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Mormphology

Clinical Features

Diffuse proliferative glomerulonephritis; diffuse proliferation
of endothelial, epithelial, or mesangial cells (or all 3 types);
clectron-dense glomeralar basement membrane deposits

Poststreptococcal glomerulonephritis; us above with subepi-
thelial electron-dense “humps”

Diffuse  proliferative, crescent- furmmg glomerulonephritis;

Proteinuria, hematuria; nephrotic syndrome may be present.
Onset and course variable but often progresaive to renal faiture,

Peoteinuriy, hematuria, active urinary sediment, edema, hyper
tension. Acute onset. Usually resolves in children.
Proteinuria, hematuria, active unmry sediment. Often rapidly

diffuse proliferation with ext illary proliferation and B renal failure, nept ynd anusual,
crescent [ electron-dense gl Jar b
membrane deposits

Focal or seg al prolif glomerul hritis; focal and Prateinuria or b 1 freq otherwise may be asymp
¥ | profiferation; often confined to the tomatic. Progresses slowly if av all, Nephrotic syndrome may
I dense deposits in the gl lar basement mem- pecur,
brane or mesangium (or both)

rhl:kening of th: lar b b with little Protei phroti 4 freq . Slow progression 1o
or no prol b bepithelial "n:ii:;" w'nle renal fallire with remission in 30%.,
!ll\f(‘l lulru dl"ust bepithelial cltcl d

Mtung\a! pmhfﬂ:tlon and hypcrlrnplnr with l:llcrpnlltl an Pmtc!nnna often with nephrotic syndl me., Frequent hype
between endothelium and thickened g Mast b children, Ususlly progresav

mcmbranr rlrclrun microse plc urlamn on basis of dense

helial and in
Fn‘nl U:lrrmlng ;!nmnm!nnrphum
lar scles i g to hyal

most severe in jutumedllllnr! glomeruli
Chromic glomemlonephritis
End stage renal architecture, hyalinized glomerull, extensive
tubule-interstitial damage: electron-dense glemerular base-
ment membrane deposits may be present

to renal fallure.

Protelnuria, corticosteroid-unresponsive  nephrotic  syndinme
Frequently progr o renal failure,

Proteinuria, liypertension frequent. Renal fallure progressing
uremiz, End stage of other morphologic and clinical forms o1
glomerulone phriris,
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= e Aife#E& e ( fibrin ) 9
x_: %ﬁﬁn@sﬂ’gﬁéﬁﬁﬁﬁ'ﬁ ARER BN : (1) /DRt
(i) the reaction of bound Ig with the Fc receptor and the reaction t 3
of bound C3 with the C3 receptor uft ) Gk
| (ii) the induction of complement fixation 76 ( Necrobiosis
(iii) the fixation on the complex of C3b and amplification by the if e o TR AL AT K 5 2) &
C3b feedback cycle :
(iv) the production of chemotatic factors it ;’Eﬁﬁfﬁft ﬁﬁn&%ﬁlfﬁiﬁ
(v) the response of cells to chemotactic factors —# B9 ﬁ[ﬂlm'ﬂ A hﬁ i
(vi) the degranulation and exocytosis of polymorphs and platelets E oy
(vii) the activation of other mediator systems, kinin and prostag- brin ROULE - Li&.ﬁtﬁ@% !
landin. % extrinsic Pathway » ¥

AIHERMH intrinsic pathway ©




Anti — HBs i §F

(A R A R
E5R » i B EE R
BEEAR © 75 Ik Mytrs
B i R B R A » 4
BT 1 SR B
s » HBs Ag —
R RO A BN 3B
fit s w3 O FE AR 21 » I
B 5k KIS RE S
R T R 0 FIRF
e i 4005 1625 A 4 HBss

5. RERIE

FH 60  B 00 5 R T AR/ 6
W2l > EEAEDAEFH/ DR
B RO e R o SRR
MR o BATATA » B R EE
REAR 1gG > MEHHFE [gM
W IgA » % =KW BT o hf
RESH TEREEELEREBRE
( immunofluorescent staining )
s AEEOLEARISE T o BB
I AN E R R R E R ( Hiie
yM B C (HfECs )REH-

