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(6.2%),
(4.1%),
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infantile neﬁhmti-: syndrome 19 (0.2%), Rejection
20 (0.4%) Fo] i o] F& thA] AelFa} 4olFoz
e Bl Agale = 3 37545 100 (26.6%) 7}
Minimal histologic change® 7}# @3, Mesangial
proliferative  glomerulonephritis 704 (18.6%),

Postinfectious glomerulonephritis 19+
Membranoproliferative glomerulone-

Congenital

Membranous glomerulonephritis 26 (6.9%),
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%), Membranoproliferative glomenulonephrtis 15
o (4.0%) W 7e} ® 29} Fon] Membranous
glomenulonephritis2] =122} <3t F )= 4],

aotel A= F B6olF 294 (33.7%) 7} Minimal
histologic change® el B} Y e E4te
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Focal and segmental glomerulosclerosis 44 (4.6
%), Mesangial proliferative glomerulonephritis 20
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%)Fel 3 voxs B 33} P},

2) HEHEAYAME YHE MUYz Moz

F 461942 A AFHZAE d9YFHAE 283
o SEteo) A 279 F4ste] WAl 3154 5= 107
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Membranous glomerulonephritis 309 (6.5%),
Postinfectious glomerulonephritis 244 (5.2%),
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%), Henoch-Schonlein purpura 174 (3.6%),
Lupus nephritis 14+ (3.0%), Immune complex
nephritis, type undetermined 7+ (1.5%), Mem-
branoproliferative glomerulonephritis 101 (2.1%)
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Tahle 1. Light microscopic and immunopathologic diagnosis of the renal biopsies

LM Diagnosis IF Diagnosis
129 (27.9%) Minimal histologic change TR (16.9%)
38 8.2%) Focal and segmental glomerulosclerois 14 ( 3.0%)
46 [ 9.9%) Focal proliferative glomerulonephritis 6 ( 1.3%)
90 (19.5%) Mesangial proliferative glomerulonephritis 4 ( D.8%)
19 [ 4.1%) Postinfectious glomerulonephritis 24 ( 5.2%)
5 [ 10%) Crescentic glomerulonephritis 3 ( 06%)
249 [ 6.2%) Membranous glomerulonephritis A 6.5%)
19 | 4.1%) Membranoproliferative glomerulonephritis 10 ( 2.1%)
IgA nephropathy 107 (23.2%)
IgM nephropathy 27 ( 5.8%)
B 0 1.7%) Henoch-5Schiinlein purpura 17 ( 3.6%)
( 0.8%) Lupus nephritis 14 | 3.0%)
9 [ 1.9%) Diabetic glomerulopathy 9 ( 1.9%)
Hemaolytic uremic syndrome 1 ( 0.2%)
8 (1.7%) Chronic glomerulonephritis
6 i 1.3%) Acute tubular necrosis 5 1.0%)
12 ( 2.6%) Chronic interstitial nephritis 6 ( 1.3%)
i 0.2%) Immune complex glomerulonephritis i1 1.5%)
Preeclamptic nephropathy 3 0.6%)
5 ( 1.0%) Arteriolonephrosclerosis 1 ( 0.2%)
1 (0.2%) Microahscess
Steroid effect { 0.2%)
1 i 0.2%) Congenital infantile nephrotic syndrome 1 i 0.2%)
No specific deposits 15 ( 3.2%)
28 ( 6.0%%) Mone made 76 (16.4%)
1 ( 0.29) Amyloidosis
2 0.4%) Eejection 2 ( 0.4%)
Total 461 Total 461

