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A Clinicopathological Study in Membranous Lupus Nephritis

Shinya SUGANUMA, Wako YUMURA, Keiko UCHIDA, Kosaku NITTA and Hiroshi NIHEI
Department of Medicine IV, Tokyo Women's Medical University, School of Medicine

Histological classification of membranous lupus nephritis (MLN) underwent various changes. MLN was listed
under a new classification (class V) in 2003 and MLN with active lesion of 50% and below or chronic lesion was
classified as class V + class Il (class V +III). We compared the clinicopathological data of 18 MLN class V pa-
tients with minimal and mild mesangial proliferation and 7 class V +III patients. These MLN patients often have
urinary abnormalities (chance proteinuria and mild hematuria) without other systemic lupus erythematosus
(SLE) symptoms. We found the incidence of nephrotic syndrome in MLN to be 56%. with the class V + IIT signifi-
cantly higher than the class V (p<0.001). Hematuria was slight and did not show a difference between the two
groups. The incidence of hypertension in the class V +1II was significantly higher than the class V (p<0.01). The
class V +1II patients were older and had greater decrease in renal function when compared to the class V (p<
0.01) patients. The anti ss-DNA antibodies were significantly higher than the anti ds-DNA antibodies in the MLN.
Patients with serositis had both high anti ds-DNA antibodies as well as anti ss-DNA antibodies. Prognosis for
MLN patients with persistent proteinuria is generally poor. Long term optimum treatment aiming to reduce pro-

teinuria could improve renal outcome.

Key words: systemic lupus erythematosus, membranous lupus nephritis, proteinuria, nephrotic syndrome

#
Systemic lupus erythematosus (SLE) D& REED
1208 A4 T THEEMEN—F2E L (membra-
nous lupus nephritis: MLN) &V — 7 A Bk OfE 4
DI TS 5~25% % 58 B DR THENH %
WHETH B, 1974 ED NV — 7 AEH WHO i3
TIZBLZ MLN (class V) & LCR#k L T 7225,
1982 4E D )V — 7 A% 4 WHO k5 8 <Tid, MLN
% pure type ® class Va D& 7% 573, class Vb (class
I OWHEZEMED), class Ve(class TTT DIFEZ1ES ),
class Vd (class IV DIFEEESD ) 1251F 722, 1995
FEOWHO O %Z TldclassVa, bD & %
MLN & EH L. SDXH) %REEEET, 2003
FRHFLIRREEN )V — 7 2B % WHO ##%5
$YClE, pure or minimally proliferative MLN %
class V- & L, fUZHBE T RIELEY % £ 5 G B 42

il

EBMb o 7284 Eclass V+class I & 5 W i
class V+class IV &5 Z L2572,

S, ZOFzhEE b LI MLN OJERE % B
LM TAZEEEMIC class V (VEE) & class V+
class IIT (V +IIL &) (2500F, BRPRARHEEMIIMET L
7=.

&R EFE

1. X%

LR CEAEM O AT 2 BiiG L 72 1974 4E LI,
1972 FEB XUV 19824E M ARA (7 AV H ) v <+
x) (1997 F£—HYET) P T SLE L W L2 E%
D)L, BEMTH LS E VET 212 VI
HTHol2 25 EMZMHRE L7z, £ 18~57(F
¥ 323+103) &%, BE1H, k24 6THo 7.

2. &

BHERCTRILS MBI EA V<) v CH
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EHBNF 7 4 ¥ K12 L, hematoxylin & eosin
(HE), periodic acid Schiff (PAS), periodic acid
methenamine silver (PAM) D&t %17\, o5
SEMMEE OBSE) CTHET L7, 72, dokbuikikTil,
OCT a2 /37 v FTEEBZEMI A 2 /ER L, %iE
ra7vyr (IgG, IgM, IgA) E#ifkEs (C3, C
1q, —#8 C4) DIk Mk E W TRE L7z, BF
SEMMEE (ESE) MMGEHIZ Vs — VEERISEBEY)
Fel, BEBEY 5o A s T VBN L AT EY
BRIV L 2.

