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Summary . Immunoelectron microscopic investigation for extracellular matrix
(ECM) components was carried out in renal biopsy tissues from 31 children with IgA
nephropathy and 22 children with Henoch-Schonlein purpura nephritisCHSPN), as well as 5
normal adults.

Immunogold labeling, using antisera against Type I, III, IV, V, VI collagens, laminin
(Lam), fibronectin(FN), and vitronectin(VN), in normal glomeruli revealed that FN was
found restrictively in mesangial matrix(MM), Lam throughout glomerular basement
membrane(GBM), Type IV collagen both in MM and lamina rara interna of GBM, and
Type V collagen in podocytes in minor amounts. The immunoreactivity of Type I ,III, VI
collagens and VN was not seen in normal glomeruli.

In children with mild mesangial proliferation of IgA nephropathy and HSPN, extension
of FN labeling over GBM and VN distribution within mesangial electron-dense deposit
(EDD)s were observed. During the progression of mesangial proliferation, the antigenic
sites of TypeI,III,V,VI collagens and FN appeared in MM or EDDs, and the labeling
intensity of Type IV collagen and FN was gradually increased in MM or GBM. In the
advanced stage of sclerotic glomeruli, the distribution of Type IV collagen and Lam
remained, though that of Type I, III, V, VI collagens, FN, and VN was reduced.

These findings suggest that ECM components such as Type I, III, IV collagens, FN, and
VN could play an important role in MM expansion, and that the deposition of these
components is closely related to the progress of glomerulosclerosis.

Index Terms

immunoelectron microscopy, immunogold, extracellular matrix, collagen, glomerular
disease, sclerosis

TR bR ER b DMK E LToAFvFy aFBH L
- EEEASERIh, AVvEy sfmBrEERE IS
BB LA v ¥ AMfE, R, PIRCH, -V, 3=V, 74TRERIFY, TRTEFISV D



NRIGABHE 72 b O SRBDR B S 3 1 5 R ER G PIRERE S S E B4 o SR B EEAYRT 22

VEDOMBNEERS L YRBZ ERMBRT VB,
EEERBOARRERE TANROBEIEREME I %
TAYVYF 7 2 EBREEBEOE(IBEIND LA
b, MBS B ARBRERE, 70T b RGBT
AELBELTWB EELBRTERY. - TSt
HELRS ORBREC ST Mo iR ras o &
TABRERE DR EROBFZES LTI R E R
bhb. fERIVEFBLRAR, bIRBRMICA
b b A B RS O S HRGADE O W TERIGH
HREECERMAE A VIR LV LT o9
WidhTwsboo, BEYHAWCCGERCRE> BN
L7 3B s T T

& e FREEEKCEERRIGECHERLT,
Pk DB CRIEN R\ 2 &, BETFHRELEY
FEUHMEESHRCBETE S LBV TERT
W5, BERSeTAVA-&ang VEYHWRARE
WLy, MRNEERS D 5B Type I, I, IV,
V, Vias—¥v, 53=v, 747rvks5v, BX
O+ vk 75 v OARBRBC T 55 e A2 EEE
7o b ONMC IgA BHE L RIDRMB R AR E L THREL
fo. .

X E

FEFN 60 45 1 A 2> BHFHL 4 4 12 A ¥ CRERRFILEFR
KENREE e b O 2 0 BIERE CRER T BT L
IgA B fE 31 E BICE ¥ 5~15F, 5B IR 1841, & )2 13
B, * X OUEBER B (BT HSPND22 i 4l (48 s
5~18%F, BIR 126, R 10D &EX&E L. M, Xt
JRE UTHA S BICEER 46~58F, B4 4, L 1HD5
[EERER O 7D T X h B OB E RS (LU TIEE
BT b RIS L.

] %

1. BFEHE T L 8% | FAERERNIC Tru-
cutgtEAVTHT L, BbhBEMMER % Formal-
Mercury % X O Duboscque-Brazil solution THEE L,
HE, PAS, Masson-Trichrome, silver-methenamine-
Masson-Trichrome I & h J+&a4%, MG CTHEL
re.
2. REEHIC X 2K | TROFERIART - .

1) BB OB OFRL. BRI L - B &
B bz Periodate-Lysine-Paraformaldehyde (PLP) [&
WO T AT, 2 BEHEE L. BEE®, 7 %M 0.01
M R A2 5 W5 (PBS)pH 7.4 T¥: %, 50 %, 70%, 95
%, 100 %#&=% 7 — A THAK L, 008ETF v -

(83)

A 7 % % B\, LR White(London Resin # #)i1c
60°C, 12 MR, % 721X LR Gold(London Resin #5)1c
4C, 12FRICEE L. RNWT, FATEVFF A7
CH# 600~800 A DIBTEEIR HIERL, = 7 res ) v
F@G00 # v ¥ 2)ITfh\y, FPrTAY A-&ar g FHE
L el