H = #3759 F IgA nephropathy 2} 93 o (24.8%) 2
b3 g s, Minimal histologic change 5899 (15.4
%), Membranous glomerulonephritis 279 (7.2%),
Postinfectious  glomerulonephritis  17<| (4.5%),
Lupus nephritis 14+ (3.7%), Focal and segmental
glomerulosclerosis 8+ (2.1%), Henoch-Schiinlein
purpura 94 (2.4%) %] 31 IgM nephropathy & 19¢]
(5.0%) 24 primary glomerulopathy %« 4+ 7.7%
of #ldsgict, 7leb= ® 28F el

fotel]l 4= % 54+4F Minimal histologic change
7t 20 (23.2%) 2 7} @2, Focal and segmental
glomerulosclerosis 6+ (6.9%), Henoch-Schiinlein

purpura 8= (9.3%), IgA nephropathy 144 (16,2
%), postinfectious glomerulonephritis 3 (3.4%)
el IgM nephropathvi 8+ (9.3%) 24 o]
primary glomerulopathy2| < 12.1%«| | 2= 3},
et ® 3% o, Hdadd wzEIHd IgA
nephropathy® Membranous glomerulonephritis=2]
WE7t 22 zle] Ate]Helsld,

3) IgM nephropathy2| Hs#do|H% A & &
=
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Table 2. Light microscopic and immunopathologic diagnosis of the renal biopsies in adult

LM Diagnosis IF Diagnosis
100 (26.6%) Minimal histologic change 08 (15.4%)
M 9.0%) Focal and segmental glomerulosclerois B 21%)
41 (10.9%) Focal proliferative glomerulonephritis 4 10%)
0 (186%) Meszangial proliferative glomerulonephritis 4 { L0=)
13 ( 3.4%) Postinfectious glomerulonephritis 17 ( 4.5%)
5 ( L3%) Crescentic glomerulonephritis 3 ( 0.8%)
26 ( 6.9%) Membranouz glomerulonephritis 27 ( 7.2%)
15 4.0%) Membranoproliferative glomerulonephritis 8 (21%)
IgA nephropathy 93 (24.8%)
IgM. nephropathy 19 { 5.0%)
{ 0.8%) Henoch-Schinlein purpura 9 { 2.4%)
4 1 L0%) Lupus nephritis 14 { 3.0%)
9 { 2.4%) Diabetic glomerulopathy O [ 24%)
Hemolytic uremic syndrome
8 2.1%) Chronic glomerulonephritis
5 0 1.3%) Acute tubular necrosis 4 1.0%)
10 { 2.6%) Chronic interstitial nephritis 5 0 1.3%)
1 0.2%) Immune complex glomerulonephritis 7 ( 1.8%)
Preeclamptic nephropathy 3 [ 0.8%)
oo 1.3%) Arteriolonephrosclerosis 1 { 0.2%)
L ( 0.2%) Microabscess

Steroid effect 1 ( 0.2%)

Congenital infantile nephrotic syndrome
No specific deposits 13 ( 3.4%)
22 ( 5.8%) None made 66 (17.6%)

1 0.29%) Amyloidosis

2 0.5%) Rejection 2 [ 25%)
Total 375 Total 37h

F A Esbe] R Fab 114 (40.7%) ol H = AL 4 =
ade]l A2 APl FHebs 24 Minimal
histologic change2] %3] ¥.¢| 2 mesangial cell2]
T2 matrix®] F7h, 54 (18.5%) ¢l M & wlgkA 2]
mesangial cell 2] 3 matrixe] £7}3 ¥4} =3
14 <l 4 %734 focal segmemtal sclerosis %}
global sclerosis& A4 8laL 1<) 4]  segmental %
crescent¥ 4 = A s]o] chekdt AL A4 8y
o, ol§e ARYe|HY g 97 5Y Minimal
histologic change?} 11¢| (40.7%)8 3= 83 Focal
74 (29.5%),
proliferative glomerulonephritis

Mesangial
5ol (18.5%),

glomerulonephivitis

Foeal and segmental glomerulosclerosis 144 (3.7%)
olw FEEe|F At R + gddd o7 9
o} (E6),

