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IgA BHEIZ(AD Berger 1€ & » TZ OHE&M1R
BENTIORBGELZAL, FHHCELOSNT
W F EEERE, MBMBRIEBRE—TTbDTREL,
SEIRBETRY heterogenous WKRELEAET
DEBREEHEERIHENENTH S,

AAEIL, RETRECKICEHUEREBLSOESR
HERETHY, NETRERKRREZBLLT
BEHEREIN, FTRABAGAEDONSTI L
Mo, FORERPELEBNTO HEHERED
12TH 5B,

S|, FTeaABEBRLONEE IgA BERDL
T, EBREG EREABBICRNZMAIOT, W
L9 5,

R & BREBRRGE

19794108 » 5 1984F 128 TO S E 2 7 A/
iz, YHTEERLIMNE IgA BRET0FITH 5,

DRI TR IgA RERIEERAL, IgA
&M FIC mesangium FEIKIC predominant,
codominant Td 5 Z &icHl- 7z,

BEHBRRERYMOFRICELRY,

R E
1. % ©8

® minimal glomerular alterations, @ fo-
cal segmental proliferative glomerulonephritis,
® diffuse proliferative GN, fnﬂd, @ mode-
rate, ® severe ® 5HICHFEL 72,

2. WhbikE: (F) &BEA (EM) itk 547
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1. BERBOBRRKRR
a) —MHIHEIR

AEDFEBIEE R, IF HEfT 254 Hlthd 27.4 %
b, tEETIRBERAE, KR21HE, BR
K&, RBEE, BEFFERIG 2 ~158, RiE R
REBTREEY, & RIBHMLETRIFRRER
BEDBROBAKHEREINZbDOBEL, YR
BlTiI2E, WIRNREEDEREE G- T
RET B ENEV, L RNBTREERTHE
fET BFIDE W,

b) EERMmAE

BEXRME (UN>30, Cr>1.2mg/dd) iF—
BEETHZH, O, VEIKT7~14%ICEYD, &l
E (>>140,790 mmHg) 37 BICEBD T,

3 70— BERE (s-Alb<<2.5g/d) JIIVEE
D28 (14%) 1O HEED, 2HEFEFOK
FRRP30~40BTH - 120

B IgA [MEE (>2SD) ZI8% @AY, F£RIR
ZEWEMDH B,

®£1 1gA BEoHBSE

wow  prermree e
I M MES

4 M MES + END
It M> C MES

1v M>C MES + END

M : Mesangial Pattern
M>C : Mesangial Capillary Pattern
MES : Mesangial Deposit
END : Subendothelial Deposit



Clq binding assay I & % Immune complex
(>5meg/m)) DEMEIZ I BOABICED, B
EREVIMRFEAER IC B E A RS HER S 5,

u-FDP (>0.25mcg/md) T4 BHEMEA R
L7z, & ASO MIEIRI0BDATEH -,

Cer OMET (70m//min/1. 73m? i3 38%iciR
%, WRMMRREERICES VERDS 3,

PSP 165MEDIET (<25%) 1312%icBb 7=,

KRR TIE, 89%WEAR L MROBART
U0, MRBEMPIITIEICEBDI, BHRD
et BH#pIII, ML, O, VETIES
+ P EOEEEARANRE D,

c) ERIRAR®

VED | I, FRRIRTRRE®, 9EHIE
HEALHEIT LI, L, ZOMORERTIH,
BB T334 B OBEREEBHEEMTI Cor
50m//min/1.73m? LT N~ OBEEETHI1EED
TWREW, L, THO2H RREEFHLEN
64EL BEDITH L 18HROKM) IKHMEISHIE
LT&ETW3,

2. HEA%R

a) BEE (&2)

O, VET DPGN OB%2E4T EHNEL, &
CIRIVEETIRT1% 45 DPGN, moderate to severe
TH%, I, IHEH T minimal, focal seg GN
R EDBEMWIFERIDIZ WV, NERE, FEIZH40
% DIEFNCERD 5, PAS B D st B 1 Hild
AT, MED foam cell & 1 FHTED -,

b) TF ErR (F£3)

[gA IZIWOT Cy, Fibrin, 1gC DIHICHERSS
=<, f{ED early component (Clg, Co) DILE
I3IERT, properdin 1133%Th 3,

