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=ABSTRACT=

Henoch-Schoenlein Nephritis and IgA Nephrogathy :
A Comparison of Immunofluorescence and Electron
Microscopic Study

Ok Kyung Kim

Department of Pathology, College of Medicine, Ewha Womans University

The immunofluorescence and electron microscopic studies along with clinical presentation were
performed and compared in 4 cases of Henoch-Schoenlein(HS) nephritis and 16 cases of IgA
nephropagthy.

The clinical and pathological findings of- two conditions were similar.

The light microscopic findings show more severe glomerular(high grade by ISKDC) change
in HS nephritis than IgA nephropathy.

The immunofluorescence study reveals exclusively IgA only or IgA with C3 deposition mainly
at mesangium in IgA nephropathy, where as the HS nephritis show variable deposition of all
immune globulin(IgA, IgG, IgM, C3, Fibrinogen), mainly mesangium associated with pericapillary
area,

Electron dense deposition in the mesangium were the most constant feature in IgA nephrogathy,
where as variable extention of electron-dense deposition to the pericapillary, subepithelial and

subendothelial area in HS nephritis were observed.
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FAE A2 AT AT 2 944 Ee
FEFH o R JAVIES A APz A
& zFAAL 10% E=2vHd nAIE oy
sty e suFA 2 J&H A hematoxylin-
eosin, PAS, MASSON’ s trichrome® PA-methena-
mine Silver §41-& 3t J83u| 73 24§ & Fch
HYPFAA = ZFE dry-ice acetone HLE 4l
EEFAANE cryocut 5pFAZ HETH IgG,
IgA, IgM, C; 2 fibrinogen(Fbg) ol ol & 38 4 (Ma-
lloy co USA)E AHE-3M Alg&tq]ct.

AR r 7§ 232 glutaldehyde$} osmium tet-
roxideol] & H Epon182°l vl 5t 600-800 A
FAZ Z29E38t9 2 lead citrate®t uranyl ace-
tate2 ©]F¥A8 H Hitach H600533F HAH

DAY A% &%

Y] HiEE HSAENAE 1: 322 a7,
IgA AHFAME 9:72 IGRoNA 37t =l
B dHE HSAEANA 114, IgAAEZAA 26
A2 Jebsich

2) ¥8ad

B4 IgAX = HSAE 9 39 #2449l 25% ol A
YL IgANE T B 821) 12% oM F 75 o
Axel| o} HAAE FAH=F B

oo HSAENA 75% 24 [gANEERT &
Al YEFE I nephroticE$TE Bl [gAdH
Zoll A 22t 75% L 87% & B HSA F 1t} =gt
(Table 1).

3 W% 24

A8 A 27 ! International study of kid-
ney in children (ISKDC)¢} EFol wEu =z
grade®] 7€ Table 29 2},

HS Ao e 4#(100%) EF grade & B
R [gAX S ol M= grade 1 31%, grade 11 50%,
grade 1l 19% & 27t Hoj AART AE AFFA
HEE B o grade V) grade VE FE 3 A
nrAVIA 2 #AH A o

AEPFEo| FH 27 L BAD IgA, IgM, IgG,
Cs, ZEI I Fbgl A& 40l whe} v o Table
4o 4] Bzulel o] HSAE 9 F-% mesangiumoil
e 1F oI o RAEHF) 0ty FAHFLS

3FE 7P e ZAERATe A3 ¢

Table 1. Clinical findings in 4 cases of H-S nephritis and 16 cases of IgA nephropathy

Clinical findings H-S nephritis IgA nephropathy

No. of case (%) No. of case (%)
Increased IgA 1 (25) 2 (12)
Hematuria 3 (75) 8 (507
Nephrotic syndrome 1 (25) 12 75)
Proteinuria 1 (25) 14 87)
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Table 2. Classification of the glomerular changes on light microscopy by ISKDC

1. Minor glomerular abnormalities »

II. Pure mesangial proliferation (a) focal/segmental or (b) diffuse 3

1. (a) minor glomerular abnormalities or (b) diffuse mesangial proliferation, with

crescents/segmental lesions (sclerosis, adhesions, thrombosis, necrosis) in 50% glomeruli

IV. As I but with crescents/segmental lesions in 50-75% glomeruli

V. As I but with crescents/segmental lesions in 75% glomeruli

VI. Membranoproliferative-like lesion

*ISKDC ! International study of kidney in children

Table 3. Light microscopic findings in 4 cases of H-S nephritis and 16 cases of IgA nephropathy

by classification of ISKDC

Grade

H-S nephritis

IgA nephropathy

No. of case (%) No. of case (%)
Grade 1 0 5(3D
Grade II 0 8(50)
Grade 1 4(100) 319
Grade IV 0 0
Grade V 0 0

Table 4. Localization of limmunoglobulins in renal tissues of 4 cases of H-S nephritis and 16 cases of IgA

nephropathy observed by immunofluorescence study

H-S nephritis Total IgA nephropathy Total
Immunoglobulin mesangium mesangium  capillary No. of case mesangium mesangium  capillary No. of
only & capillary  only (%) only & capillary  only case( %)
IgA 1 3 0 4(100) 5 8 3 16(100)
1gG 1 2 0 3(75) 0 0 0 0
IeM 0 2 0 2(50) 1 0 0 1(6)
Cs 1 3 0 4(100) 3 3 1 7(44)
Fivrinogen 1 3 0 4(100) 1 1 0 2(12)

