JREEARKEBIRE &

AR B, B R,
LB ARFEFHAF, BRELE

32U BHIC

COTBEDHEIC, ADORIKEERGL LIS
¥ X R EMREIEE. B, SORE
OBFDESRICL Y, W oD DHED HRHE
FoREfg e LTS SN TE, £L T, ThH
BEREBEOBRE L H T - TELHRD 5K
REBERIRTLTE L, Lad, REOER
BRAOREBFEIINTHEBEOFE-T, Ih
5 DANDRIKERDRK Y 3L H T S D DORIE
SABEEAEES L TWA I LRSI TE

—F. —ADBEN—DDARREEEIRE
L7, BRREEED L 2—8E0%
EEBE—EEZOEBRIERL. BOKIRE
FEEIEFLLEH LT B LIIBOTHN
Thhbo to T, —DDRIKBHEET BRI
i3 A ERIT S 2 OHE b E0 /AMEF
OEG LB LRHL, BEMOWRKET.
T bbRARZEMERTFIRE(fRoTh L
Zi2bh5,

W, REFNBRICLVRBETHERNHE
BEABIE L BE L TWAZ LIRS CHE
AN, FNFNROEBRORSHEFFHEES
PR, &) b REEERET L BERIES
LTWAZENRBEINTE,

bhbhiiZhic, BEGBLUTERRED
D5 FNFhOARREBEREDREZE WO 2
FaLEbiz, FORERBGENEREHL
24 % HHT HLA system ZHRET L CTE& 72,
AEIZ 4 DDRBICOVTHRE LR #E
T 5, -

HLA

[ SN 2

HEETE

19724 70 5 19854 £ T DO I4E I B AR THE
LB FRMRERAR BI28B T, BRA
OWFITiEE 1 ISR L7, HLA ORFEFREE
SEEE DE Y IgA BREL0361, EMEERESORY, Y
A FR70— 4061, FERRIRELIELLH
ZoWnWTiro 7
HLA % A4 Y Z7id Terasaki 5 DHEICE LT
microlymphocyte toxicity test % F \» TAT o 726
HLA-A HiJE 12167838, B HURIX30MEH. DR
PB4, DQ HUEIZ 2 B2 T RE
L12e 2B, IgA BIEIZDOWTIE DQ HUEIZHR
Lo Te YU 1T Terasaki IR B X
Ut B RSB HEREZE TR LD EHAW,
*BE#E 3 HLA-A, B, DR HiEI3 45 8 EIERRA
B 543 0 national control % AiV>, DRw 52,
538X U°DQw 1., 3 IFILEAEBHERZEED
control & F V372,

SEFBOMRYTIE Yates BIEIC L B PPREB LY
Fisher 7 A } TiT o 72, PUEETHIIE L 72 cor-
rected P (PC) %\, PC#5 %L T2HAEL

L7z _
®w %

IgA BHE : HLA-A HLEIZ DWW TiEwind
WHEBLERLRE Ao/, BRKIEINTE
TlA BHELEELTHESNTELBw 3
Dt HERE14.1% 12 L T25.2% 2R L2 YA &
#ix7% »o 72, DR P Tik DR4 %4 FRE
41.4% 1233 1L66.3%, PC<0.04, RR=2.79&
HFEEPRLE (R2), F7-1gA BESBIO
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Table 1

Primary Glomerulonephropathies

(1972, 4~1985. 12)
total case HD case
Acute glomerulonephritis 53( 5.7%) 0
Rapidty progressive GN 4( 0.4%) 2( 50%)
Lipoid nephrosis 74( 8.0%) 0
Focal glomerulosclerosis 26( 2.8%) 7( 27%)
Membranous nephropathy 100(10.7%) 2( 2%)
Membranoproliferative GN 20( 2.1%) 0
. IgA nephropathy 426(46.0%) 25(5.8%)
Non-IgA nephropathy 225(24.2%) 6(2.7%)
928 44(4.7%)