MLN OJR#EZII, RIS N72RREO2HE
Ze\w LB e il L 72 SRCIRIE IR BB &Y
RS LERLAY. BOBPUREIC BT 5 K EHR
DIEEERE DOE EE e L7z,

7., BETOEETILAEZ K/MIERZ < den-
sity 3% — 72 3% & % homogeneous deposit type &
L, density DE %2 EETE X TEEBREAND de-
posit & 2 & 5 ¥ & % heterogeneous deposit type
L7 DEOFRZREHICEEL, MLN (class
V) LEML7.

— 707, TR E NIRERIED ) B 50% LT Tidd 5
AARERAIEEE (A) WAL (C) DMEH I
EATRD ONEHE, oo TclassV+
classTII & L7z, 4, class V O RGARHEHFHIIFE
ZHSPIZT B 720121, class V+class IIT b ik
THEVLENRSDLLEZ, 2008 THRETL7-.

RIS O BRIRIKEIC DV T 9 BERE I BT
%24 OFREHHDPHRE SN, YN E FHAMEICE
n, bobdb% {HWHNTWS SLE RETEEMTE
¥ (SLE Disease Activity Index: SLEDAID)® & SLE
LB LR R LR X 07 TR L 72,

R A AR T A O PR OB 5 RN b MET L
7o, BAMREE R TORICHEET L BIREHE (g 2
L7F=v, REAZ SR | RiLE TR 1L
B>6/1 1%, WREZLTF=v 20T 50 R

25

&), & HITRIEENRART R (B SHUER | BUHUE,
¥t ds-DNA Hifk, ¥t ss-DNA Fifk, 3 Sm HUE, it
RNP #ifk, Pt SS-A $ifk, 1 SS-B Hifk, HT CLB.GPI
ik, B X UMIEMAE CH50, C3R C4 % L))o
WTHMET L. BAERBEOMEZ LT F =V TH
BWiEOELE B - 72,

3. fRETERIRT

HEE LY - EEFAE TR L. SHOKEBIL
TIEME D L < 13 Mann-Whitney RE %172 72, p
fEAT0.05 Kii & MATEICHEEED Y, pEA0.05
Db ol kimEEmD Y & Lz, BREOTHREA
5720, BHEEEILD end-point % IR B AR T ILTE
2VLT7F= s 12mg/dl U RICER LRREL,
Kaplan-Meier % THES L 7.

#w R

1. MLN O OHFE

BRI X ) A7REE, 48% (12 %)) 2SiFHES
DOHRERERIEE {, MBHEFIZRED and/or MR
B RN, 0% MLN LB ShTwiz, %5
52% (13B1) DR L - -HEERE LTI
BRREDEFEDS L, SLE 25be5 &9 RER (A
WALEE, BE) 2R OZKRE o IEMITHT
2 1BITH o7

BARREE L D MLN OFFEMKKIIKE L 320D8
y— s OFFED R SLE & L TRHE
i, B (MLN) Z2%E U728 (SLE BATRD) 274
Bl (16%), @FHE REHE) 295%EATL, #ICSLE,
MLN &2l U728 (BEL TR 2510 81 (40%),
QREH® %3 MLN & SLE %2 IR (REFH
BH 5 SLE OFBW F COMMD 3 » AN (i
L 72% (BHE SLE FIRED) 25 11 #1 (44%) Td o 7-.

@@L REEZZHUMICRO Tz, 2B,
VHLVHIINHETRERXDOEVITRD 5Nk
o7z (Tablel).

Q@QOBHEFRATI 10 FlD 5 H 2 B0 [E D F MR

Table 1 Onset pattern in patients with MLN

n group V group V + I p value all
Number of patients 25 18 7 - 25
Women (%) 24 944 100 NS 96.0
Onset pattern (%)
SLE precedence type 4 16.7 143 NS 16.0
Nephropathy precedence type 10 333 57.1 NS 40.0
Nephropathy SLE coincidence type 11 50.0 28.6 NS 440

p value: group V vs group V + I
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Table 2 Clinical features in patients with MLN