4) IgM nephropathy2| {8 Hap4A

+ 270 F 9ellell M IgMe] + + o)Ak of 4= 5 o
Ae BEF +94dEgey CGE $54 Y58 %4
of FH=Ed ey [pGe 25 4093 IgAE 8«
A tltrace) =2 G445 vygon 1444 C,C,
q% 2 early acting complement2] + <o) 2k o
o} (F#4),
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Table 3. Light microscopic and immunopathologic diagnosis of the renal biopsies in children

LM Diagnosis IF Diagnosis
29 (33.7%) Minimal histologic change 200 (23.2%)
4 [ 4.6%) Focal and segmental glomerulosclerosis 6 ( 6.99)
a1 9.8%) Focal proliferative glomerulonephritis 2 1 2.3%)
200 (23.2%) Mesangial proliferative glomerulonephritis
6 6.9%) Postinfectious glomerulonephritis T ( 8.1%)
Crescentic glomerulonephritis
3 ( 3.4%) Membranous glomerulonephritis 30 3.4%)
4 1 4.6%) Membranoproliferative glomerulonephritis i 2.3%)
IlgA nephropathy 14 (16.29%)
IgM nephropathy g 9.3%)
a2 { 5.8%) Henoch-Schinlein purpura B 9.3%)
Lupuz nephritis
Diabetic glomerulopathy
Hemolytic uremic syndrome 1 0 1.1%)
Chronic glomerulonephritis
1 { 1.1%) Acute tubular necrosis ( 1.1%)
2 2.3%) Chronic interstitial nephritis [ 1.1%)
Immune complex glomerulonephritis
Preeclamptic nephropathy
Arteriolonephrosclerosis
Microabscess
1 ( 1.1%) Congenital infantile nephrotic syndrome 1 ( L1%)
No specific deposits 2 ( 2.3%)
6 ( 6.9%) None made 10 (11.6%)
Amyloidosis
Total 8

Total a6

5) IgM nephropathy=| 2 &% -

(1) g8 3 dgE wdnlx @ F 2745 el
1764 (62.9%), =i/de] 100(37.0%) 24 Fiu|
17 1102 wape] Twspglel, @YW FEE 20-29
Hel 10°4 (37.0%) 2 74 Zsbgla 10~-194 ) 8
4(29.6%), 0~94 24 (7.4%), 30~394 2(7.4
%), 40~494 290 (T7.4%), 50~594 3¢ (11.1%) &
10l A 200 2] 3@ & dadFel 7h Tdatgct, o
E% thA| Aal B dopF e i Aob(144) o 3}
of 4] 8o (29.6%), AUelH 194 (70.3%) 2 A<l
A swaErgch(® 5).

() YaE4  Hed sl A AYE A\ g

A2 ¢ 4F4H2 edema 169 (59.2%), nephrotic
syndrome 15+ (55.5%), nonnephrotic proteinuria
104 (37.0%) gross hematuria 2+ (7.4%), hyper-
tension 20 (7.4%) 4] &2 2 wb-o] 4bel 4 microsco-
pic hematuria$} nephrotic syndrome-& ¥.o] 2 5o &
A &% A Fellol A nephrotic syndromed ZE§ 3t
proteinuria 194 (70.3%) <l 4} hematuria & #|*] # 4
cHE 7).

(3)2p3 ¥ LAFHALEA F 274 F 94(33.3
%ol M AEF7IE 98 AAHE 7lAz dde
o e 18d= SHE Ao] gl 2443
ko] HxF B 13+ o4 3.9gm¥H 21 gm7=] 4
G il 5 Ho|w vz 200mgh-8 2.24 gmA
=4,
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Tahle 4. Light microscopic diagnosis and immunofluorescence findings of Igh nephropathy

