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Syndrome of IgA nephropathy
—Immunohistopathological study—

Eun Sook Chang, MD

Depariment of Pathology, Keimyung University
School of Medicine, Taegu, Korea

Since Berger and Hinglais published the first account of IgA nephropathy in 1968, IgA nephropathy
has been recognized as a distinct form of primary glomerular disease and is recognized as the most
common form of glomerulonephritis.

The diagnostic features of primary IgA nephritis are mesangial deposits of IgA, mesangial exp-
ansion and proliferation with variable acute proliferative and sclerotic glomerular lesions in absence
of systemic disease, but mesangial deposits are also seen in Henoch-Schonlein purpura and systemic
lupus erythematosus and in association with certain other disease such as hepatobiliary disorder. It
has now become clear that several different clinical conditions share this common immunopathology.
Several possible immnuopathogenesis have been found and it felt that IgA nephropathy should be
regarded as a syndrome. IgA immune complex is the most important pathogenical role in glomerulo-
nephritis with mesangial IgA deposits. Several hypotheses have been proposed to explain the occurence
of nephritogenic IgA class immune complexes. Increased production of IgA due to an impaired
immunoregulation and physiological immune response to acute antigen exposure, and decreased
clearance of IgA due to impaired macrophage function.

Activation of the alternative pathway of complement cascade in IgA nephropathy can result hypoco-
mplementemia in active cases and the deposition of complement is induced by IgG/IgM codeposits,
the deposition of complement is required for glomerular injury which is responsible for the alterations
in glomerular function. 41 cases of renal biopsy specimens were selected out of 133 renal biopsy cases
and summerized with correlation to their light microscopic and immunofluorescence findings, which
obtained the period of Sep. 1986-Oct. 1988 at the department of Pathology, Keimyung University,
Dongsan Hospital, Taege, Korea.

The results were as follows:

1) The incidence of IgA nephropathy was 30.8% of all renal biopsy cases.

2) Sex distribution showed slight male preponderance with male: female ratio of 1.05: 1.

3) Age distribution were 0—9 years 2.4%, 10-19 years 19.5%, 20—29 years 46.3%, 30—39 years
14.6%, 40—49 years 7.3%, 50—59 years 7.3%, 60—69 years 2.4%. The young age group of age 10
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—29 years was the most prevalent.

4) The clinical symptoms were hematuria 71.8%, proteinuria(below lg/day) 4.9%, the rest above
lg/day, nephrotic syndrome 24.3%, edema without nephrotic syndrome 31.7%.

5) The distributions of light microscopic findings were minimal change 19.5%, mesangial prolifer-
ation 36.6%, focal/segmental proliferation 7.3%, diffuse proliferation 17.1%, sclerosis 12.2% and

crescents 2.4%.

6) Immunofluorescence study showed significant granular mesangial deposits of IgA and IgM 100%,

IgG 75.6%, Cs 80.49, fibrinogen 63.49%.
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Table 1. Clinical data of 41 patients with IgA nephropathy

