 1 DR L
v, U-Pod/Cr & I DM B A3 & - 72 LK 5 1 activity
index b B P#%E KM 2 LW shTwg "9 21
U-PCX/Cr, C-meg/Cr& IED A A%% - 72uPCRIZLN %
GBI,/ BRTNNAF—F— L LTHHEIN TS,
Ht - T, U-Pod/Cr, U-PCX/Cr, C-meg/Crix LN @ Hl#k2
FIROAZRRSTINOE FHE2 WS 2 IEREY N 4
R=A =R ) LR D D, Sk D MR & kbt
LTWwW&E 72w,

COHIFEICIZ 6 DOWRAEDNDH L. 11T, FLAED
BRI E I T 2% < BNIZ W & 72 LN TG
THY, %L T% < Hichronicity index DXV EZEETH 5
HTHD. 1o THRDMELTH R 18 PER L AT VLNIC
BOTIESH O EREREITE TE RV D 5.
5212, LN(+) BicclassI, II, VIRE IR THEH Tk
WIS B A class 1, 11, VI & Seie i e
MBirclass 1L IV, VE DD TE o 72HTH 5.
8302, AT RASIER 1 b & TR AU TR M SR
TORMMUEEREPLETHEMBE COBERETRED R LD
LNOFr WL %2 ## > SLEBZH 2B 1, silent lupus nephritis
ELTHIESRTWD Y. REFZETLN (-) B3 B HhE
RIT R 2 AW THE SN TBY, silent lupus nephritis 3
HENTVWDHZLETLN () HoMRIREZ RITLE
WHEMED S 5. 55 412, LN (+) BEOHBRIER 22 & —Fk
TR REIMRIBRER T v U 7 v ¥ VBB ESR
TV IRT Y BRSO A0 S, BIREER
)& RERICEE AR L 2RSS B, 5 ISlEE0
U-Pod/Cr, U-PCX/Cr, A-meg/Cr, C-meg/CriZ DWW T ®D
HETIHIRILIE L OBEZ R L2 D3 b o772,
AR THEMFADOT—FIZEHED T h o7z, LA LLN
EEUERE/ FRIIBVWTRLERZERE LR T -5 TH D,
SHOBGHCIZED HNE L E R 2. 2 LTRBEIS, A
FIF M IS B BHRT— 5 % b L IR~ —h — DK
WEAT- 7205, KWRORF~—h—DOFHEZHERT 5
WIS R 2 B P B R R BUG T 7 & OTE S LB
W2 & E R 7.

¥

U-Pod/Cr i3 MLER 7 10 2 G B 12k % S35, U-Pod/Crid
) e RIEIIHE L L SN B CCOFHED TR OIE
BEWNG— =251 EESH 5. C-meg/CridifH)
PEDLNT LA L, BEMORMER S~ — 7 — L IEOME
o7z,

K i

-

WEHRBIZHIZY, KXo ITHE, ZEMZEY
T L EEMRE) v~ FIBERA A RIELZ L
Pl dok, 72, RARIUZ SHATHV 7202 05
B, WHZTRBE, kA Y v 7, A5y 7, ER
e T, BRRREOERIEH L 7.
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