2) T4V A-&arn 1 FEAKOCAG OIEE.
Slot & Genze DFHENC L Y, 2 BEASHER Iml & 2
ERBLREK1Iml ZBEL, 1 %27 =BT+
T ARKSml & 2EEE L -ERE K2 ml DRERE
Iz T2 K, 60CoERMEHTHEEL, X\WwT2~35
BMoZE#Hzinz, ERLmo&zr A Fe2Ek. X
iz, Tanaka et al. DFFEICH - T PAG B 2ERL L
. Blb, 0.5mg D 7 v 57 4 v A(Pharmacia Fine
Chemicals #:80) # % L 72 0.005 M (LT + V) v &%
BO.ImlIZfF L& FEKSml ZEAL, X
L5 %EY =F1r v 7Y a— (M W. 20,0000 5%
0.15ml &Mz tc. 75 AF vy 7 8EWNE I 0.45 um D
SYVRT 74 E—FBLL0.05%BKY)=F1L V)Y
2= ARO0.02 %Ly —FEFEEX7 V&) vER
2.5ml¥Ah, O L LFED PAGBEBAK S ml ¥ EE
L. R\WC, 25,5001 p.m, 4°C, 40 HREORIME,
EE65mI #B/RELED 1ml % PAGHEKE L THER
[

3) PAG A& EE. Tanaka et al DHEY %
—IFHZE L7 Nakajima et al. D FEIHE 7. B,
B AEBHABBEETR OB o=y r 17 ) v N, A5
7 4 s BT Lichi e MERRRIMECFE S €,
BRI, FHRMBE X1 BEMET L7 3V
(BSA)IN-PBS iz T, H#iType I = 5 — % v Ifi
(Chemicon International £#:8) 1% 200 5%, #1 Type
= 5 — % v & (Chemicon International #:3) 1% 200
&7, 1 TypelV= 5 —# vIinfE (Chemicon Interna-
tional #E) 1% 400 7, #L Type V=7 — ¥ v IuiE
(=ne=Re= LB 2100 575K, 1 Type Vi= 5 —
# v i (Chemicon International #:54) 1% 200 7R,
¥i 5 3 = v M1 (Chemicon International #: #1400
BEHER, 17 14 7 r X2 F v IUE FOEMEEAE) 13 80 5
FR, #i¥ b+ »m k27 5 vIiifE(Chemicon International
BT 200 AR L THW . M, H1 Type 1 75b 0
i Typellla 5 — 7 vilifEike + TypelVa s — ¥ v
(Sigma #EDTHIR L B FEHA L. XRWT1%
BSA-PBS TH0 fH R L7« PAGBRE X ER TG E
®, BRBCHRY 5 = -1l 5BFREREL, BA
EF 1200 EX F@ 2 E FEME cHE L.



(84) LI

i, WIRE LT HEO b ) KEERRIMER 1 %
BSA-PBS THR LA b 0 & B TRARCRELT -
. WEERSNTFOUE» V0% (—), ARRLE
BFOhBE NADhIIDEEFOERTFOREZ LY
(+) : 100 BLATF/um?, (4) : 101~200 {&/xm?, () :
201 AL/ pm?, & U CEF 4 B4, BE L 1-3AL
D} 80 %Ll Ex 5 B IEE TR L.

B &

1. IEEBRBREIC BT 55

D XEFEFHR 5HANI~NDEDIAFVF Y LH
TEBE ST, BLEELPEAEKOEE L L LR
ot

2) BRI X AR 261N 1, RO'N3)THL
H 7 R BRI FE R (LR GBM) D IBE %R » 7 LIS, #
Vv F Y AEBOHEINCHROEME, EikikEdicEl
1L7eh o 7z(Table 1.

3) REEBEC X5 MRANEERS ORE 5 Fldt
BLTUTORRERD. Type I, =25 =4 vidhk
BARCIBEEINT, Ry <vEoT oMl EET
BiBMEREEW C— L TR D . TypelVa 5 -4 v
EAYYFE Y aFE A, F X0 GBM AR+ RE
whfE Lic(Plate 1a). Type Va5 —# v X GBM k
BRI+ BEFEL T 53 =vikAyv
F v AFES LRI TD GBM &, AEM»G -
BRI CRIEHFIC+BES LT, AFv
¥ AFLBIIIZE A LRI igh - fo(Plate 1b).
T4 T RRIFVIEAYVEY LARBE A BECHFEL,
GBM i3 S hishofe. BIC A9V ¥y 2 HED
5 b CMERECE LB FEEOR WIBAL(A v
FoABEMOERCENFORCILEELRD L
(Plate 1c). Type Via 5 —# v, kbR E b v % 7 F
VB E hinhs - fe (Table 2).

2. IgA BHE 7 & O HSPN @17 % Bigd

1) REEFT R IgA BHE T 1% 31 %4 6 #i(Cases 1, 2,
7, 8, 9, K O'27)T mesangial proliferation %7,
19 #l(Cases 3~6, 10~18, 21~23, 28, 29, K0V '30)i%
mild mesangial proliferation £, 6 #I(Cases19, 20,
24~26, K O'31)% moderate mesangial proliferation
BEEL T\ .