Laboratory Values

P Dfuration q
ati- o) rin- .
ent ége/ Symptom Edema ary Eﬂ?;a— Renal Function S;}é?(l)? T.pr/ HBs
No. %rior to Prot/e- (RBC ]?UI\; Cr Cr(lll (ml/ AN AbANA LE RA
X in(g, mg/ (mg/ (ml/ (g/ g
aahry /PPD 4% G min) D
1 24/M 8 mo + 15.7 . . . 83.7 591 4.2/1.7 — — ~ « =—
2 56/F 2 mo -+ 24.2 2 11 1.1 45.6 453 5.6/2.4 — 4+ . . =
3 61/F 15 days + - 8.1 1 20 0.8 17.2 556 4.1/1.4 - — -~ .
4 11/F 7 days — 2.4 15 . . 71.8 . . e = e .
5 34/F 10 yrs + 5.4 . 31.6 1.0 74 394 3.42/1.44 — — « .+ —
6 19/M 1 mo . 1.9 12 21 0.7 24.8 147 7.6/3.9 D e B
7 12/M 6 mo . 5.8 ) 11 0.5 68.1 187 /3.8 L
8 25/F 1yr . 4.8 20 20 1.6 62.1 164 7.2/40 — — —~ + =
9 45/M 16 yrs -+ 2.9 2 17 1.8 76.7 196 6.5/3.6 4+ — ¢« . —
10 26/M 11 yrs - 11.4 18 12 1.4 69.6 313 5.7/2.8 o e . I
11 15/F 1 mo + 2.5 Many 10 1.0 34.2 293 5.6/3.0 — — —~ « .
12 22/M 5 mo -+ 3.1 20 7 1.1 24.0 173 5.5/2.4 — + - . -
13 18/M 5 wk -+ 5.2 30 13 0.8 134.0 202 7.5/4.4 . L .
14 31/M 10 yrs — 5.8 2 14 1.1 99.5 167 7.0/4.4 ~—~ — S
15 36/F 4 yrs -+ 0.6 10 13 0.6 69.2 226 6.9/3.7 — 4+ - -
16 26/M 16 yrs — 11.0 Many 19 1.5 99.7 247 6.8/3.6 + - —- + -—
17 30/M 10 yrs — 5.4 2 13 0.9 108.5 208 6.8/4.8 — = . -
18 21/F 1 mo — 2.0 22 12 0.9 76.4 201 7.3/43 — 4 - . -
19 21/M 14 yrs -+ 9.3 2 13 1.6 50.5 956 4.7/1.9 L
20 27/F 5 yrs —++ 1.9 Many 13 0.9 87.0 259 6.6/3.8 — o — o
21 29/M 3 yrs “++ 7.3 Many 21 1.6 59.4 224 5.5/2.1 4+ — —~ « 4
22 24/M 8 mo — 3.7 20 17 1.4 149.4 166 7.5/4.6 . . e . .
23 29/M . . 4.5 20 19 1.8 95,1 138 7.2/3.9 — — + .« .
24 58/F 3mo +++ 7.6 6 16 1.0 27.9 666 4.0/L.3 + — —~ . =—
25 24/M . + 0.7 Many 17 1.0 94.6 202 6.6/4.3 — — -~ « —
26 23/F 4 yrs + 42 1 11 0.9 78.8 18 7.3/47 — + — . -
27 18/M 2 mo - 15.1 3 9 1.0 95.0 254 6.4/4.0 — + — =+ —
28 24/F 9 mo + 4.8 3 17 1.0 41.8 313 5.7/3.2 — - . .
29 29/F 20 days 4+ 10.4 Many 6 0.7 130.5 297 4.0/1.9 — A4 - - .
30 20/M 8 yrs - 6.3 12 20 2.0 536 161 65.8/3.8 — — =— .+ -
31 31/M 2 yrs - 3.1 2 11 0.8 46.0 116 6.2/2.9 — — — + =
32 35/M . -+ 22.2 2 29 2.4 21.0 708 7.8/1.4 « e e e .
33 55/M 2 mo +-+4 6.0 15 31 2.2 37.0 178 5.9/2.8 + — -~ « 4
34 8/F 25 days - 6.0 Many 12 0.4 19.2 191 57/2.6 — — . .
35 42/M 20 days -+ 6.3 7 51 2.1 26.2 92 41/1.9 —- — = .+ -
36 17/F 4 mo - 3.6 10 15 0.9 28.6 89 5.5/2.3 —- 4+ + — -
37 40/F 5 mo -+ 8.6 25 41 1.6 46.6 169 53720 —- — 4 - -
38 23/F 2 yrs -+ 2.8 Many 54 1.3 17.7 265 5.1/2.0 e L
39 13/F 10 mo - 1.7 10 26 1.0 . . 7.0/3.6 R e
40 26/F . 44 46,7 Many 39 0.7 44.6 205 4.5/1.3 . N .
41 21/F 16 yrs +4  11.4 20 58 1.8 72.2 235 5.5/2,.2 — — ¢« 4
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Table 2. Age and sex distribution of IgA

nephropathy
Age Male Female  Total %

0~ 9 1 1 2.4
10~19 4 4 8 19.5
20~29 10 9 19 46.3
30~39 4 2 6 14.6
40~49 1 3 7.3
50~59 1 2 3 7.3
60~69 1 1 2.4
70~~79
Total 21 20 41 100.0

