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Clinical Characteristics of Lipoid Nephrosis
and Membranous Nephropathy

LN MN
Case 58 68
Age (years) 30+ 14 43+ 10
(range) (15—66)  (15—70)
Sex (M/F) 29/29 29/39
Follow-up (years) 7.8+6.2 6.1+4.2
Clinical onset (cases)
acute 57 (98 %) 0
chronic 1(2%) 68(100%)
Nephrotic syndrome(cases) 58 (100%) 48(71%)
Initial response to
steroids (cases)
complete remission 50 (86 %) 0
within | month
no or mild proteinuria 58 (100%) 28/48
within 1 year (58%)
Final outcome (cases)
complete remission 58 (100%) 32(47%)

mild proteinuria 0 19(28%)
moderate proteinuria 0 11(16%)
nephrotic syndrome 0 6(9%)
hemodialysis 0 0

BR

Sloltget L 72 BBl OBRRAT R 2 £ 1 125
L7zo BIEROFHESIT) RS Fryo—
Y302k, BMEEELST . B lhidaiE5529/29,
BHED29/39, FIERRTUITETE AT 1 B1% Brwv
TEBIFEHRETH LD L, BEidL
BHEHRETH o7 VRS FR7O—¥id
PR 7o - CEERTE L0, BEEE
FEIZA8BIT1 %54 70— BIEBEBETE L7,
A7 04 FEEIHT 508 R I3 EE
86% I3t L, BEIZ 161D 2, BBE1E
BC&HEBRA1.0g/ HLUL TR L2 ER X
BIEATI00% 26 L, BEEA 70— EBER
BEABBIR28BI58% T o720 6 ~ T EHLDR
HALBERSEHEE R T RS Fx 7o —Pizes
TEEMLTVAEDIIH L, BEEEIEIZ47%
DELEEMR, 28%H51.0g/ BUTOEART

#Fz2
Phenotype Frequencies of
’ HLA-A Locus
LN MN Control
Antigens  (N=58) (N=68)  (N=949)
% % %
A 2 41.3 50.0 43.2
A 11 22.4 16.2 17.2
Aw 24 56.9 54.4 58.5
Aw 26 24.1 o294 18.7
Aw 31 12.1 10.3 15.3
Aw 33 12.1 8.8 13.1
x3
Phenotype Frequencies of
HLA-B Locus
LN MN Control
Antigens (N=58) (N=68) (N=950)
% % %
B 7 8.6 10.3 11.4
B 13 6.9 2.9 4.0
Bw 35 5.2 13.2 14.1
Bw 39 10.3 16.2 5.7
Bw 44 8.6 10.3 12.5
Bw 48 3.4 2.9 4.6
Bw 51 12.1 22.0 15.9
Bw 52 25.8 8.8 20.5
Bw 54 17.2 5.9 14.1
Bw 55 6.9 5.9 5.8
Bw 60 17.2 22.0 12.7
Bw 61 31.0 14.7 16.8
Bw 62 17.2 25.0 16.7

%P EEL/IBRET Lo/ RY D
25% 3EBEBRPEZEVT I TH o7,

HLA Z {1 ¥ U ZIcE hHEcizg 2, 3
IZ#FN#Fh, HLA-A, Blocus DELRFE %
RLZAS, URA Frzuo—¥, BEREE
H Wi b At BEE & phenotype frequency
(PF) CER B AL L olze B4
HLA-DR, DQ locus DREHERER L7,
FA FiH70—¥ik DRw8 #27.6% & g
Hlen L THRRECEEZFRL (pc<



F*4
- Phenotype Frequencies of
HLA-DR and DQ Loci
LN MN Control
Antigens (N=58) (N=68) (N=884)
% % %
DR 1 5.1 16.2 12.2
DR 2 36.2 73.5° 36.0
DR 3 1.7 0 3.2
DR 4 58.6 16.2" 41.4
DR 5 15.5 8.8 4.3
DRw 6 8.6° 17.6 32.9
DR 7 1.7 2.9 1.0
DRw$ 27.6° 13.2 12.6
DRw Y 20.7 1.7 23.0
(N=103)
DRw 52 50.0 50.0 39.8
DRw 53 65.5 27.9 66.0
(N=103)
pawl 50.0 91.2° 49.5
DQw3 91.4° 27.9 63.1
a: X?=10.71, p<0.0010, pc<0.02, RR=2.22
b: X?=13.75, p<0.0002, pc<0.005, RR=6.19
¢ ! X?*=37.51, p<9.1x107"°, pc<i.2x107%, RR=4.94
d:X?=29.72, p<4.7x10°% pc<6.2x10"7, RR=10.5
?:X’=13.63. p<0.0002, pc<0.005, RR=0.19