HSPN % ISKDC 0 ##% 5 B4 5 & 22 Flrp 2 61
(Cases 32, K O°47)% minimal alterations # &2 L T
Grade I @B L, 9%l Grade II T, 5 % 4 fl(Cases
34~37) 1% mild mesangial proliferation &, 5 #(Cases
38~40, 48, KX U'49) 1% moderate mesangial prolifera-

B B

tionf @ T H » 7o. F 7962 Grade I T, 5 54
(Cases 33, 41, 42, 50, & 0'53)23mild mesangial
proliferation &<, 4 #l(Cases 43~45, X 0 51) 2% mod-
erate mesangial proliferation 8% £ L T\ 7=. Grade
IVix 2 #i©, Case 46 t% moderate mesangial prolifera-
tion 8, Case 52 % severe mesangial proliferation %
2L T\

2) BEIC X 53R  [gA BETRIILFAD 5B 3
#(Cases 17, 23, K U*25) D BRI segmental sclero-
sis NBIZ X h, 5#I(Cases 27~31) X global sclerosis
2L, HlRs 0B D . Global sclero-
sis ¥ &2 L7 5 Bl % B\ 7 26 B (Cases 1~26) D 5Bk {4
EAYVF Y AEBEOMBEREICL Y, HELZLAR
Wb, BELRDDSD, FEENECRDL DL
LT3BEbds L, ThZh6fl(Cases1~6), 14 4l
(Cases 7~20), 6 #l(Cases 21~26) TH - 1. BBFHBE
&Y CUT EDD)IE oW TIREFIC » 3 v ¥ v & 7R
» EDD BMEZ E h, Iz T GBM W T o EDD 73 8 fi
(Cases 1, 2, 9, 15, 24~26, X0 30)1z, GBM Ao EDD
2 2 #l(Cases 25, & 0'26)1c, GBM kg Fo EDD 23 3
fll(Cases 15, 25, RO 3DIIAD bhie. A FvF v s
58 D 58 2y » 7 3 Hl(Cases 24~26) T ¥ mesangial
interposition NMRL I . Fio, 2HI(Cases2, RO
12) TR Y ~ VEERIICHEE Ui Mifa & EEREYE
REREEZ L, oINS FAET bk
FEMBR AR EE I . 13 41(Cases 2, 4~38,
12, 15, 18, 20, 28, 30, X0 31) Tt GBM 0—#B & &
v < VEEDRE XD, 5HI(Cases 8, 12, 16, 18, K V*
20) TIEAY <~ VEOWAIEE S hi.

HSPN T 22 #lD 5 % 3 B (Cases 38, 41, RV 52)1C
segmental sclerosis 2382 & hfz. Case 53 1 global
sclerosis ¥R LTk h, A% v ¥y AFH L MRS X
3EAEHELIET LA GBM 2% L T\~ 7. Caseb53
< 21 Bi(Cases 32~52) % IgA BHE & iR » v
Fu A REHERETIFHThT 5L, BENRALRR
Wb D 2 Fi(Cases 32, R0 33), BERD S b D 13 4l
(Cases 34~46), & EL Fww@R» %5 b D 6#(Case
47~52) THotc. EDD D WTREBNC AV F 7 A
{Eif > EDD %#7%, X bz GBM WHE T EDD 235 4l
(Cases 33, 38, 50, 52, KX 0'53)ic, GBM A» EDD %3
2 $ll(Cases 50, & 0*52)1c, GBM kT @ EDD 4% 6 %l
(Cases 40, 42, 43, 45, 52, RO'SDICBEI . 7R
WAV F Y ABETEO R L 2 #1(Cases 50, KO 52)
¢ mesangial interposition ZZ%® 7. Case 34 Tl
Wl AR ERD. GBM &Ry <= VEDORE LT



NEIGARE 7 b BRI S 35 10 B ARG IR BR N R E R 4 0 SR B EERIBT 52 (85)

Table 1. Light and electron microscopic findings in 5 normal adults and 53 patients
with IgA nephropathy and purpura nephritis