. ) IF findings .
P;;:“t Age/Sex LM dragnosis T A T Cm‘? Fibrinogen

1 34/M Minimal histologic change - = - - -

2 8,/M Poststreptococcal GN, resolving - + + + = - —

3 32/F Minimal histologic change - %+ % % - — —

4 /M Minor mesangial hypercellularity - - - *  + — —

b 50,/ M Focal & diffuse proliferative GIN + + - - -

6 11/M Minimal histologic change — — + - — — —

7 17/M None made — - 4+ x - - - —

& 11/F Minimal histologic change + + - - -

) 253/F Nome made - — + + — -
10) 11/M Minimal histologic change - + # - = —
11 13M Minimal histologic change - - R — -
12 29/M Mesangial proliferative GN - — £ # - — —
13 44/M Focal segmental GN oW =+ =
14 21/M Minimal histologic change - - | - — — —
15 21/F Minimal histologic change - - + = - - - -
16 10/F Mesangial proliferative GNM * o4+ - = - —
17 39/M Minimal histologic change GN - + o+ - - -
18 51/F Focal proliferative GN + 4+ - = — -~
19 12/M Focal proliferative GIN, mild - + + 4+ —
20 57/M Mesangial proliferative GN - - 4+ 4+ - - —

21 11/M Mesangial proliferative GN - - # o = = - +
22 27/M Mesangial proliferative GN - - 4+ £ - - - +
23 28/M Focal proliferative GN - - + o+ - - —
24 21/F Focal proliferative GN — + + £ - - -

25 29/M Focal proliferative GN - - + o+ - - —
26 25/F Minimal histologic change - - $ + - + —

27 24/F Focal proliferative GN - - 4+ + = — — —

*N: glomerulonephritis

Table 5. Age and sex distribution of IgM nephropathy

Years M F Total %
-9 2 i 2 7.4
10~149 o 3 8 29.6
20~29 5 5 10 A7.0
J0-39 1 1 2 7.4
40~49 P 1] 2 i
20 ~59 2 1 3 11.1
Total 17 10 27 100.0

cholesterol& enzymatic method 2 &% 4 = 2} 164
4 FrhEle] <gll2e HBsAg, antinuclear anti-

body (ANA) . lupus erythematosus(LE)% Rheuma-
toid factor (RA) 3 4k7F % S4lsich(E B),

6) Minimal change nephrotic syndrome £%}
2t ujm# IgM nephropathy 22 24tz

& e #4247 #bedd Minimal
change nephrotic syndrome (MCNS) 22 3¢5 3
Zbs} IgM nephropathy & =Fsh2] ) Abekab-& w] w4
Bkl (£ 9),

e Addde FAGHAR goje @A,
MCNS gt} 8o} IgM nephropathy 83}t 4]
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Table 6. Light microscopic diagnosis of IgM Table 7. Presenting symptoms of Ighl nephropathy

nephropathy Gross hematuria 2 74%
Minimal change lesion 11 40.7%% Microscopic hematuria 16 5.2
Focal proliferative 7 25.9 Proteinuria 10 370
glomerulonephritis Nephrotic syndrome 15 bh.5
Mesangial proliferative 3 18.5 Hypertension 2 7.4
glomerulonephritis Ed 16 50.9
Focal & segmental 1 3.7 :
glomerulosclerosis Total 27
Poststreptococcal 1 3.7 T o :
glomerul onephritis,
resolving phase
None made _ 2 74 4 A Jeiyen, 43F72 IgM nephropathy %
(Insufficient specimen) Aol 4] 55, 5%% MCNS #haZxet sk (P<
Total 27 1000 0.0005), Bxy IgM nephropathy #2pref 4 59.2

Table 8. Past history & laboratory findings of lgM Nephropathy

Cose No URInimory  UTUBRER g, G ena e AN
1 — 16,4 gm 642 (=) —/=/-
2 + 90 gm 475 (=) AN
3 + 165 gm 1059 (=) [ /-
1 — 39 gm 510 (—) ==/
5 - 788 gm 128 (—) f=f
6 - 6.52 gm 700 () YR
! - (—) fe
8 x 163 gm 377 (=) ol fe
9 + L4 gm 165 (—) —f=/
10 + 3.7 gm 473 . s fafe
11 = 11.2 gm 475 (—) AV