M: F=21:20(1.05:1)

@ A4 4 AAsA r et AN FAd
7L.8%N A AP o] FollA 69.2%4 FAH¥
2 E vElilcl, g ek Ao (1002000 A VENE I
vk 2] = 0,6/24hr~46. 7g/24hr 2 A7 AP
1g/24hr o] 3= 2] (4.87%) %o ¢lrl. Nephrotic
syndrome(NS)E 1}eld 106 (24.3%)%-1 A @b
4d], 94 64l & FinlE 1 L5030 m, 200 (20~
204 N 5] (50%)¢] YeH(E 3). Azotemia i 9
o (21.9%)eN A thelow o] F Td & &4 IgA
nephropathy o] §l ¥} (5+] & SLE, 1el& 7k7] %]
A, 1dl& HSP). vvlx] 24 & 144 IgA nephro-
pathy Folglvb. NS vteldl o & A g a3

Table 3. Age and sex distribution of IgA
nephropathy with nephrotic syndrome

Age Male Female Total
0~ 9 o . .
10~19 . .
20~29 3 2 5
30~39 1 1 2
40~49 . .
50~59
60~69 . 1 1
Total 4 6 10
M:F=1:1.5

134 (31.7%)N A -E& v}elfiel. Cholesteral X
B NS¢ v Al @8 ghals 24 d w45
ev}. Total protein 3} albumin & NSo| v}elyt 10
o} o8] 106]-8 gste] 206]4 reHgm, W
total protein 3 albumin =7} 44l #A4= =v
W e Ao ek, zehvt 18AbE w2 A4
olvl total protein 3} albumine] Z&¥F g = 1
2} albuminwt ZF4F$leh. Creatinine clear-
ance ]2 A Al 74 (17.0%)% Al 91§ 34 Sl A

Table 4. Duration of symptom prior to renal
biopsy in IgA nephropathy

Duration Male Female Total
less than 1/2 mo . 2 2
>1/2mo~1mo 2 4 6
> 1mo~2mo 3 1 4
>2mo~3mo 1 1
> 3mo~4mo . 1 1
> 4mo~5mo 1 2
> 5mo~6mo 1 1
> 6mo~7mo
> 7mo~8mo 2 . 2
> 8mo~8mo . 1
>9mo~10mo . 1 1
> 10mo~11mo . .
> 11mo~12mo . 1 1
> 1ly~5y 2 4 6
> 5y~10y 3 1 4
> 10y~20y 4 1 5

Total 18 19 7%
mo: month
y @ year
* g gegts with no note of duration were exclu-
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Mesangial proliferative glomerulonephritis*

Focal glomerulonephritis
Chronic glomerulonephritis

87—13
87—49
33 55/M 83—8

34

20/M 88—100 Crescentic glomerulonephritis

3/M
35/M

3
31
32

Focal glomerulonephritis**

87—42
88—80

8/F

Henoch-Schonlein purpura

3B £2/M

ferative glomerulonephritis(diffuse proliferative lupus GN)
ferative glomerulonephritis(diffuse proliferative lupus GN)

s(diffuse proliferative Iupus GN)

s(minimal lupus lesion)

..........