100% IeG 9Jr
IgMe] &7 75%, 50% & E%H k=¥
AZd s AZYT F YA
IgAXlH Sl = mesangmm‘ﬂ] 581(30%), ZAE
B FAIHE ] 8 1(50%) :LFJ 2AEH 3
A2 et FAEE
2 Hegy gAﬂ 100%:2_ A ol A

t’é
44‘7%

g BHov IgGHl 3

AguEgo B AHE & w(Table 5)
gA-1gG-IgM-Cs-FbgE-3H3 2Ho] 28
Hi3lo] 18, IgA-IgG-Cs-Fbg B3]
FAHFAAE Hst 22 A
™ IgA-C; B§o] 78 (44%) 2
744 By 1gAT AEE o 62(37%) 281
IgA-FbgE 32 28 %o

AR A A AxRudEY B2 A
H-9E 2 Table 691 A1 2} 2] HSAH oA = me-
sngium©l ¥+ 14, subendot}leliumﬂ 71 Ao FA

A}
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Table 5. Immunofluorescence findings in renal tissues of 4 cases of H-S nephritis and 16 cases of IgA

nephropathy according to composition of immune deposition

Composition of Immunoglobulin

H-S nephritis

IgA nephropathy

No. of case (%)

No. of case (%)

IgA-IgG-IgM-Cs-Fibrinogen
IgA-Cs-Fibrinogen
1gA-1gG-C;-Fibrinogen
1gA-Cs

IgA-Fibrinogen

IgA-IgM

IgA only

2(50) 0
2(50) 0
1(25) 0

0 7(44)
0 2(13)
0 1(8)
0 6(37)

Table 6. Electron microscopic findings in renal tissues of 4 cases of H-S nephritis and 16 cases of IgA

nephropathy according to location of electron dense deposits(EDD)

H-S nephritis

1gA nephropathy

Location of EDD

No. of case (%)

No. of case (%)

mesangium only 1(25) 11(69)
mesangium +intramenbranous 0 1(6)
mesangium +subendothelium+
intramembranous 2(50) 3(19)
mesangium + subendothelium 1(25) 1(6)
mesangium + subendothelium +
subepithelium +intramembranous 0 0
Z2}o] 29, mesangium™ subepithelium®] &A% )& BFZAE $EF o]# =2 Henochschoenlein
Zo] 1319 ¥HA [gA4HF o] A £ mesangium©ll T F3xFoz BYAA HAH
g o7t 118(69%) 2 7P Bk mesa- o] We] WA 7| Aol tj3ted= 1914 Osler}
ngium, subendothelium, 71A 2 FAH2o] 3= e gy G Avkge] FdHetag of
AR 88 mesangiumol T HEE o7t A # 2 o A E, p-&8A dHdTE T
Ak T e Ze 21914 vaccined] WE A4 I
w-golgte Fgol AR ZEAAY thEd I
i ot d3t #do] Arkes FEVE Ao A< alter-

Henoch-Schoenlein A19-& 1839 Schoenlein'”
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B focal or diffuse mesangial proliferation, mesa-
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HSAEAl A59L Fdu 34702 ISKDC
Foll w2t UrA2d grade W7F 75% ol A
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B AFoME HSAHel FAnFH &
grade 17} 100% 24 527 3599 JHHG
A&l grade MY 27L& HYor [gAXNHE
grade I1o1A 50% 2 714 $M&AIL grade 19
31%, grade 17} 19% & B2 go™ AFFAY mesa-
ngium®l ¢Fg S 4do] YRE A4S HeArh

HAYFEu A LA 0= HSAGAA AF2E
IgA, IgG, IgM, 28] 3 C; 25 EA 8 #EUHE mesa-
ngiumt FFo] BUL 53] [gAs} G &4+ 90
%ol %4 AL Bk W [gANEFT] A
S0l Sl = AFEP ] Hald] o5t Igh, C;R IgA,
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k3l o] IgAAlH 5ol A= IgA7} mesangium ol 2 59
(30%), mesangium® 24 E A o] A=o] g4 (50
%)2 Bgor QR0 2 3y RAEEY
M= AF-E RYo 2K 53] [gA(100% ) <} Cx(44
%)9 AZo] 7} LA A

Ao 250 B3-g B HSAH A& IgA-
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Fig. 1. Focal proliferation in HS nephritis, grade Fig. 2. Focal sclerosing in HS nephritis, grade III.
I (H & E, X600) (H & S, X600)

-

Fig. 3. Focal segmental deposition of IgM in HS Fig. 4. Diffuse mesangio-capillary depostion of IgG
nephritis. (IF, X600) in HS nephritis. (IF, X400)
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Fig. 5. Diffuse mild mesangeal hyperplasia in IgA Fig. 6. Diffuse mesangeal sclerosis in IgA nephro-
nephropathy, grade I. (H & E, X600) gathy, grade II. (H & E, X600)

Fig. 7. Focal weak deposition of [gA in mesangium, Fig. 8. Diffuse heavy deposition of IgA in IgA neph-
IgA nephropathy. (IF, X600) ropathy. (IF, X600)



Fig. 10. Fine granular deposition at capillary loop with microvilli formation of epithelium in
HS nephritis(EM, X16000).



Fig. 11. Mesangeal hyperplasia with Electron dense deposition in mesangium, IgA nephropathy.

(EM, X7000)

jum, IgA nephropathy. (EM, X16000)

101 In mesang

Fig. 12. Electron dense deposit
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