12 1.23 gm 176 (—) =i
13 + 8.33 gm 479 : e
14 2.24 gm 420 (—) = f o
15 — 58.5 gm 152 (=) —f=/-
16 400 gm 217 () f=/-
17 — 21.0 gm ald (=) NENE
18 107 gm 194 (=] f=4-
19 - 147 gm 379 . -
20 - 50 gm 676 (—) — ==
21 + 144 gm 905 (-] ===
22 + 0.75 gm 156 (—) —f—]—
23 — 183 gm A4 (=) - f 4
24 — 0.2 gm 149 (—) — ==
25 - — gm 163 (—) —f
26 - 0.6 gm 306 (—) Sy -
27 + 0.6 gm 164 (-) — ==
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Table 9. Clinical course of [gM nephmgath:.r patients compared to patients with minimal change nephrotic syndrome
MCNSin=125) [gMin=27)
1) Age at onset, years 206 23.4
20 Nephrotic syndrome 25/25(100 %) 15/27(55.5%)
1) Hematuria 2/25(8%) 16/27(59.2%)
4) Steroid-dependent 3/16(18.8%) T/13(53.89%)
5) Steroid-responsive 11/16(68.79%) 4/13(30.7%)

MENS: Minimal change nephrotic syndrome

% = vhepvk MCNS &3l 2] 8% 2ol =4 viebuto
(P<00.001),

HAaHen A% 2v]EF e steroide] =i A
mubg-t v steroid responsive® prednisolone 2
E AR 9= w2k 433 st shq Fod
Fog F 2709z sl AldEHe AR s,
steroid dependent 2 2] A 5 5o+ 2 s 47} 4
St efEEgE FolAY, ARE T H 2AYe
Wel Ahbs= A58 ek, = HojLao s 3y
= 1053 A% AEdE 47l 24 e ASE
steroid resistant=} &2 =, IgM nephropathy el 4
steroid dependency® 53.8% 2 MCNS2| 19%-«)| #|
# #welelA w9 (P <0.05), steroid respon-
sivenesse 30.7% 2 MCNS2| 69% B} 2|n|q]7]

Aez vepd e (P<0.01),

il &

IgM nephropathyi A &4 7] &% vje} ghe] o}
3 $4E S3Y AT AL = 917
e AAer), 22 o9 FHHE FAs= A
&40 JgMe] mesangiumell 2] g ez 4 of7
¥+ Mesangiopathic glomerulonephritis 4 =4
Mesangial proliferative glomerulitis®] sz 4z}
gtar olof o A AL AgAs F T+ e
Co7b EAlell A23he Zhxaba gk =g 4 43
Ao Fetev]AA LA dAdHE A2l A A}
TH 2 ¥H global sclerosis 9 crescent 73] chbef
g was Hysty 4« £ 4§ pure minimal
histologic change ¢} 4ol o] @& A 3}, <]
o di FHxdE vl Cohens¥el Ludh 124 =
7l 2] 2 %o 4 o|ub4d el mesangial cell®] 4§ W

war 2] F ded+] 4 = global sclerosis®& 7]&&le]e
=, Masson trichrome 94 2. 2 fuscinophilic & % 2
mesangium W 3 & Tof| o A B gl o] Ao
A4 Al M= F9 %o Minimal histologic change
Fele] LA 4% 2oz} dE& Al Absbd o),

®§F Lawler5*'# 197« 2] 41 A3z 4 47«7}
Primary mesangial proliferative
ol F 23+l (12%)7F IgM
nephropathysl] #wr=lelc, o] &2 Yahge| 4
of 4 16°4 7} focal segmental £-& global sclerosis&
) At Feflef] A crescent® 2 vdted 29, Helins®&
Jaol 8] A AHP== F4 F 2690 (2 7%)7F IgM
nephropathy 24 ¢]3 174 =l 4] mesangial cell2] 2
& wasld s, Cavallo®'"£ Minimal histologic
change #1 5t4 & IghMe] mesangium«] 3 25l 214
+ A2 ¥ H 74«14 mesangial cell®] 4,