L. M. findings Electron microscopic findings
Case Sex Mes Cres Scle Mes Mes Break of EDD
No. /age Diag. Pro (%) (%) Pro Scle Inter Cres Adhe Bowman’s cap (mes)(sub-end) (intramem) (sub-epi)
N1 45/M normal none 0 0 - - — - — — — — _ _
N2 48/F normal none 0 0 - - - — - - — — _ _
N3 55/F normal none 0 0 — - — — — - — _ — _
N4 58/F normal none 0 0 - — — - — — — — — _
N5 54/F normal none 0 0 — — — — — — — — _ _
1 12/M IgAN none 0 0 - - - - - — + + — —
2 10/M IgAN none 0 0 - - -+ + - + + - -
3 12M AN mld 0 0 - - — — - - + _ _ _
4 10/M IgAN mild 0 0 — - — — - — + — _ —
5 11/F IgA N mild 16 16 — — — — + - + - — —
6 13/M IgAN mild 0 46 - - — — -+ — + — - _
7 8F IgAN none 0 0 + - - - + - + - — —
8 8M IgAN none 0 0 + - - - + + + - - —
9 14/M IgAN none 0 0 + - - - - — + + - —
10 5/F IgAN mid 0 0 + - - = - - + - — —
1 12/M IgA N mild 0 0 + — — - — - + — — _
12 12/M IgA N mild 0 0 + - - + + + + — — _
13 13/F IgAN mild 0 0 + - - - - - + - — —
14 11/F IgAN mild 0 25 + - - - - - + - — —
15 12/F IgA N mild 0 14 + — - - + — + + — +
16 15/M IgA N mild 0 26 + — - — — + + — _ —
17 11/M IgA'N  mild 7 0 + seg - — - — + — — _
18 13/F IgA N mild 25 0 + - - — + + + - — —
19 12/M IgAN mod 7 35 + - - - - + - _ -
20 15/F IgA N mod 20 0 + — — - + + + — — —
21 10/M IgA N mild 0 0 ++ — - — — — + — — _
22 14/F IgA N mild 6 0 ++ - — — — - + — — _
23 14/M IgAN mild 20 0 ++ seg — — - — + _ _ _
24 10/F IgAN mod 0 0o ++ - + - - - + + - -
25 6/F IgAN mod 15 2 4+ seg + - — + + + +
26 8/F IgAN mod 20 9 ++ - + - — - + + + —
27 10/M IgA N  none 0 0 glo scle — - — + —_ _ _
28 10/M IgAN mild 0 0 glo scle - - + - + - — -
29 13/F IgAN mild 0 8 glo scle - - - - + - - -
30 7/M IgAN mild 10 18 glo scle - - + - + + — +
31 1I/M IgAN mild 10 18 glo scle - - + . + — —
32 12/M HSPN  none 0 0 - - - - - - + - - -
33 7/M HSPN mild 18 0 - — - — — - + + — —
34 13/M HSPN mild 0 0 + - - + + + + - — —
35 6/M HSPN mild 0 0 + — - — - + — — _
36 8/F HSPN mild 0 0 + - - — + + + - — —
37 11/M HSPN mild 0 10 + - — — + — + — - _
38 13/F HSPN  mod 0 4 + seg - - + + + + _ _
39 18/F HSPN mod 0 15 + — — — + - + — — —
40 8/M HSPN mod 0 38 + - - - - - + - - +
41 10/M HSPN mild 11 0 + seg - - — — + — _ _
42 7/F HSPN mild 3 3 + - - - + + + — — -
43 5/F HSPN mod 4.6 0 + - - — — — + — — +
44 5/M HSPN mod 10 0 + - — - — — + — — —
45 12/M HSPN mod 12 0 + - - = - - + - - +
46 11/M HSPN mod 50 0 + - - — + + —+ - — —
47 10/F HSPN none 0 0 ++ - - - - + + - - -
48 14/F HSPN mod 0 0 ++ - - — — — + — — _
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49 10/F HSPN mod 0 0 ++ -
50 8F HSPN mid 10 1 ++ -
51 12/M HSPN mod 4 38 ++ —
52 6/M HSPN severe 55 59 ++ seg
53 8/F HSPN mild 3.7 0 glo scle

+ 1+

I
i

+
+

+ 4+ + +
I+ 1+
|

+

Diag. : Diagnosis, L. M. findings : Light microscopic findings, Mes Pro

: Mesangial proliferation, Cres : Crescent, Scle :

Sclerosis, Mes Inter : Mesangial interposition, Adhe : Adhesion, Bowman’s cap : Bowman’s capsule, EDD : electron
-dense deposit, mes : mesangial, sub-end : sub—endothelial, intramem : intramembranous, sub-epi : sub-epithelial, IgA
N : IgA nephropathy, mod : moderate, glo scle: global sclerosis, seg : segmental sclerosis.
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41, 45, 46, RO 48~52)T» ¥ v ¥ v A4HiK D EDD
T+ RREE Dk T (Plate 6) 134, Case 39 DA
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Table 2. Immunoelecoron microscopic findings in 5 normal adults and 53 patients
with IgA nephropathy and purpura nephritis