) h, ERHEIELDE Cor 0nl/min Bl E
PHRFL T BEERE21H & Cor 70mé/min
LUF O#EFTH25F % i d 5 & Bw 351322
BPRE LD o725, DR 4 TIEEIZD90.5%.
% H36.0%., PC<0.005% GEICREEEM
SiEERL:: (F2), D&IZ, Bw35& DR
4 ZRELTWAERARICOWTAL & IgA
BHESOBI TIx25% . xFHEHET7.1%P<0.001&
BEERR L, S5, BREHHIUT.6%I2
MUETRIZLIFILRO O ad o2 (K3),
Table 2

HLA Antigens and IgA Nephropathy
Phenotype Frequency(%)

Antigens Patient Control Pcorr. RR
{N=80) (N=844)
Bw35 25.2 141 0.2 2.06
DR4 66.3 41.4 0.04 2.79
Stable Progressive
Group{N=21)  Group(N=25)
Bw35 40.0 11.5 0.6 5.11
DR4 90.5 36.0 0.005 16.89

JEMEEE D HLA-A, BHECIIAEEEL
DHEIZEEREZRE D572, DRIET
X, DR 2 A+ HEE£36.0% 123+ L 80.0%. PC
<7X108, RR =7.1: L MICEERLTRL

Table 3

Combinatjon of HLA-Bw35 and DR4
in IgA Nephropathy

" Stable Progressive
Patient Control Group Group
(N=80) (N=884) (N=21) (N=25)

Bw35 & DR4
Phenotype 25.0—a—7.1 47.6—b—0

Frequency(%)

a:p<0.001, RR=4.34; b:p=0.00009

720 MT HUETIZ MT1 (DQw 1 iCH1Y) #F
x PR BE49.5% 123 L96%., PC < 2 X107,

RR25.4¢ EfEH/R L7 MT 3 (DRw 5312
AHL) & MT 4 (DQw 3 I2HY) IHEETH -
o (F’4), BB, A7O—-CPEEELIER
70— CEREN, BRETEELIKTE., 2
704 FRIGH LIERIDEE, B L UHEZEY
EIEE T HLA FHREZREF LAADR 2,

TMT1 EBERZRE LD o7,

VRS PR 70— L BIRRERETELE :
NEL FA70—-E¥B L UFGS IFHLA-A,
BHUE CIINER L ZR LIRS ol V
A Fir 79— ¥ T2 DRw 8 253t R #
12.6% 24+ 1.35.0%, PC<0.02, RR=11.11
LEBICEMETH oo —F. FGSTI DR,
DQ IR E IABBELOBICERFRS L
ol DQw3 BURA PR 7o—¥

95.0%124F L54.5%, P<0.005: FEZE%

RL7ze B, VKRS FA7R-ETIIER
DEE/ATUA FMEFUROFE. T L IVF—
HEOFEIZOWTETRE L LB L2058
EEB R oT,

% =E

IgA BIE L HLA ¢ OFEIZOWTIE 7 5
¥ ZA® Noel &(1)4% HLA-Bw 35 & D& % 3t
H LA, 20k, EE, ~2F) -, KA,
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Table 4

HLA Antigens and Membranous Nephropathy
in the Japanese Population

Phenotype Frequency(%)

Antigen Patients  Control pe RR
Bw52 6.0 205  ns -
DR 2% 80.0 36.0 %1078 71
OR 4 18.0 414 ns -
DRwS 18.0 12.6 ns -
DRwS 20 230 ns -
MT 14 96.0 495 2x1077 264
MT 3 220 66.0 5x1075 0.2
M 44 24.0 63.1 gxio™* 0.2

Statistical Analyses
: chi-square
with Yates™ corr.

ns : not significant
pc :corrected p
PR :relative risk

Table 5§

Comparison of HLA-DR and DQ Specificities
between Lipoid Nephrosis and FGS

LN FGS Control
(N=40) (N=11) (N=884)

(phenotype frequencies, %)
DR 1 5.0 . 27.2 12.2
DR 2 30.0 54.5 36.0
DR 4 65.0 54.5 41.4
DR § 7.5 27.2 32.9
DRw8 35.0° 27.2 12.6
DRwY 20.0 18.2 23.0
(N=103)
DRw52 52.5 36.3 39.8
DRw53 75.0 45.4 66.0
(N=103)
pawt 47.5 63.6 49.5
DOw3 54.5¢ 63.1