154 «ll 4] mesangial matrix2] 2718 Exde] L4
pune minimal histologic change®}2] 2}e]3-& HEa
sgdct, A=kt A 49 2740 2 1gM nephropathy+ 4
= Aggv|Faes 114 (40.7%)7F minimal
histologic change=| # 2 &= AF 74 2234, 12+ (44 .4
%) el A =44 E& o]gby 8] mesangial cell 4], 1
o «f] 4 focal segmental % global sclerosis, 123 1

o ol 4 crescent® MAlFec), el CohenF?,

Lawler5*, Helins® 9 Cavallos'Ve] R § 2=
Falabe g qla sl gpaluk Al W] chekd )
3§l ddM e FUF -l EF 5 A,

Hap2] H4 «elE Cohens¥el Bidh vlsh o]
fuscinophilic &4 2 mesangium ¥ # 2}& Masson
trichrome 2% 8% 5 glgdch, £=4 "l 7
Atdde M E IgMe] frdgt == F2 A3
HedF2 e Cohen5®2 53 (2 F4] A3

diffuse

glomerulonephritis & 5t
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& Atz gk, #MAbe pae IgMat 3 2E = o
=AY s IgMa Cort fdsA & F2 A3
5 o 5ut-g [gM nephropathy 2 F<t3lgic}, ol=i g
Aae IgM o5 2L 45 4 2L o 4 A
gel A w|Beo|MolmE AR shFAe] 9l7) el
o] & wl Al 7] $ el

o] 4to] ey AHdE F3sld  1gM nephro-
pathy & Z&72 ¢=3 AP  minimal
histologic change®}i= Aol &t 25 Fabe slelA
oA Aale] AlgA £, HAy G Al q S
Jlgutgt Y FaEe] AT & glefef Fd,
£ 3] focal segmental sclerosis, global sclerosis 2
crescenti& alelel ckzm Leix sld, 2
Bloom%E'9-& 4k A1ak2] <k 1/24] 9l IgMelv G
o] wEe|x AatL ¥z wads, Yang
g a5 2] A4 fEg Az T o 60—-80%
ol 4 IgM, IgG, lgA, C:52 333 21§ ¢ 3l 2y
olgj gt ApAdE e 2] o] Hef HalEeAAM A
4 vz Falgew Aake] AYezx: HY AU
=) 1] =] minimal histolgic change2| W % & 53 3 A<l
A 2% focal segmental 3 trace A =2 WA H 3
ae Faad £ gle  IgM nephropathy 3 e
mesangiumel| FH 422 A4 A2 & 5 g9,
o] = Cohens**7g )43t ¢]n] o8 Az
o 2l 7} a2 gl 5% Yangs'"e| 2« &
Hea 2w IgM, IgA, G5l felsta A3 o=
o el Fe & Aozt fleich steEt= IgA nephro-
pathy v} IgM nephropathy 2 3 st& Feiop =
epaleleh dahs o, o dealdes 2ol o 3 A
7 Bl fidz AEd, £§ Yangs'E
IgM nephropathy & & 8 ol &2 stz oid
TEAel "eahy e gos AE 3 9ls v
o] = mesangiopathic glomerulopathy# 44714 &
a2isld e JaiAe 241 crescent -2 global
sclerosis 7h =] chekdl W g Zldi g 4 al?] =1l
sy Faeleh Alagc, dH R G99 B4 ES
el LawlerEYe] Bag 239 3 10—1944 <F 30
%, 10~294 o =f 50% 7} G4 =] =] 2o}
Bl ety ot Aehir s daldog e Bl #ape
Ao Al 27 F 8ed 7} Achell A WA ah v} o]

Cohens52] _v__u_ﬁ} 203 9efl €} A 2] sl ] & sl

- 1gM nephropathy 2] W =)=3) oha) 74—

Mz @iu) 7l Lawler$%2 13 : 10, Helin
e 12 1 14, Cavallos'& 7 14, Cohen3d®2 4 :
122 dgide] glon] #Hale PAde 171022 &
Aol Fubghk Heo| tha 2pe]rh gl s,