Case Mes it v A% VI Lam FN VN
No. Diag. Pro MM EDD MM EDD MM GBM EDD EDD GBM MM GBM EDD MM GBM EDD
N1 normal - - n - -n ++ + n n + + - n - - n
N2 normal - - n — n ++ + n n + + - n - = n
N3 normal — — n — n ++ + n n + + — n - - n
N4 normal — - n - n ++ + n n + + - n - - n
N5 normal - — n - n ++ + n n + + - n — - n
1 AN - + - = 4+ o+ -+ + - = - o+ 4+
2 gAN - e o e S
3 IgAN - + - - 4+ ++ - - + 4+ —/+ = + =/+ ++
4 IgAN - e S S
5 IgAN - e e e e S
6 AN  — e o I
7 IgAN  + -+ - -+t o+ - -+ o+ = = =+
8 IgAN  + - ++ = = HH+H++ - =+ 4+ A+ = = =
9 IgAN  + + + - = HHtt++ + -+ o+ - = = =+
10 GAN  + T R S T T
11 IgA N + + 4+ 4+ A+ A - =+ A+ o+ =+ 4+t
12 IgA N + + + + - 4+ ++ +/= = + ++ + - + + ++
13 IgAN + S e o o T S SV S S S S S o
4 IgAN  + R T o o i e T S
15 IgAN  + T S S e A S S e T e S
16 IgA N + e S O o i e N T T T T o T S Sy
17 gAN  + T S o S o S S A o S S i o A
18 IgA N + + + + - +++ ++ = - + + - + - — ++
19 IgA N + + + - - 44+ ++ + - + ++ + - - —/+ 4+
20 IgAN  + e e e S S s
21 IgAN  ++ R T i o S T
2 IgAN  ++ I S e e A S
23 AN ++ - 4+ -+ + o+ Attt t++ - - /- + o+ o+ o+ A+ 4+
24 QAN  ++ — + 4+  — 44+ 4+ + -+ o+t ++ - =+ 4t
%5 gGAN  ++ + + 4+ - 4+ 4+ - -+t + -+ 4/ 4t
26 IgAN  ++ + + -  — +++++ - = 4+ 4+ + = = /=
27 IgA N gloscle + - - - +++ ++ - — + + + - — - +
28 IgAN gloscle + ++ — - +++ ++ - - —/+ + - — — — +
29 IgAN gloscle — + - - ++ ++ + — + + +/- - - — ++
30 IgA N gloscle — - - - 4++ ++ = + + ++ + - - - +
31 IgAN gloscle ++ + + — +++++ + + + ++ + - —  +  ++
32 HSPN  — T T s
33 HSPN — - - - - ++ ++ - - + + + - - - +
35 HSPN  + T o e T T S +
36 HSPN  + T i o e e i A S b o
37 HSPN  + R T e A A o o
38 HSPN  + T s
39 HSPN  + e e e e A e
40 HSPN  + T o T N L S S S S
41 HSPN + + .- = 4+ o+t o+ = =+ o+t o+ = = = 4/
42 HSPN  + e e e S e e Y
43 HSPN  + e e T T e e e A & e
44 HSPN  + R o e s S A S Ay
45 HSPN + + 4+ - 4+ ++ 4+ o+ 4+ o+ o+ =+ +
46 HSPN  + + -+ o+ A+ o+ + o+ o+ -+ =+
47 HSPN ++. ++ + + - +++ ++ + - + ++ + — — - ++
48 HSPN ++ + + — +/—+++++ + +/— + ++ + - - - +
49 HSPN ++ + + + + +++ ++ + + + + + - +/= +/- +
50 HSPN  ++ - + = 4+ 4+ A+ -+ + =+ + /-



(88) moOR & B

51 HSPN ++ — 4+ — 4+ 44+ 4+ — +/— + A+ + - - = 4+
52 HSPN ++ + + — +/—+++ ++ — —/+ + A+t A+ - o+ o+ o+
53 HSPN gloscle n - n - n ++/+ - - +/- n ++ - n - +/-

Diag. : Diagnosis, Mes Pro : Mesangial proliferation, I: Type I collagen, Ill: Type III collagen, IV: Type IV collagen,
V: Type V collagen, VI: Type VI collagen, Lam: Laminin, FN : Fibronectin, VN : Vitronectin, MM : Mesangial
matrix, GBM : Glomerular basement membrane, EDD : electron-dense deposit, IgA N : IgA nephropathy, glo scle:

global sclerosis,

n: The lesion was not observed. +/—,—/+ : Positive staining was found partially.

v A EBE 1+, 114%I(Cases 34, 36, 38~40, 43~45,
49, 50, K O 52)Tix GBM © R AIF LS & + 12 ER
»7-(Table 2).

3. IgA BfETe b OC HSPN 123517 % SR ERF RIS ZE

L RBFEGERT R & OXtk

D 29V Fv ol MEEL DA VF T a8
FEHEE < T BIRES, A v ¥y AFE I Type 1,101 =
S—rv, €rrirFVREHEIRBERNE 2
TypelV=25—%v, 74 7aix2FvoOlENIERL It
BEMAEH o 7. iz, GBM TIZ 2 % v ¥ v AHEFEGH
_irbleoh74 7 exrFyv, Errikrsvolk
BlosEz, TypelVa s — ¥ volls BRI sEEI
Bote. 73 =vOWERBERA Vv ¥ v AHEJE L XES
HETIREEEE Y A TH-7. EDD Tl A v F v
AEIENTR L e BIefe Type I, I, V, VIz 5 — % v
DGR 2 BRI D - 7.

2) REREBEAL | IgA BE, HSPN & %1z global scle-

rosis 2 L T\ R Bk A (Cases 27~31, K O'53)Tlix
BT AV ¥y 2K E D GBM w2 i) T Type IV
25— v O IEEPlate 8a): GBM LS § = v
D#E (Plate 8b), /bW EDD HIcE b mik 7 5 v
DIFEEBDI. MORFTEA v Fv 2B
Type l 25 =% v, BXOGBMIL7 4 vk 275V
DO M B EHEE RS bhic U, WERECH
PO Z B s WBICRIRAIC B L TRES T B
ERH - 7.
R 0052 @ segmental sclerosis D EBALIZ I\~ T HEIL X
ni.

3) ¥Rk EEEEDEIC—3%L T TypelVa s —
Y, 53 =volERRDdbh, Type I, 25 -4
VBV LRD. Fi, BHEREEDIHREHT
Ay < VEEDOHNAET B0 EELL, Type I, =
7=V RBETH - .

MRS BB & B D e R BT X B BRI E 13 Fig.
1ERTWMLTHS. EEFeRDOI S TypelVa
=5V, 3=V, ApVFILAEEDT 4 TrERIF
VIZDOWT, EF VAT L BUERRDIESO

Z OfEM % Cases 17, 23, 25, 38, 41, -

EEEEBLOURL.