HHHBs Ag iEBi& 185 M
B AR NRE 4 —BUREE LS B
fa] Bl — 4 (B AF7E o 13K Brzosko % A
% » 7€ 32 HEEAFHDRE R
M/NEE RIS R B2h
RN ( BE=) B8 /s
fR/NEREf % ( endocapil lary proli-
ferative ) MEL{HH@ pA 04 B FR /N ERE
% 0 TIMAE A ~ AH8 R AR
% ( Endo - and extracapillary pr-
oliferative ) FIMEMEE #/NERE 4¢
o Heh 18 (BikZEIHBs Ag RE#M/
BR( 56.2 %) » MmiE+AAHBs

#ka At —HA

Ag # 16 A ( 88.9% ) » FHLU
anti - HBc %R » HIA 18 A (
100 % ) » PIFTIERGE 1 8 ARVH
fRNERE SRR HBY REHLFTHL o
T T (6300 0 %8 B 5 48 PO A FE R L
A mEp  —EREECEBNE
IR o fEMMRA AT
AT HOE M B A e B ik
8 immunoperoxidase staining @
i i I s R A A RN &
EHeERERD WK » SR
o SR AR ( fibrinogen )
Y FE RIE G S o B HBs Ag —
IgG (sMEYM,YA ) —#ife%
A BER /DR TR (2 —
MeAmM: —2ZFAH DIF & ( Dir-
ect immunof luorescence ) 7 [thik
K& L fluorescein— isothiocyan-
ate — labeled goat anti — human
IgGs» IgA» IgM» IgE ¢
C s F1 fibrinogen 3 HZH ¥} ( ag-
Yo —RBI I'IF#( Indi-
rect immunofluorescence ) * %
LLeh 68 F-if i J78 fofi — HBs Aghi
HOB 2 AR |- o £C8 45 S8

L fluorescein — isothiocyana-

ents

te — labeled goat anti — rabbit
78S globulinitfh o Pufaszplis
YR EARCEMMTHE WS

i SERUM HBsAg AND ANTI-HBc AND GLOMERULAR HBsAg-IMMUNE COMPLEXES IN 32 CASES OF G.N. IN CHILDREN

Serum samples Kidney-biopsy specimens (no. of positives)
Histological diagnosis No. of (e ok posifien)
of G.N. type cases "
HBoAg | fpo | MBsag 16 s oA L
{4
Endocapillary proliferative 13 N 2 2 13(+) 13:(x) (el Y
Hemb:nnopmliferalivc 15 10 12 12 15 (+++) 15 (#—++) 15 (%) 15 (++)
Endo and extracapillary pro-
e 2 2 2 o] 2 (++) 2 (++) 2 (4= ++) 2(+)
B o 5 2 2 (++4) 2 (++4) 2(+) 2 (++)

The approximate amount of deposit ranges from + to +++.
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( 1) Ultracentrfugation
( 2 ) Gel filtration
{ 3 ) Precipitin reaction with Clq

( 4 ) Monoclonal rheumatoid factor precipitation

( 5 ) Platelet aggregation test
(/6 ) Binding to surface receptors
cells)

of cultured lymphoblasts (Raji

( 7 ) Inhibition of uptake of aggregates by macrophage
('8 ) Consumption of complement

(9) Clq binding test

(10) Inhibition of agelutination of [gG-coated latex particles
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Author

Kidney:histological diagnosis

Liver histology

Combes et al.
Myers et al,
Knieser et al.

Brzosko et al.

Kohler et al.

Bliiker et al.

Hirschel et al,
Knecht et al,

membranous GN
membranoproliferative GN
membranous GN
focal glomerulosclerosis
membranoproliferative GN
|1 2 membranoproliferative GN
2 membranous GN
4 proliferative GN (2-extra-and
2 endocapillary)
membranous GN
membranous GN
membranoproliferative GN
membranoproliferative GN

nol mentioned

not mentionad

portal inflammation

mild fibrosis and inflammation, no necrosis
cirrhosis, intense inflammation, necrosis
chronic active hepatitis

persistent hepatitis

chronic active hepatitis

mild fibrosis. minimal inflammation
chronic active hepatitis
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