87—60 Membranoproliferative glomerulonephritis(diffuse proliferative lupus GN)
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Membranous lupus glomerulonephritis

2/F 88—20

41

3 M, mesangial; G, granular; L, liner; ND, not done

P, capillary wall related
*: Liver dysfunction
**: Henoch-Schélein purpura
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Mesangial proliferation & 154} (36.6%)¢] A 1}&}
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gial proliferation 5} global sclerosis & Fwu-g 12
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angial proliferation, global sclerosis =#lx fib-
rinoid necrosis 7} o] vpelyd 26 (4.8%)7F U4
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(12.2%) 729+ chronic glomerulonephritis &-
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Table 6. Histopathological features of IgA ne-

phropathy.

Glomerular change ng)f_ of %
Normal or minimal change 8 19.51
Mesangial proliferation 15 36.58
Focal/Segmental proliferation 3 7.3
Diffuse proliferation 7 17.07
Sclerosis 5 12.20
Crescents 1 2.4
Membranous reaction/subepithelial

deposits P 2 4.8

Total 41 100.0

A7 A} F sclerotic glomerulus 7} ol o 7e] =
A7 ek, Crescents = 1o (2.4%) ¢ ¥t Membr-
anous reaction(subepithelial deposits)E iebd
membranous glomeurlonephritis 7} 26 (4. 8%) 24
o]%¢] SLE 1e7F =3 gu}(E 6).

3. IgA nephropathy o] HYHLHA &H
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3 frashe ol wEHd A st E3 HAAE
HSP 8} fahdt &, o 4 alAel A IgA 2] mesangium
W A £ IgA glomerulonephritis(GN) 71
e ARE $udon o4 F AR ol
SAE AT ALE 7] [gAE 29T [gA
Qo S Fo 994 alelshn AH Dk
1 @2 4945 944 IgA nephropathy ol 4 ¥
3 IgA =7t 55k Aol T A Secr-
etory immune system 3} IgA nephropathy £}¢] =
Ag 4 v Igh s 99 A= o EAht &¥
2} B4 AFol ulg & barrier A b 4
Aol] EEsA A &gtvl. A uhe] lamina propria
& T8¢ plasma cell & Ffstn dz o] E4
947+ IgA secretor o|v}h. Intestinal plasma
cells-& 2149 IgAd = L%-& 4§+ grl. plasma
cell o]l A A= IgA% J~-chain linked dimer ¢] 3
) Aol o A = o] dimeric IgA 7t A9 ¥l =
§h4 sl o o] FadE AAEE F4dt
oA Auwl §l= Feliseh
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¥y IgA 9 4$%E mucosal plasma cell 7] o]
i subclass 74 IgA, 3+ IgA, 24 =]~} 300,000
dalton o] iz J-chain %31 dimer o] i secretory
component & @vt. 3 3 IgA & ol LE90%)
& Z-49] plasma cell 3 systemic lymphoid tissue
A 7145t AF4E™ subclass & IghAzolm =
7] <= 150,000 dalton o] = monomer o] J-chain =}
secretory component £ v}, ®

A A 8] mesangium & AT EAYHIG 9
juxtaglomerular apparatus o} ¥ g FAE 71X
2 .o mesangial cell & g3l HEAER
Eo] mesangium 0.2 FolE W o]EE #AFE
Zgo] 9lo] ALY A SAAEety B ¢ o
t}, W\ Ega e =77} 300, 000~500, 000 dalton
o] FeAL AbTA ZAYadg atel 3ty
3, =77} 1,000,000 dalton o] 4 & wld B3
Ao HAehx] £l mesangium o] 3] =
gobe wask goko olEd FA FAd g
A ] g whes] A asked dd =27,
IgA, 9] S04, IgAd <k, ¥ (polymeric 32
monomeric) ¥ A 44 F o8 g 24dF
o wtel el vla A ZAEle