n group V group V + I p value all
Age at renal biopsy 25 284 £ 76 423 £ 99 p <001 323 + 103
Serum creatinine (mg/dL) 25 09 =02 10 =04 NS 09 * 02
Creatinine clearance (mL/min) 25 889 + 124 68.0 = 153 p <001 831 = 161
Nephrotic syndrome (%) 25 444 85.7 p < 0.001 56.0
Serum albumin (g/dL) 25 30 £ 08 22+ 04 p <001 28 =08
Urinary protein (g/day) 25 48 = 47 71 + 46 NS 55 % 47
Hematuria (%) 25 50.0 42.9 NS 480
Granular cast (%) 24 118 14.3 NS 125
Systolic blood pressure (mmHg) 24 1179 = 197 1393 + 165 p < 0.05 "124.1 = 209
Diastolic blood pressure (mmHg) 24 756 = 158 87.7 £ 107 p < 0.05 79.1 = 154
Hypertension (%) 24 118 57.1 p <001 25.0

p value: group V vs group V + I

Fig.1 Glomerular immune fluorescence findings (% 200)
IgG granular (a) and Clq intermittent granular (b) deposits along glomerular epithelial side.

T membranous nephropathy & W X WK Pk
Ptk ¢ SLE OB ICIZE - TWird o 7228, HICH
BIRGEE %0, ARA BEIEEZG L7z, RE
BRSO SLE B CoMMIZ, BREETH 5~
144 ((F¥9 54.3) » H, B4E SLE [RIEFE 0~3 (CE# 15)
2 B, MBEEETIZ0~144 (P 279) » AT, R}
RENPUBL TH S SLE DEEZI 2L TR
& 12 FHBAERE L % 180 S 72 2508 L 72 4 B
bdH o7z,

2. MLN OB

5B IBITRA T A FEEFEDORG 2 I
RO TEERIITb Tz, L 25 6k
18 FIASVEE (9 BB EMREGREIT 6B, KD 7
Bl (5 BB AEREBEIEEIZIB) S V+ITIETH -
72. VHIOD# LB L7-HITIE, BEOXYVFy
AL &N 21 (3~455) %D SR ERARIIEE) M
F IR E 2 B . BEREO R % Ta-

ble2 IZ/RLTWAR, VEELD V+IDHO G IE
B (p<001) IZEFEMTHo7. HHTEOVEE 1S
BID S B 12 B1IE 2 > F o7 AL b 7w g
% MLN (f£R D5 T class Va) T, BEMIGE
HRIZ3BITH 7.

HIETERETIgC O AL 55 C3 & Clq DHJE
B o 72 FRIRIEE 2 2B 1o 72, Fig 112
IgG kA (a) & Clq ik (b) O VED 1 12K,
—7, CADiEE T HERI VB 30%, V+II0E
66.7%, KT 438% DB TH - 72,

BHFTRTIE, SLE & MLN 22 ZEEICZH L
7HEB] (B E SLE [M R 8Y) Tl Fig.2a, b (a:V
B, b VHIOHE) WCRT X9 RiLEWD density
23— 72 homogeneous deposit type #%91% (10/11
Bl) LHEETH o7 B SLE R T heteroge-
neous deposit type (& VI #HD 1 BIOKTH Y,
B AR 55 % 860 SLEDATI DA 3 713 19 s &
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Fig.2 Electron microscopic findings with
Upper: nephropathy SLE coincidence type from group V case (a: X 3500) and group V +III (b: X
2,500) case.
Middle: nephropathy precedence type from group V case (c: X 3,500) and group V +1II (d: x2,500) case.
Lower: a case of histological transition switching from mesangium proliferative lupus nephritis (e: xX6,000)
to MLN (£ X4,000).

B o7z, SLE WO 3 » ARNCIEIE % 2R IR &
Az Twie2s, ERERORESR spike (20
AWNETRIELEWZES ETLLZMIN TS -
7z.