¥, FRFICTBHME DO h K EERRIME %
Auvica vt r = ARBATRWThOYF b EERE
aw A FRFOWERRIeh - T,

% =

WRNEBE L a5 —r Y, ka5 —r v EEER,
LT e T+ 7Y hVEDERINAESET, M
FRBEC S - TRl S8, MREE S, A
BOBERLCEETAEERTWAY). 27 -7 Vid
L HOEESHEBOTERHTIADORY) T F PN
mHNY v 7 ARG EEHE L, FHEOBEOR VX
h Type | ~XMIZHEEINTWBY. ZD 5% Type [ =
S —yVILKEE, B e s - vhh SBICHELE
L, Typelll 2 5 —# v i & G R, Type Va s
— Ve, TypeViz 7 — 7 viifaig & c s <,
TypelV= 5 — 7 v & B ORER ST 5 2 LA
BT3B, JEas—r vHEEERELT, 74 78 %
25 VIS FEHA0KDa T2ADY T==v b v b
B Y, Mgkt oy oMERBE AmTs &
PHOMBEANEEOERS L LTEER IR TWS0, F
I =2VIISTFEHNSIKDa T3ARDY 7==v b
BATFEEEXHE L, TypelVa s — 7 v EEEERE
OEREES & LTMbhaY., ¥ rxs s vidinifd
THRREINEEAT, FREOKEEMICEET 5.

20 EEBABRECT T 285 < Type I, =
S—rFYIIKREIhT, Ruv~vENMIcH2S -5V
X v AR RS . Yoshioka et al. 23 eHifk:
YAVCERECEREB Rl 7 — v B FET
HEREL TR, BEHEOBRIC—FK L. Type Vas
=% V% GBM LRI R ZEHEICEE et BTk AR
7c. Creely et al. "3 & EEMila x5 3% & Type V=
S—rYRERLILERNTEY, BE0BEERED
e, EHBELEMATL5 Type Vas—r vEEN
AEEND. TypelVas—rvis 3 =vizefcF
EERBDD, T OARMERGHAHFRELR - . Type
Vas—rvhRrdy ¥y aBrfbS BEL
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col: collagen, FN : fibronectin,

dense deposit,

Mesangial matrix expansion grade determined by electron microscopic observation is

mesangial expansion and sclerotic change. The positive cases for each component are expressed as
represented as (—), (+) and (4).

GBM : glomerular basement membrane, EDD : electron

VN : vitronectin

Fig. 1. Summary of the deposition patterns of extracellular matrix components in relation to the grade of
percentages.
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GBM CTRAEAFLICBEI hfcorHL, 731 =V
Ay vEY AEEITEEAEBREENT GBM 04
Bzt » THEE LK. #t - T, REMETIX TypelVa 5
—rFVEEEEN: Ay E Y AEBEYERLCWS
DXL, 73I=vIiiGBM OBEESTHS LBEEh
oo 74T RFRIFVEAYVEY ARBCRBELCE
L, T HEEMMERCER T OMWERERD
T D INEBIH T H - 7o, Foidart & Foidart!¥ & Sterzel
et al.®™X in vitro T2 v ¥ v A {2 Type I, M=
SR 4 T eRFYREELLERELTWS
ZEnb, EEAREBCEDOND 74 T rix 7 F VI
Ay vFy afifgmkeEzbhb. TypeVia s -5
VEENRFZFVIIBRHERRA oD & X DIEEA
BREDEHRS TR EREE .

IgA B4E & HSPN fEGIICH 3 % 45 ik Type I,
M=5—=7vDrHvF o rFEBADOWEYRD, Mz
TAHVF v AHKD EDD ic—F L ik 27 THE
LB, MEBE =25 -7 v ORBRIERA~OHEEL
T Striker et al.'NIEIEHEEE R B\ cBiEgt 25 GBM
DRY < VE~NOREELL Y Ry~ VEOKRNEL S
CHBEHRD 25 -y VAT ERD OB X 51T
2B ERRTW5, FEOBETL Type 1,127 %
VOEBWETLIZAFVFY LAEBL AV VF Y A
SO EDD ThH Y, # v~  HHOWENS
BRIEVARECDIEVRES RIcZ b, 29V
¥y AEIRICHEFET S Type I, =25 — 7 v i3s3l
BEEICEELRVDO TRV E B, BEA Y
VEY LAMIBN Type I, M2 -y vEEETSHE N
5 pfE 9192, Floege et al. 237 v b icHi iR a4
BPRELCER LB LR TType l 2 5 =% v DO m-
RNA 2 Hbh T B EHELTNB T Enb, BER
BT Cik 2y v ¥ v afifaofifas L8 E LR A
ey, Type I, 25 -7 vESWL T\ BTTEEMKD
E2bh5. TypelVa s — 57 viEAy v ¥y skBED
HEPE A LI HOIR EBI CIRIEH B L b b oW ilE 2R
Licdy, SBOEFITAYVF Y A8E L GBM L\
TIE D L T\ . Woodrow et al.'® 35 EEE %
AWTEFEB L IgA BiED TypelV= 7 — 7 v 0 R E
HRIE RBE L TR LeBDd o L BEL TS
2, ZOWERMITEEOBRELBEUL TR, WER
B3 % B O AR ISR 0 2 TR 5 O Tk
sk Bbhs. Type V, VIa 5 =5 ViZ 2 v Fvy
LA MR D EDD B BB LTk MEE S hie. Thbd
Dag =5 vREDD witET 5 & BHECEER L
TR LB THAD R TARRRLBMDTTHY, T