IgA st A% F4ust Ssstel 44 B
cell F-& T celle] AEE 2dstm o] A=tz o
JzAdol o] A O TzHgtd] IgA positive
Iymphocyte 8] =7} 7133 @ polyclonal B cell
g FAo s IgAst Enidzm @ IgA-specific
helper T cell o] #7}st3 @ IgA-specific suppre-
ssor T cell o] zF431¢] circulating heper/suppre-
ssor T cell & w7} ZFr4e1A] ol 1918 = TgA
S BqA 7F Al A Bl A e w058 A stz IgA st
mesangium o} £ gl A SFGA A 7k
kupffer cell ol & vt =89 A3tz ¢34
G 9 IgA polymer 7} E74hE AL &3 do)
w18 o] 7] IgA nephropathy ¢ 1l oz ¥l 19
2s]¢] alternative pathway el Aoz xak
IgA 4442 Evlstn EAq oA wA
7+ 4-%(hypocomplementemia)-g & =] g-e), 220 IgA
nephropathy ol 4 IgG/IgM ¢] codeposits £ 3 =&
A X Fotm wAAEE folshe o zle] 4t
FA &4 gogivh.? o4l E IgA nephropathy
o FAF 40 & ¢ @k A=A s} e st
o Auhg Fl Fole FHhot A E-gAq T
immune complex disease 2] W] 2-& 4 9&
7F54 0] oFF Evlw xRzlvl. HLA phenotype 3

#eo] gen Es HLA antigen ¥ Bw35, Bl2,
DRwd4, Cwl =8]a DEw & FEsix v}, 2

A=tz 214 g 414)9] IgA nephropathy & &
A nzmd oo wlma] oy dANEd flel W4
YAAAE A & 1338 A YP=AF 4l
24 30.8%% Adgoer ol JECIT 33.3%)
2-w), w ok (18%)%, A 71%(56.2% )23 v] &3l
EF B2 dolvh ¥R ¥ ¢vwlsl 21:20(1.05
CDEA o JEQI5: DM vy o) AT
vebe] Bal gabel A WAl Eo] Fol Yl st ok
2:1dx 15:192 nusdch d#d F2E 20
o) (20~204)7} 46.3%% 714 FHPEL(E 2) =2
oh-&-& 108 (10~194] Yol 1 19.5%7F whajste] 10w
9} 206 (10~204])ell A 68.1%7F WAlEe] o] i= &
FAFe] ML) 918,16,28,28) Od%v‘i-ii} 7.]9,] ] fs}.p}.,

IgA nephropathy & 713 B4 el AL
L Aol A= At AN L AT &
FFd FANYeE T2 A grh B odTA
AA R FAEL et A A FA 7L8%A
u g, ofF 69.2%F I Y= E vishdiudl &
28 B Lee 5298 Fx 75%(204] % 15
el FekA Yt Y 80554 g 12

C el FdHEe)E A Per Nakamoto 8-

Hx 100%0] A Fold Pwt 31.7%, Katz 530
87.3%%] Y xE 5%/ S e Base] gle
Haxl 75%0 A 100%=2 o7k dn FUAdunr
31.7% A 80% 7= QA Folsb an T Ast
5 o] geule] Folztel. st 4le] A14-(200
%ol A el n e A7) 1g/24hr o] sk 24
(4. 89%)%-¢] §) 3 nephrotic syndrome -2 10 (24.3
%) A ekl 20 A Bl (50%)glEl. B
# #94 Droz 5% 96.1%NA H¥xrt et
war o] F 1g/24hr olshE 36%3 . = Katz 59
2 80.2% A v s} vhebkar o] Sl 4] 1g/24hr
o] 5}-& 66%0°] 313 nephrotic syndrome & ‘}eRy
& 11.2% vl E 3 9 Xaud g gt
73.4%, nephrotic syndrome & v}eld o 7} 13.9
%e 2 H3vk. ¥ 4T AshE lg/24hr o] 51
e 2 2 vhelyl ol 7} 2 & wkw nephrotic syndro-
me YA Rl =7}d vhd Eokvh, Bl S0l 94 (21.9%)
4 BUN %] 7} 26mg/dl o] A}el azotemia & ilehg
ed o] F- Tdw IAdY Tl Fadxn olF 5