4wk Al gl AbEabe] A hematuriazb 59.2% (o] &
gross hematuria 7.4%), nephrotic syndrome 55.5
9. proteinuria (non-nephrotic) 37.0% % $4& ¥
AirHe g o] 5L Lawlers" ¥ Heling"2] 8w
s} gapeie] rEae R 45 pure minimal histo-
logic change ¥t} 414t proteinuria & 2|3
B} ¥& ¥x 9 nephrotic syndromed Fi2 3
7 gle] A=At sl M E el BEE o 7 9
deoh, nUSHE Fubsle ols] HER o]Ee] B
st Fabsts o,

7| &} 169 i 4 cholesterol®] F71& 24l o] 2]« =
Ergtatgl el glleh FAEAAHNE FHEH
o AEEFE gz 274 & 9¢llel A gl vl ol
L Fugle ApAEy AEECE e 24T 8
A& 717 3 9l lgM nephropathy 8} w] aldhe] o] 2}

FAbg SAAE FE3A § ¢ 9le Hol AR
7k o]ef i HEL o}z W™ 5 @dn 2o,

o o] o) HE Vilches5*™ % YangF'W< SW
A alZ2g ol A IgM 3 & ed 37} steroid # Bell 3
Mo o) Abate] glohw Bagt sbd, Tejani g™
ghab#lv] A 274 minimal change lesion® Rel+
As el g abel o IgM 3 2be] gl A7 3
ate] gl 2 So ¥l dbe steroid ® Eefl of g ub-E o]
2 ghpw wasted, g AAEL] fadde
mesangial IgM nephropathy+l 4 MCNS=l u| 3}«
=(53.8% vs 19%, P<
A0(30.7% vs

sternid dependency 7}
(.05}, steroid responsiveness7b &
69%, P<0.01) =22 vjebstel,

2 2

1981 14948 19865 772 F g o 3
st Walatadled A FAay A A=A F “*1“—4533&
g waaddn # 4614 E FEHEv A 8 Ay
walatdog lHEsta, o £ IgM nephropathy =
7\ gl 27 o &) W]z EE W AAHE A
g HEsle] Fdn#st g i P EE A
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1) IgM nephropathy2] 2Agdqle+ & 4 44
EH2e F ¢ 5.8% AF=HdRn, & primary
glomerulopathy 2] 8.2% 23] 441328 7.7%, 2o}
2 12.1% 9},

2) AMEEE Fu] 7 o 1.7 12 daje] 2w
&4 o},

3) A EE = 104 vlwtell 7.4%, 10~194 29.6
%, 20—294 37%, 30~394 7.4%, 40~494) 7.4%,
50~594 11.1% =4 =F 66% 7t 10~294 2 @& <
Hgel o gy,

4) H4 A= gross hematuria 7.4%,
microscopic hematuria 59.2%, proteinuria (non-
nephrotic) 37%, nephrotic syndrome 55.5%,

hypertension 7.4% % edema 59.2% %},

5) FHA Y99 (33.3%) M 4EEIE Fde F
HHE 7R 2 dda, JelAle S A" ¢
st

6) 71eb 4 A} Ao 2427 kv gk 13
< (48.1%) <1 A 3.9 gm¥ © 21 gm7} 2] A& e F
EER v AE 400mgHE 2.24gmAF =9
antinuclear antibody, lupus erythematosus %
rheumatoid factor 3 AlE2 25 &%},

7) #EHo|HY AR IE minimal histologic
change 114 (40.7%), focal glomerulonephritis 74|
(25.99%), mesangial proliferative glomeru-
lonephritis 590 (18.5%),
glomerulosclerosis 19 (3.7%) 9 poststreptococcal
glomerulonephritis 194 (3.7%) ¢},