5 B

BFEEOLTRIgA 2l ETHREEABOILE T
Po T LI-TTREM 2 D B NS BOBRN 2 ET 5. 5
3 = VIR T OWETRE BELIAL TIES L TV e Dah i
R H LT, WRBOARERECESE L TWBH
BEMRZLWEEZILNRSG., 74 TR 7FVIEAYY
F o AHBF BT HWEE O, GBM AEA~DH
B, 7m0k IgA BEE0—EBoERS T EDD ik +
BEWISERLRNERELEL T, 2 v Fvak
BloiingHic7 1 7 vk 7 F Ve oWCRIERBRE
Ay vFyafifilkEE 2z bhb. GBMEEDLR
o747 mx 7 FVIRINEPARABMNCBE IR
End, BIGRRET IR 5 REMI X 5 24l
747 RFIFVOWENTORFLEBEEI RS, E,
IgABHE3LBIF S5O EDD Hic 7 4 722 F VD
W& ZRD . IgA BIEWCK$ 5 Woodrow et al.'® =i
L9 X % e BRI R T, EDD IKiZ7 4 7 m %k 2
FVOFEEXBDTELT, BHEOBREMAVELTH 5.
ZDX S RIENET HEFRBEED L ZATRHETHS
23, Cederholm et al.223/NE @ IgA BHE s X 0" HSPN
BEoIMPIIE7 4 7 r %279 v & complex 2B L
T3 IgA, IgG, 75b 0 IgM BEET 5 L RRT
D, Z® complex PAREREICILE LT\ B AEEMD B
5., EbrRx2FVIE74 TeixrFVERE AV VFE
v s FH, GBM WA, 725 O EDD ic—%%k L iciiE
DI, DI AV VF Y AFE L GBM AR~
DHBIZDOWTIRT 4+ 7 r k27 F VELOBFEIEE X
n oA, EDD IZ o TIAREESIL Bl ik 1 &
N, 747 RER2FVEEDIMOES LITKEL S
BRLLIcE AL, HADWERFLDHHbDLEE
zbhb, IgA BERL HSPN TRAERI Y C3 Rl
LT BWERS OWMEIBENDIh, ThHbRBDOR
ECEBICHERVEET 5 LI ambhTw5.
Podak et al?Ie b w k275 ViR C5b-7com-

Cplex KA L CEoMREEFAYEET LI L2 A

HL1, %7 Tomino et al.? X IgA BEICB\VTE b r
3275 vECIDUBENIL—FKTHEHBELTWSHLE
b, € rx 2z vo EDD RIS EFEEED EDD
Rz 317 5 FEER, I terminal components DiE#:AL
BRBETHb0LBbh5.

IgA BfE, HSPN & U T A % v ¥ v A B OHEFEH
BEGNGE A v F v 2B ED Type I, 10,1V 5
—¥YV, 747 wFZrFV, EbrisFVOREHRE
CEERNEL RAEANR Do L1, ThbOES
WAV F o A HIECEE LT\ 5 ERRRBT 5
Lrbic, AREREMEOEARITEY KT HHTRE D
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Bbhs. 5, TGF-8 »i A v ¥ v Affifac X 5§18
NEEOEEZRET D L\ HFEDR RS h, BEE
CET5ABNAEEOFERRADPEEY M P 24 VICX

DFME R TV AFREEATFHEIh TR, BEisiis
Bhteh b, —7, 73 =V OlBECER LTl
LR TypeV, Vi=z 5 — % v EDD RIcRR L CHEE
LicZ & bid, ThbpaOBEREICET %55
A b0 EBbhs.

BEALI R - 7 RBRIE TR BRGE AR OBRR S TH 5
TypelVa 5 — 7 v OiE\WIFE & IEH VX100 55
THIDDTF I =VOFHE BIOPEDDICEtr R
F v DIFEDFRD b T MO DI W ZBELO ey
BIGRERMA & B U T T M RO . BRI
ETEAYVE Y AFEBENEDD 2B L CEbhbicd
AV VFEY ARBRIE L TS R S il in
5EEzZbR, FoMlaRs bERHBEERT L EnbK
BRAKAERE 2> & D RERAS EE G HMET L2 0GB 235
FLTW b LRI

A AR CEEEEYE C—3% L C Type V= 5 — 7
vETI=Y, BIOWEEEZPPE LS b DD Type
I, Ml25—%v, 747 ex2F VYR EEL, £OM
B Type 1, W= 5 —% v X R AHBHERZD bhi
GBI e HY, ThHORSDOHFE, B
DTN I LB, 2B AERsRERE b R,
Ay = VEE bR, BERELDER I h TR D, ¥
RS b s s EER S ch b iR o gE
ErXsdnbdbFE\Erbhns. )

LIk, G EEY B CERS LR [gA BERL O
1z HSPN fEFII 381 % M B D ARG N RE B
BLTkER, AEATCIE TypelVas—»vizs 7 m
* 7 FvoEmERiIC Type [,Mlas -7 v, €t r
37 FVHMboTAYVFy AEBEOBENETL,
—7, GBM Tix TypelVa 5 — 7 volims 74 7=
(37FVEIVE e x5 vOlENRZ Y, BLT
SREREBE I © 72 D BI XL RD DE R LT W A
TypelVa2 7 —»v &3 3 =v, X OEDD AR IL
BHE 2 TRET B L) —EOBREIRBE I hic.