1 X?*=16.84, p<0.00004, pc<0.001, RR=0.27

0.02, RR=2.22), [FEIZ DQw3 A% B
63.1% 123 L91.4% & &EfEE R L7 (pe<
0.005, RR=6.19), —7F. BEHEFE TIE
DR2 #73.5% & xf BB EE36.0% 123 LA I
B (pe<1.2Xx10%, RR=4.94), ¥ /.

DQwl $91.2% &3 FHEEE49.5% 123 LB RIS
EEER LY (pe<6.2X107, RR=10.5),

B, UJEAL FR 70— Tik DRw6 #*
8.6%. BMEEHETIZ DR4 7516.2% & T2
NI LABRICRMELE R L.

EE
4, BRREIC, T-ABENICHLER
TRAEBIZ DO DOEFEMARIRBEEIION
T, REREZNFRICED L) ZHEDNS
HENBEHEHL T A BB T HLA system
TRE L7,
FEAREYIZIZ Y R A F R 7o —Eid/hERIc
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R, BEHo T IRPEAEKBTL
TR EBIB DA LNS,

HMBFERIITRS L bMREE DR
WA, VRS FRzao—VYRBE7a 7Y v,
WAROREN L, FTRMIEILEETHD
I LT, EMEAEL, 1gG. C3 SR3RMEEE
JERE D LA diffuse, global IZRAEL. 42
R DAk A ORBEICIEES 5,

4 #EF L7 HLA system Tik HLA-A, B
locus EHEB L BB LOHICERTA
bt o725, DRlocus TUHRA FA 7
U — ¥ %% DRw8. 1% F iE 4% DR2 @ phe-
notype frequency IZBWVWTEFNFNEEILS
EER L7 72, DQlocus THRETH AT
DQw3, HBEH DQwl LBMIZFRFhE
EEEL7. BREIZBLTHNERA P27
0 — VH/NRRE TORE 724 DRw? 254
BICEHEERLTBYE), —H. BRAREE
HBETIADRS LHRCEEL TWB L HE
ENTWAHB), DQ locus DTEEIZIDWT
DOBHEDEEK D S 1FKIT R V729D PQ locus
L OB ARETIIATTEE /2 A, DR locus £ D
ID LY BEBRRRIIBVWTHbhbho
SEIOBREFEER & FRRIC, WEAPFRZ 2
DRILE L FEE L TWVBIEEZRLTWEE
BEbhs,

JRA FR 70— FidFORRIZRIZREH
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D THIRE>POHBENBMALHDY ¥k
HA R RAEEEOEBN LTS ES
TWEEHASREBEINRTWS, Z0XH % TH
FafEd &, DRw8, DQw3 & DHE X4 OFT
RHTH 5,

—F., BRHEECIHMERERIC T CRET
AZ ENERBRTLER SN, AOKIRME
RIEGDET LTS EDREDASNT
Wb, 612, A LD EORE TidfE
W EEZTF & DQwl & 2F associate L TW»
HEDHASRABERONTETEY (7).
A, FEMEE L DQwl & DiEVAHEI AR
WoONLZERFERIETAEEZ OND,

BLE, ERRAY. MERZAICED CGFR 2
TR %235 22 0EFEMRERMEE B,
HLA system £ b B S 2B CTH - 72,
DT EFRR o IR AR R OE B
HF S ENENEL - - RFINERIGT & E
BHLTWAARERHRE LD EE 2
bhs,
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Abstract

Two primary glomerulonephropathies, lipoid
nephrosis and membranous nephropathy, are
quite different in clinical and histological fea-
tures. HLA analysis in these two disease re-
vealed the prominent difference in the associa-
tion of the disease with HLA system. Lipoid
nephrosis was associated with HLA-DRw8 and
DQw3, and membranous nephropathy with
HLA-DR2 and DQw1l. These results suggest
that some different immune responsive or sup-
pressive genes may have a linkage disequilib-
rium to the different unknown susceptibility

genes to these two diseases, respectively.
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