—%, REAZHEBINTHOLBERBITE TR
B (10~124F) [CERWETH - /ER 2 & O EIES
FTRICIE, Fig.2c, d(c: VB, d: V+IIE) IR
T X3 B KNAETHD density D382 L LETO
k&Y (immune deposits) % 728 %, heterogeneous
deposit type 2590% (9/10#l) L EWETH-7. B
$iE 4547 B T homogeneous deposit type (& V& D 1

BIOAZRTH Y, BEMEKE SLEDAIDOZ 271310 A
EMORER] & FRRRIEAIIEEIE IS K, RE
B S SLE 2 £ CO B MAEIE LT O
SE¥ 543 5 AL 24 » B E BB, BET
LEMDIER 12D CEREOLIE R spike 2 7250
RWEREHIO MLN Th o 72, BiEMR L LETIEE
WoR%E Fig 3 128325, W% LY % & ket
FHICAE (p<001) ZBE SLE KA T ho-
mogeneous deposit type 73% £, BIHELITH TIZ
heterogeneous deposit type 2 EHE TH - 72.

2 [l DL BB A R fE AT L2 BRI 3BT, VIO

—683—



28

100

80

60

40

20

SLE precedence
type

Nephropathy
precedence type

Nephropathy SLE
coincidence type

Fig. 3 Relationship between the onset pattern and the glomerular elec-

tron microscope findings

[]: heterogeneous deposit type, Bl homogenecus deposit type.

Table 3 Immunological findings and disease activity in patients with MLN

n group V group V +1I p value all
Positive ANA (%) 25 944 714 NS 88.0
Positive anti-DNA (%) 23 50 85.7 p < 0.001 60.9
Anti-dsDNA (U/mL) 17 9.7 = 156 138 = 129 NS 105 + 14.7
Anti-ssDNA (U/mL) 10 289 = 247 214 = 164 NS 268 = 223
Positive anti-Sm (%) 22 125 16.7 NS 136
Positive anti-RNP (%) 18 30.8 60.0 p < 0.05 389
CH50 (U/mL) 25 236 = 107 223 £ 98 NS 232 = 102
Low serum CH50 (%) 25 66.7 85.7 NS 72.0
Low serum C3 (%) 24 83.3 571 NS 76.0
SLEDALI scores 24 106 = 69 110 = 4.1 NS 108 + 6.1

p value: group V vs group V + I

180i%, % 1 | B OF £ Tld mesangial prolifera-
tive lupus nephritis (class II) (Fig. 2e) T& - 72758,
S5ERICEHR 15g/HICHMLBEROKEET
MLN (class V) & Wi L7- (Fig.2f) . #5 1B DE
HER Tl classV THo 72 1B, F7u—HikEe
DI IEB\L, 1% class V+class I IZRATL, 2
[ & b FEDOBAL R EED S JmEICHD bR,
RPN 8 FERIMBENTITBIT L2, RO D 1613,
AF3EBEMEITV, 2B HOBAERTMLN &2
WrL, I X9 Fo A8 EEb % vk
MLN THMBEDBITIZIRD T o 72,

72, MEREVSOE ARICERD LN 16,
i SLE [FRE!C homogeneous deposit type T
Holdd, 25 EBOBE, BAREEEL, &Y
V79 = 50mg/dL TH 5.

3. MLN & U TOREREDISH

A 70— CREGEHZRTHETHEBERS VR X

Dy V+IIFHOEPAE (p<0.00l) 125, £k
TlE 56% (14 1) ICRBD7z. ME7 VT I bR
WKABEZRDIZ(0<001). LAIL, WMEMTRE
Hi, MR%ETREN P o720 MR%ZHD 2 H)
5 (48%) DA T, Lad BMSEM LR T RBC
20/1 HHEFLUT CF85 1.2/1 %) Th o 72, R A
% 361 (125%) \[Z7 7255, FRIMERR B 1M Ek A 1
DL oz,

BEEOFHEZLESL 72 MEREIZ 24% 1238
O, MBIV E (11%) [Tl L, V+II 8L 57%
T, BRICMEDE - 72 (p<0.01). IGHE &35
RMIERE CMEZ LR TATHWENRD V+III
HTEHETH-72 (p<0.05).