2 SLE g3, ld & HSP =83 1ld & 7k7] 5]
1 ol gtk o] Fgete] Tl LT d el o
2 A ARAGA ERAY AR A A FAel s

Mt ok of ¥
te]
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o AP Aetn A# el

AgduAd A% £2(E De 2 244894
Aol whel vial 7Ho2 HFilgrl(E 6). Mini-
mal change & 8o (19.5%)0] Q3 A F7H= Ei
H B AE 9%Y, 14.3%%, 30.6%9= choFst
t}. mesangial proliferation o] 1501 (36.6%)°] %
vl nnx EgAdE 16.7%19, 68%%, TI%NE
vhekgl ek, o] Fol &g 15 F v Rpals] 2hAste
w148k mesangial proliferation =l 29l o & 29
(4.9%) %l 2 Vi A =
fibrinoid necrosis & double contuor % viekg <k
A8 7o) mydvhk. global sclerotic glomerulus 4=
6% ~41% 2. ThokElt 50% wiulke]givl. Focal/
segmental proliferation o] ¢ ol & 3¢ (7.32
%roldn nnd L@ 9%, 10%', 23%% 2
t} thd Wl Zy)} &2 sjo]x}. Diffuse proliferation
Fo] 4% membranoproliferative glomeruloneph-
ritis = 74 (17%) 24 ol o ¢ Nakamoto*) <]
2.5%9} Ueda 529] 15%, 7hviete] Droz?¥9 6.7
% =gz 7 59 4.8% Eok Edvh g
Immunoglobulin ¢] subendothelial extension -4 &
2 QoA U A mARLI AN double
contuor & ¥ = v wWiEel e Ao 3
5] v}, 19 Sclerosis ol &3 54 (2.20%)= focal
/segmental glomerulosclerosis 4o ¢} chronic glo-
merulonephritis® w3l 14 = TFAglow] L
B} Bkl 6%99 9.5% b - wolvh. ol&
sclerosis o] § 49} E48 ATAY BE A e
spol b $h7] HELR A el %9 Crescents -
crescentic glomerulonephritis & gt 14 (2. 44
%) 2A BRum EgdAE 2.6%%, 15%E Bil
o] et zbolsb 2} A& wlEs) W &dbeh. Mem-
branous glomerulenephritist 2¢] (4.88%) 24 ] %
14) = SLE ¢ 2 1d)+= Hbs antibody 7} °F4d o] vk

global sclerosis, crescents,

IgA nephropathy & ®.2¥ ¥¢4 membranous’

glomerulonephritis & 29§ 2% glomerular le-
siono] vhelutelx o] ¢l.o}4 hepatitis B anti-
gen & 744 gkzt7} membranous glomerulonephritis
ol ARa o] A zFeA IgA st wuky W= A
Hoz AR5 Fd nurt ga = IgA nephro-
pathy 794 %5- 34 (3.79%)7} subendothelial exten-
sion-g¢ 24 Bo%E Yc}.1®

Had#Bd 4 &4 IgA 25 Az gz
IgG, IgM, C; % fibrinogen ¢ Futg # -7} 27
7.5%, 100%, 80%, 63.4% % ol Tg} X

50.1%, 21.4%, 82.4%, 37.2%2"9} 29.4%, 82.3
%, 100%, 32.3%°% —®l= 60%, 55%, 656%, 50
e} wzste] & W IgGsh IgMel Az Est
EFa Gy 3T I dlzus 3t g
fibrinogen A ¥ 2k 3. 1x &9 T WlErnc}
A Eokek. G 99 (24%) A A4S fev £
el 7 B9 0%, Lee 5202 15%7F A
2 Ciy & 1941 (46.3%)0 A4 A =a glel 84 A
20 02 Rafvh Cisb G, & 64¢ SLE
A o}F BAH oz oA ARUL ofF Asdad
27 8.5%% 14.2%8 ARLEE 5 Aelvh &
rﬂ%‘«-‘ﬂrol 91.5%¢} 85.8%1 A A3 Al o] of
t IgA 7t 333 IgA g EFAd 3t 2
-4 R gAA o] dAHolx & F4Aq Aels]
Folgbm £l ole] wha] SLEE 7Fd Aol A
& Cy 7} classical @ alternative pathways | ¢ 3l
Ags]a g Hub 43 Wi classical sequence
8 2] (Ci, Co9} alternative pathway ¢l 5
& sty W Eol SLEel AL Cig b Cs7b A3k
o A el o}, 14
ol Fo] o g8 WX & QAEA WH2HTY o R
= 3449 mesangium 34, crescent ¥4, AT
A A E, kel Af-5, JastE A3 H lamina
densa &] W o) F-& 5 9o 32l £ diff-
use endocapillary proliferation = ¥ #3-§ 7+
A e ek