95.0°

a:Pc- 0.01(vs controt), b: Pc- 0.02(vs control)
c P 0.005(vs LN)

LYAETLHLPLEEEERVEE Do
77 —H. DR AIZ2oWVWTR7I VvV ZAD
Fauchet & (2)A58% L T I3k Kashiwabara 5

BILAEBELYRLATEODRLONOFERLF
¥TdHorzo LD L. Kashiwabara S %% DR
4 HEATHD A BELBEELRLIZLH
LI L, bbb ORI DR A
REBREBOEEYR L), LAb, Bwdb
&. DR 4 %R LA ERIZETRICIE 16
Yozl L, REFCERVWEEE
RU7-(@), LLEDR S - R AEZE, ik
3 EBIRIRORA R LICHETHHDER
b S PSR WHIF CORRPLETDH S,

BEHEEICOWTIRINT TERKTIL, B
SBma@mﬁom Vi4E DR 3 & ORJEDS
MESNTERB, —FH, bHFETIE
Tomura & (6)%% DR 2 <‘: MT 1 ¢ OBE® R
HLbLbhOEESFKTH - 72(7) DR
2 FUEIZ DWW T Sasazuki 5 (8)2SHE5 AL b
F VA RISk L CTEGE R 258\ B#EDS
FH LN L HE L, S O SREHHEER
FLESELTWATRERRRE L, COF
F13 BSA MiEHE K TORSETREDRAN
BEBREREEICIZVWIE, AOEXEBETET
mitogen FIFEZH LTERIGZRT LR E

—Z% L. DR 2 B KR RIG & BE D
HrdborEZbN5, MT1 (DQw 1) i
DR 2 Yassociate L TWAAIDR 2 & FEEDR
EILEN L BEND LML) PHLITIES
Uy,

YRS FRy7a—¥iZowTidahF TR
K T/NBREBICOVTRIT SR TETEY,
HLA-B12. B8, BISOREEMELHH S i,
19804E4 — & b7 1) 7 @ Alfiler 5(9)25#18 T
DRw 7 L OB#EEZHRELTURT 7 v &,
A4 w95 DR 7 & OFESHRE SN,

S, RAREGOATHRI LR
DRw® A3 fi % 7% L7245, [AEFIC DR4. DRS
LEBEICREL d oA BEERL,
DR4. DR5. DRw8 & associate L TV % DQw3
5% L EEE R LI, COZEIBEAILE
¥ 5 A5 B T i DQw3 A% primary (Z
associate .. DRw8% 4% DR4. DR5id secon-
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dary lZassociate LTV 5 W HEM: % /RIE L7200,
—DODRBOBEILT L —DOORBER
PHRFIES L IBRL AW LEEZ DL
ASHOBREIFTTICHBINELLOLED
b, '

FGS L HLA L OFFEINITT LT o
72 D7 | Tejani HUDAT3 K% 8 Fl/h
IBBIT 6 FlZ DRw8ASRED b7z L L7z,
S, bbb ORE TI116 DA RS
TDRBLIUDQHEL bHL P LEEL R
THDRALNE o7z, YRS FR7T—
Ve DEANLEERSOMBLRIET S L
THESBRIER %82 L THRET L T (LB
5%,

w &

A4 DODFRBEEABREEEIIONVT
HLA system % M U728 #, IgA BIE T
DR4, BEMEHETIZDR2 & DQwl, JHEA F
%7 10— Tt DRw8 & DQw3 i B - I
LEBICEERR L. DEDOBEEIEL
7RI BN L O DRFUES L O DQ ¥L
BLEELTWAIEERL, KERZHR
FHRENRENE S - RBILEBIETF L EHL
TVALHEEEERB L. $72, FGS 3%
BTHERYEAL FR 70 —¥ L DRw3IDH
ERHL MR LR L. BRRB X U
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