TRERIE, BAMERIC-RRICET LIMEZ L7
FoUDPBEEREALTWIEELH o775 B
BUFBLTEY), ARBEZLT7F= 027750 %
137 831 (46.8~108) mL/min T v, EHrEIZ
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Fig.4 Time course of serum creatinine levels
— group V, **-: group V+III, O, [ patients with complete remission, @, ll: patients with urine protein

persistence, HD: hemodialysis.

HEMEIFTH o7z, BRI THTHALE VR
DLV BHOFPHRNREEZ LT F=0 2T T
YARBETH o7z (p<001) A, MiFZ LT F=
VEIZEED o T,

4, MLN ([CH(T 3 REFIFTRORFH

FUBURIE 3 Bl (BMEsE 92%) Th o 7.
FIPUARBE AL 31X 946 (0~4,000) 75T 40 5 1 41,
80 f& 16, 160 1% 1 B, 32014 4 B, 640 1% 6 BT,
1280 LA R 9BITH o 72, 3SEOBEMKET- 72
KEFIIE 45 1 A B OB AR MBI /MK O F B 2 KT
(65x10") %O/ SLE OMEEZKICE ST, L
BRI TH o 72, ZOBRPMIA 320 L 2>
7S T SLE & BT L7-.

—7J5, i DNA SR i3t Z L 2% <, iR
39.1% (9/23 %) ToH o 7245, VEIZH L VHII
BTAHE (p<0001) @ o7z, Bt ds-DNA Hifk%
e U 2 7IEB TORGEMEES 35.3% (6/17 ) LHt
DNA Jufk & Rk o 7o, HELEZ AL T
72 3BT ds-DNA Hifk S HEBETH - 72, i
F, % Lz 7230 ss-DNA fifkix 70% (7/10 1) &
BERIZGHTH - 7.

SLE ZWEROGIEOEHE IZEHE TN T AH Sm
Hifkix 136% (3/22 B) LEREDBEMETH - 7225,

BIEMATAH S & 2613 EE SLE REER 0 181%
T, %A 1IPUIBERITED 10% THh - 72. SLE
FATR D 4 B3 THL Sm PR ETH - 72, f ),
PLRNP Hifkid V+II B CTHESEETH - 72 (p<
0.05). ¥TCLB, GPI P itz L 2 72 143% (2/14
Bl) ICHEETH 7.

SLE ¥ 8% & ¥ TR # & L 5 CH50 %% 30U/mL
VUT ORI 72% 238D 72, —J7, C3H560
mg/dL LT OIKAEE 76% TH - 7225, 2HBETH
BEEI R »o7:.

¥iEt L 272 SLEDAI @ 2 2 71335 108 (5~36)
HTHhot. FIZSLEDAI S EETH o 72 2 JEH)
(SLEDAI36 B LU 19 1) TIIWIh b EER LS
PrLCwiz, EhICHE2HEE (MM, MR, &H
R, IR, &45) OSLEDAID X 2 7 I3F¥6
(4~12) BT, REHOADORIK 4 512 58% (14
B), 8133% 8BI), 12H8% 26l ThHoi-.
SLEDAL i¥{&# % (RERHZED L IEBEAMRIEIT
2F%), SHOFEARETH- 2 1%k E, M
EHET L, FH35 (0~10) HIZHho>Twiz,

BERL EOFNERERED 2V MLN 05 4&
X, SLE OFEBEEHM QRN L35 L, AR
fiE % FRO YL ds-DNA Pk b et dH % W I EKfE T,
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Table 3 127" T & 9 ICREFWIFBEI RO SNz
WZ AL Do T,

5. MLN (CX49 %45

WEEE L, EfATul FEFL F=Vo»
(PSL) % “F3 48(30~75)mg/H & Y BI#E L T C,
1980 4ELA#2 T3 5 B T AEAZHe s 15 %2 fF A L, 1991
EVDEOECBWTIZAT O RSV AEEE 4
BNZAT o 7o, BHEEEWFIEFHIZ 6 BlIciT-CTHB
D, 36023 VY ¥ ¥ 150mg/ HPER#ERE % 1T, 3
BlLZREOY 707+ A7 7 3 FEY25 (125~50)
mg/HBEHZFH 9 (4~16) » HiT- 7-.