8) de¥ AL AE 27d 25 IgM 9 G2 A
B3 22 mesangiume] 3 2l s, Boe]d IgM
7b % (trace), 1«4 C, % Ciq7} #2r=9c),

9) Steroid A &4 ®2%F minimal change ne-
phrotic syndrome (MCNS)2t ¢ & e 2 A=
mesangiume] IgM # #e] 3l IgM nephropathy#h
A o] @l MCNSy= ME d4AstE welsd,
IgM 3 2e] sle A57F <l Fo A5 A g yhge]
o @ FHeg A

focal and segmental
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A Histopathological Study of IgM
Nephropathy

Youn Wha Kim, M.D. and Moon He Yang, M.D.

Kvung Hee University, School of Medicine,
Diepi. of Pathology

Myung Jae Kim, M.D.

Kyung Hee Universily, School of Medicine,
Depi. of Internal Medicine

Byoung Soo Che, M.D.

Kveng Hee University, School of Medicine,
LDept, of Pedioofnics
461 cases of renal bviopsy specimens were
summerized correlated with their light microscopic and
immunofluorescence findings, which obtained from Jan.
1981 to Jul. 1986 at Department of Pathology, Kyvung
Hee School of Medicine, The results were as follows:

1) The incidence of IgM nephropathy was about 5.8 %
of the primary glomerulopathy.

?) Sex distribution showed male preponderance with
male: female ratio of 1.7:1.

9) Age distribution were 0-9 years 7.4 %, 10-19 years
206 %, 20-29 yvears 37.0 %, 30-39 years T.4 %, 40-49
vears 7.4% and 50-59 vears 11.1%.

4) The clinical symptoms were gross hematuria 7.4%,
microscopic hematuria 59.2%, proteinuria
phrotic) 37.0%, nephrotic syndrome 55.5%, hypertension
7.5% and edema 39.2%.

[TOTe-
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a) & cases (33.39%) had past histories of upper
respiratory infections.

6) The distributions of the light microscopic
deagnosis were minimal histologic change 11 cases (40.7
%), focal glomerulonephritis 7 cases (25.9% ), meazsangial
proliferative glomerulonephritis 5 caze (18.5%), focal
and segmental glomerulosclerosis 1 case (3.7%) and
poststreptococla glomerulonephritis 1 case (3.79%).

7} Immunofluorescence study showed significant
diffuse mesangial granular deposits of IeM and C3 in all
of the 27 cases.

8 It was demonstrated that in the patients with
nephrotic syndrome, the prognosis for the patients with
IgM deposition were less favorable than those without
IgM depaosition.

Figures for Legends

L 4 .nd-alhl. il
Fig. 1. IgM nephropathy, showing segmental
mesangial cell proliferation with increaze of

matrix. (H-E stain. = 200)

Fig. 3. IgM nephropathy, showing focal segtmental
sclerosis of the mesangium. (H-E stain, * 200)

BT o e bl
Fig. 2. IgM nephropathy, showing diffuse mesangial
cell proliferation and increase of matrix. (H-E

stain, »200)

= g &

. .. T by
IgM nephropathy, showing global sclerosis.
{Masson-trichrome stain, = 200)

Fig. 4.
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Fig. E: IgM nephropathy, showing granular Fig. 6. lgM nephropathy, showing focal interstitial
fuscinophilic deposits in the mesangium. chronic inflammatory cells nfiltration. (H-E

{Masson-trichrome stain, = 400) stain, = 200)

"h ¥ & % — #"r"ﬂ.;

Fig. 7. IgM nepropathy, showing tubular atrophy, Fig. 8. IgM nephropathy, showing granular mezangial

(PA =ilver stain, x 200) deposits of Iph. (Immunofluorescence stain,
LM, =200)

Fig. 9. IgM nephropathy, showing granular mesangial Fig. 10. IgM nephropathy, showing granular mesangial
deposits of C3.  (Immunofluorescence  stain, deposits with segmental accentuation.

C3, = 20) {Immunofluorescence stain, [ghl, = 400)