&

INB D TgA BHE 31 B & SRBRMER 4 22 6, %8 X OB
AL 0B IEHE B 5 lico A EEERS Th
5Type I, I, IV, V, VI=5—#Vv, 3=V, 74
TRE7FV, Erri2FVORRECAREL v T
AV A-&avng FERZAVCERAEERICTEE LR
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TypelVas—#v, 74 7vix2FvOREERAD,
GBM T34 BIHE»T7 I =V, PHEfk TypelV=
5—rv, bERREREE Type Va s —7r vilEE
L. Type I, I, VI= 5 =% v, BLXOPEtrEX 7 F
VIREEBARECIBH I hicd o T,

2. IgA B o & 00c HSPN R0 SR BREE Tt A 4
v¥y AHE, GBM, %X 0EDD Mzt s Mfas &
BRSO OWERE OBL2H - BN BRI he.

3. IgABHER S IR HSPN I3 % A 4V ¥ 7 A
HEEDOHIEE Type 1, I, V=5 —¥v, 74 7ok
Fv, EbrizFvoBERHEL REIN.

4. IgA B E & HSPN I % 1 5 EDD © ¥ B T 1%
Type V,VIza5—%v, €t eix7 5 volELREX
i,

5. IgA BHE & HSPN 0B LABRMKIC 38\ CEIERE
(LA TS B RS oW B0 BT 5
B - 7.

6. IgA BHE & HSPN o l#Clx, 74 7e k275 v
» EDD Wik % IgA BHECTHRD 723, HSPN TIE»
o tcZ ERERL L, MRAEEERS OWECEL
WEBR XI5 T

a2 Thich, KROES LHEE, HREY
o e EEHRBEHE, FREEHEBICERHNHEL T

Fio, HIEE, HRMEYE - /NERERERS AHK
BCRHSLETE b, BaicE, HES2EE
¥ L/ NRBIEHE X FHRLLE, B REECL
DAL L B E S, R EE AR HR 2 T8
W R B TERR AR SRR B E O R R
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Plate 1.

Plate 2.

Plate 3.

Plate 4.

Plate 5.

Plate 6.

Plate 7.

Plate 8.

Explanation for plates

Electron micrographs of glomeruli from normal adults stained for extracellular matrix components.
(a) The labeling by gold particles of type IV collagen is located both in mesangial matrix (MM) and
the inner aspect of glomerular basement membrane (GBM) (arrows). (b) Laminin is located through-
out GBM (arrows). (c) Fibronectin is restricted to MM (arrows). MM : mesangial matrix, CL:
capillary lumen, US: urinary space, Bar=1um

Electron micrograph of mesangial area of a glomerulus from a child with IgA nephropathy (Casel5)
stained for type I collagen. Positive labeling by gold particles is observed both in MM and electron
~dense deposit (EDD)s. ;

MM : mesangial matrix, US: urinary space, Bar=1um

Electron micrograph of a glomerulus from a child with IgA nephropathy (Case9) stained for type IV
collagen. Intense labeling by gold particles is observed in enlarged MM, and sveral gold particles are
seen along GBM.

MM : mesangial matrix, CL : capillary lumen, US: urinary space, Bar=1um

Electron micrographs of glomeruli from children with IgA nephropathy stained for fibronectin. (a)
Increase in labeling intensity is observed in MM, and some gold particles are seen along GBM (arrows)
(Case8). (b) The labeling by gold particles is located in mesangial interposition, predominantly on the
subendothelial side of duplicated GBM (Case24). (c) Intense labeling is found in mesangial EDD
(Case 16).

MM : mesangial matrix, CL : capillary lumen, US : urinary space, EDD : electron-dense deposit, Bar=
lum

Electron micrograph of mesangial area of a glomerulus from a child with IgA nephropathy (Case8)
stained for vitronectin. Intense labeling by gold particles is observed in mesangial EDDs (arrows).
CL: capillary lumen, Bar=1xm

Electron micrograph of mesangial area of a glomerulus from a child with purpura nephritis (Case46)
stained for type III collagen. Several gold particles are observed both in EDDs (arrows) and MM.
MM : mesangial matrix, CL : capillary lumen, US: urinary space, Bar=1um

Electron micrograph of mesangial area of a glomerulus from a child with purpura nephritis (Case45)
stained for type VI collagen. Positive labeling is restricted to EDDs(arrows). CL: capillary lumen,
US: urinary space, Bar=1xm

Electron micrographs of a sclerotic glomerulus from a child with purpura nephritis (Case53). Along
the glomerular basement membrane, (a)several gold particles stained for type IV collagen and (b)
some gold particles for laminin are observed.

CL: capillary lumen, US: urinary space, Bar=1um
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