WINERBEIE L7 2612 Br < 23 BIDIREH D
B EBE L. BRI AEeER RERRYE)
% 1460 (61%) 238, WREHBRMF COHMILE
HEIATR Y 16 (1~36) » AT, AF 14 F% PSL
15 259 (10~75) mg/ H¥x 5- Ol sl TIRER B
oo 7o, REE YRR o LT A AR 12 E 2 332
(183~5L.DU/mL T, &fl& biE#E L v LH LT
Wiz 9 b 12 BHI B ERE 4 E DL RARBBIEL, 1
Bl % B & B RR IR o T/,

TS 4 F0LE (BN 4~29 4F, F15 123
)RR L 272 206I01iE 7 L7 F 2 0
% Fig 4 12”7, BRI T (Cr 1.2mg/dL PL 1) 1Z
BEOREZ RO 20 % &L 46 (21%) 138D
b7z, 95 1HNIREEBRMEALL TWzi2d h
b oA 10 4F BICHERE, 124612850
WAEZEEAPEL, clinical thrombosis % L T\ 7.
PR 2 SRR T (Cr12mg/dL BLE) %237
481D B 3 PNLIRE A D (145~87g/H) T5
REGITH o7z, MEOELEBD 7 2 IR HEEA
EIZBTL, )b 1 HNIIMEEITEAICE S TWV5,
V#LV+IIBEOMICIE Y LT F= 0 Thiz
FREOKBICERE I R d o 72,

%B, THBERET 20 ER & BRI S
MTZREB) & DICERBEREOMER AN 7 1) v
MEWZE IR R o 7.

zZ =

LWV =T Z2EROMBMRSIE Tl classV &
pure or minimally proliferative MLN & €3 L T W
B H%, 1995 4ED WHO 346 TD class Va & class Vb
WCHEUTARL L TEZDILNTEL. 0O,
1984 4F @ WHO %438 Tl class Va, b, ¢, d & 4
i, WESPKRELRZ SRR L Tw, 5813, class
VT class I B &£ U class IV 24150 LA 5
Z&T, MLN ORmEZ X DBHBEIC TS L%

25,

— ANV — T ABEREBEZ DA, SLE ORI
NORBEEMEZE-TBY, BEEZLEITLETN
X% 6% w2 Ed% v, MLN O34, SLEDAI
WA D, REFEBRAT R 5 IO
FRRIEIR COIEEME 2 RIR T ST RICZ Lo 7z,
Ao, RIGH CEAEMRE AT LIS O - BHRTR,
FEREHOUEWOFRSS, BRI L 25H8i%5%
T WMLN ORI - ##BERAZMA Z LB TE
7z.

MLN ZERR ORBUIE, JREFE % SLE W
RO B DS L, BIESEATE & BIE SLE R RALAS
FESHEERRD H 7z, MLN OFFEICE L CTiE, Chen
59, RATROZR W MLN d#ELTw5, bhb
MO L7z MLN i3 hd SLEDOZKEE &
L COREH 05g/day Bl ED SLE B % W RICH
EMZHITL TW20T, 202 EIZE L TIEARH
TH5b. —7, SLEDZHICES ZWRETONE
HE D MLN BIEDO#HRE" R, latent MLNY D & 9 %
2HEFEZDNONDBREERL TwAE. 2D X HIT MLN
D ERIR AT R ASHIH S 5 DIRNCAFE L 9 % il itk
EHELTWLLEEZONS,

FART D #2471, mesangial proliferative lupus ne-
phritis (class II) 2> MLN 2847 L7z 1 61&, MLN
Tclass V7 5 class V+class II~NBAT L2 1 BT
HY, A70—BIEERESER L 1HI TR
DRATERBD Loz, V— T ABROMER D%
TIXEICHEE 5 L 25 THAHH, mesangial pro-
liferative lupus nephritis (class II) %* & MLN IZ#47
L7=fE#IE 23% Y, F7z, MLN #*5 focal lupus
nephritis (class ITI) % diffuse lupus nephritis (class
IV) "OBITEIHBTHL EMESNTWDY,