dadezt 4599 dn, P, 59 4
WA% Y, nYe, 93 gA s Eeo] Sl

Zotol A% ¥ =5} minimal change v} mesangial
alteration ol 4  Yehud o358 O35 E3om
steroid ¢} F 9-&Frte BAE YT,

IgA nephropathy &) FsFalw]|A A of4fo] vlofd}
o A A7z e $3] WY RALE 4
g oF 3= Aol F=H dcl.

2 B

198723 99 Mg 1988 109 7k AW g F4k
Wy s A A AR xS 1499
AL Fgstgnl F 1334 IgA 3 Ho] IgG
J IgM 2ol o] & S5 489 4
FEgEn AN 2 d9de gy AAE Fn o]
gelzAad 2 4 a4 Addste 248
st g Oesh £ AdE davh

1) IgA nephropathy 8] w44l =& 30.8%9] vl
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2) JHETEE sl L0512 AL w S5}

3 o ¥ x 104 8]l 2. 4%, 10~194] 19.5%
20~294] 46.3%, 30~394 14.6%, 40~494 7.3%
50~894] 7.3%, 60~694 2.4%, 65.8%7} 10~29
A8 e A FA P arsich

D AL Gus} 718%, FAYYeE Y
9 69.2%, 9 xE 100%, kwbilx] 1g/24hr o] &
+ 4.87%, nephrotic syndrome-& 24.3%, nep-
hrotic syndrome o} o o] 4 8] edema = 31.7%.

5 B AR £AL TFo s ¥Fstx, mini-
mal change ] 19.5%, mesangial proliferation
T-o] 36.5%, focal/segmental proliferation-2 7.3
%, diffuse proliferation & 17.19%,
12.2%, crescents 7 2.4% membranous reaction
(subepithelial deposits)F 4.8%¢] ¢l e}

6) g4z &AL 4l EFdA IgA s}
IgMo] RA=glm 1gG 75.6%, C; 80.4% =¥l C,
o} Cip= 6018 SLE & A1 ¢ vhel Aol 4 2] OL.5
%St 85.8%4 AAHAE nal wd SLE gl
EF A& ¥4}, Fibrinogen - 63.4%d) 4 <
SETEN

o] 42 A& %33 29 IgA nephropathy =
e N2 g Holw qlak, Welzd @ w4y
F &Ae] B RuEst A A F4o] st

sclerosis -

g a2 8
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1. IgA nephropathy
Mild increase of mesangial cells and matrix (H&E X250)

2. IgA nephropathy
A glomerulus shows crescent formation (PAS X250)
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3. IgA nephropathy
A global sclerosis of glomerulus (PAM <400)

4. IgA nephropathy
Increased mesangial cell and matrix with patent capillary
(PAM x250)
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5, IgA nephropathy
Diffuse mesangial enlaraement with mild hypercellularity with capillary
collapse (H&Ex400)

6. IgA nephropathy
Focal glomerulosclerosis of a glomerulus (H&E X250)
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7. Diffuse mesangial proliferation stained by PAS (PAS X400)

8. A glomerulus stained for IgA by the direct fluorescence method (X250)
IgA is distributed through the mesangium