HLEYOMEE Ny — v TR, IgA+IgG+Cs

(32%), 1gA+Cs (26%), IgA+I1gG+IgM+Cs

(23%), IgA+IgM+C; (6 %) THY, IgAic
C: DUBEMH S I2ED8B%E LY, VBT
2B Cs hBFEMH-TWV 3B, IgA BIRzhEmNIT
36 (5%) OATH B,

¢) EM iR (&4)

2#)IC mesangial and/or paramesangial dep-
osit =¥, W T ILEMA41%, LR TRED
%9 BILBD B, LRTHBEMSEED 6 Fld 5 4
BIVEICET %,

RIEMEZEAL (splitting, etching, local thinning,
subendothelial lucency, membranolytic change)
BRI, VEILXDEETH S, fibrin strand O
HER%E 2 @ 1,

Bmds KUOBR

REFEERZ 2R AREFI T, EBFRATIC acute
nephritic, nephrotic fER{ RPGN fERERL,
ERELMRBEFIHE L, #iTH, FHtE24
LMDy, BitE, BEHOME LR 3,

BLHERIREPIMEBLERESE 4 52 EF
CRMEMERE? 2853 3EM, RKERES
~NEICEREFHBF CRITT 3, 37, ¥AK

R RBPR Group IT I1T v Total
IM Findings \
Minimal 3 2 0 13(19%)
(25%)
Focal Seg GN 0 2 0 5( 7%)
Diff Prol &N 12 5 14 52(74%)
(66%) (80%) (56%) (100%)
mild 2 1 4 16
moderate 10 4 6 31
severe 0 0 4 5
Total 70(100%)

15 9 14



£33 HEARGERR
Grow IgG IgA IgM C3 Clq,C4 Properdin Fibrin

I 14/32 32/32 9/32 31/32 3/28 8/21 21/32

(44%) (100%) (28%) (97%)  (11l%) (38%) (66%)
II 8/14 15/15 5/14 10/14 2/12 1/9 8/12
(57%) (100%) (36%) (713)  (17%) (11%) (67%)
III 6/10 10/10 ©0/10 8/10 0/7 0/4 7/9
(60%) (100%) (80%) (78%)
v 11/14 14714 9/14 14/14 4/13 6/11 11/13
(79%) (100%) (64%) (100%)  (31%) (55%) (85%)
Total 56% 100% 33% 90% 15% 33% 71%
x4 BERR
EDD G B M Changes
Group No Local Part Subend R
MES END EPI  Split Thin Interp Lucenc Croimd
I 32 32 0 0 9 6 3 2 2
(100%)
II 15 15 15 1 8 6 2 2 7
(100%) (100%) ( 7%) (53%) (40%) (47%)
I 9 9 0 0 4 2 1 2 0
(100%) (44%)
w 14 14 14 5 10 9 6 5 8
(100%) (100%) (36%) (71%) (64%) (43%) (36%) (57%)
Total 70 100%  41% 0%  44%  33% 178 1l6%  24%
ERMMR RSO BARTIRIZIE 100 P i § X &
b S, BEFNCIIEREMIEEY T4 X 1) BEMIS, fih: BhH EBRRRE, 27 ; 725—

DBEFLOFRABEIVAT, SHBTOHE 31, 1983. :

2) Feiner, H.D., et al.: Intrarenal vascular scle-
WWEEER 3HMBNETH S, LItk-T, .
BIHERL S HEBBETE D, L ° & rosis in IgA nephropathy. Clin. Nephrol, 18; 183-92,

BRI CEBEST 5 L BbNBEWELE g

¥, EEEBEDOEED prognostic marker & 3) Frasca, GM., et al: Immunological tubulo-
AT ENEREN, XEFRRICIF Yy -, interstitial deposits in IgA nephropathy. Kid. Int., 22;
EM FRRZIMEE L TRM§ 5 Licky, T 18491, 1982.

ASXSIcETEB3EEbNS, 4) Bennett, WM, & Kincaid-Smith, P.:. Macros-

copic hematuria in mesangial IgA nephropathy: Cor-
relation with glomerular cresoents and renal dysfunc-
tion, Kind, Int., 23; 393—-400, 1983.

5) Feltis, J.T., et al.: Active and chronic phases
of Berger’s disease (IgA nephroapthy). Am. J. Kid. Dis.,
5;349-56, 1984.;
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