MLN 3 SEHEEA T D4R BRE T, BEIMED 2 0
FEAICHEME R EOEBEOREZEDLRVEE
3N, 1HORIRAETLHEERESENRD SN
7235613, class V+class IIT £ MW L class V & B
GELZ L L, BB R DA T MLN & 0%
WETHZ L3 L. SHOREHIIBIT 2 3k
REFT R TIE, Clg d IgG, C3 & FMRICLcitE
% 8 T\ 72, 1977 4E Donadio 51, IgG & C3
HERIRDLEZEL, Clg & C41E50% Ik D
AOLNEHELTWAE, bIvbho C4iEED
BETCThH, VA 30%, V+HII# 66.7% T, &ETIE
438% WatE TH o 7=, —F, FAEMRMEEE & i L
728E T, IgG, IgM, CADLBICHEEER &
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o723, Clq DLFEDOFHETIZ MLN Tid 70% 12
EILENRD LN, AEE (<00 2°Hy, »
D Clq DILEDREEN 2+ ETHEHEEITEHIC
HEH (p<0001) 2578 51, MLN THENZIE
ETHHIEERLE. ¥/, ClqOikEZRD 5
LA R EBEAERE L ) MLN T % Witk &
WZ EDPHEH I N TV DY,

BT, EEAOREIEMICED LN £
7z, VETIEHL P RARMOLE RO RN/
A%, VAT EHTIIAERAB LU X 37 A5
EWIDRTIED 20580 b Tz, Schwartz
5", classVa, b, ¢, d & classIV 22T, &
SHILEYOKET2 LTwab, M ENERMOLE
EZPEEMICHEL, MLN X EERO, classIV
BHBEEOREFBMN TH-72Z LE2HMEL T
b, TZTCTHEHTIREIEIEE TRAE M class Va T
43+ 16%, class Vb T 63+ 10%, class V¢ T59+
6%, class Vd T31£4% TH B DIIxf L, classIV
TIX9+1% L AEEICA % \WET, class V I class
IVERERLRDHRRETHLAZEERBLTVWSLER
bihb.

RS 5 RIE, BEMKCRERELRITEZ R
BT, hEWO density 78827 2EH] (heterogene-
ous deposit type) SEmETH - 72, i l, BIE SLE
FEEEIC, (EEWORNAREIZH 523, density 258
— (homogeneous deposit type) T A FEFIA3HET
B o 72, BHE SLE [ B T heterogeneous deposit
type THh o 7-M—DIEFNIL, SLE WD 3 » AHiIC
MZ Tl BREER GHE) #EBICREA T
BENTWwbD, EREROEES spike (22 N
TRELEW ) #EIT L2 MLN Tho/zZ &
5, WRERIE 3 » AU LRI 5RO T BetED”
Zz bz, 2o ORI, MLN ORFEZE{LD R
SAZH7z Y, REEICRICh ) EOZELE KL
TETVWHBRIEZ N, MHOERETIIRA
MR WDERMTH L RENE 2 b,

70— CEREREEZ R T VBT 44%,
V+IIE#T8T% THY, VIII ETERICE -
7z. A7 O—BIEBEREZRTHENSEWE T 5 HE
BEVLOD, WHEFICLDELSTEY, classIV
OPEFEPE N — T AEK 5% & ) bEE TR RV
BHETH- 2P L0HELHSH. A 70— ERER
BEOMLN 205 L L2BAEIEDBEAA 1000 TH
%A, DLET © WHO 43 $ @ class Va, b & class
Ve, d & DHETHFRIEHEIL 50% & 87.5% TH]

31

ORICRR-THENY, REHABETH BREIICEE
W& BT LT 556813 20% ik TRV,

SLEDAI D EWOEH B WT, MRIZLET
RBC #6/HPF DLLELTEY, 48% iz L Tw
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ML o 729 MR ZR D % d o 7275,
SLEDAI TR &N % R % RO 61358
(125%) Ho7z.

BREVE L — 7 AR TR RS EEEo B
ZlizbbAHA, PLds-DNA HLlkD LA IZ LIEL
BT R E LTEFoTwa. L, MLN
T4 OWET, i ds-DNA Fifkr etk & otk
BdbH. HREFENIEE MK < 5L DNA ik b K
WO Z kO, SLE OFRBIEEEZ S CNIRIES
B IEEEAMR " E T 5B DS V. LaL,
MLN O RE2 i RIS T 2 58l 2 k&34 %
Wy,

bibhOWE L7z MLN &% T, $ids-DNA #L
DS b7 L2 RE BN 2 o T /e, MR
ER7D, BETH o7z, —F, Pl ss-DNA FUfRIZ LIF
LIgEH L Twiz, Pl ds-DNA Hifk & $i ss-DNA
PARDON I % SLE & 5\ iF, V— T A B R EE TR
FELTWwAZ Liddwv, i— Okamura 521, #it
ds-DNA #i 1k & $i ss DNA itk 0 IgG B & U8 IgM
class BHELTWS. V— T ABLDFEEOE N
class IV TiI¥l ds-DNA kD LA/ EBE L T2
A%, MLN TIIHt ss-DNA Hilk2Sm AL w2 &
HEL TV,

% 72, Homma 5" 13P0 Sm PUADE R BHE (2 B
T5EHELTWBA, SLE BITHE O 4 61 TH Sm
PRI EBIRETH - /2.

=, Moroni 5¥ 13V — 7 A RKIEFIZB VT,
B Y IREYURIZ A EIC clinical thrombosis & B
L, U VIRERABEO BETIXEINICAS L
FREICEREDOET LD, MLN BETIEHNY ¥
PEHEBERSE N L2 RE LTS, bhb
N O K&t retrospective study T3 0 g WIEHI T
Y VIREIEFEORBRDVA T ThH o 2%,
clinical thrombosis % 2O 72356, BHEESE/L L
THY, Mzl s T 5REISEREICHEL R
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o V7Forv 20753 ALEFEEIERTLTYAS
FREAHTELDOTHY, BMEDOEEIEFH
CHERTALEZONS.

3 CIZ Donadio 5?1, 1963~1974 4£ % T» SLE
D 360 i 28 Bl (7.8%) @ MLN 12 L C s
B 348 FEDMRE 24T o T WA, RIEFWITIIH
DNA JUKDSBERE M N — 7 A G RICHE L TRWw 2
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LR ERBICEL MLN OE#2H 5. MiEs L7
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Lo lzns, READHE LBICHRED HbE
FEIZERREDH & 2 ICEAL T 2 E % 7R T 7.
L7285 T, MLNIZBWTHREAMBEZIBED
HELITRETHDLEERZD.

BRIVCTABN—-TAERICELTITH) 2 &
T, REBBHEEL, BBRIBIFOZ L%\, &
I HEFEE L — T AE R ORI U COMEE
EITHP L OMED L. A THREIMEIZ, MLN
R LTAF AL Fova iz + 3 70 g
Vo+T7 v Fr Ty N SBRREREICHEE
OFVF=vara2i5 1,73 » B T5680 455
TEEBRICE-TWBEY, T2, HERMLNIZBWW
THAT7T A PO GRENHIZED G H? % 1T
IEDEETHY, SHREADBIHEICT v
FAT VN ZHFFEREORALEHTH A
IEEZD.

B =B

MLN ZHBEMN & LT SLE BT84 7% <,
SLE Z Wi IZ R E % 520 2 BHE AT R & B9
SLE [MBFRIASEIBEBERRD Sz, RERFE XA TW
5 X912, FiDNA BURIZEEED Z 2 23% L, Bl ds
DNA Hifk b EE M TH - 72. SLE OEBIGE)
% 3H SLEDAI TRV £ 93%h o7 LA L, i
IERIRE At 2 R0 HIEF OB FHRIIARTH
52 EATFHIEIN, Bl E &L REAZHEE
S 2 WY R IEHEIE MLN OBEBEERFIC o225
ZEMHIREENS.

JERV — 7 2RO IE T S I1CH ), BT
RERRBEIRIRITE £ >~ & — SRR B AR AT 5 Sl oo 2k
DITPEF Bz L 2 Eshv 2 LET.
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