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Lﬁﬂ%uﬁinmmgﬁmm”lm wuldvasuazifluaniveg
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failure)
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1. Tralnawegdaafinlgugfl (primary
glomerular diseases) AalsATaTnaNFANWELLIN
Reilanienu

2. Tanlnawegdanianiund (secondary
glomerular diseases) Aewensan wadladaifio
anlsafiinensan mintusueduasnanassuy
(systemic diseases)

fdeaskunadndeildFuntsalunguiis
UAEIDLINN 1T AN glomerulonephritis Waz nephritis
mineislsnlnamegdafiinendaninsesnissniay
#1UA191 glomerulopathy Waz nephropathy YN
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Minimal change

Light microscopy laatnAgnTuanuIu
L‘mﬁ‘nﬂ\ﬁﬂﬂmﬂgﬁm’?{@gﬂmlﬁim peripheral mesan-
gial region azwulHiAN 3 /" Inawegdalulsn
minimal change Lﬁﬂ@@f’)ﬂnﬁﬂﬂﬂmiﬂﬂ daulvny
AlinuNIaiNTe e VieenanLIRNReaEntios
glomerular capillary wall #A2numwnag/luinnuefung
(317 1A) iAoty global sclerosis uenanifideny
140 Tonanwulsheudsndosndn 10% vesdnuon
Inmmgﬁa*?ime uenaniifininasuuases
tubulo-interstitium Hosinn FwufiniawlAeuuas
Foauazfesiinfanesaninet1edn 1ty Focal

glomerulosclerosis®
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398 Fauay
siimilgagd
Minimal change 1 0.1
IgM nephropathy 497 63.0
Focal and segmental glomerulosclerosis 11 1.4
Memb;anous glomerulonephritis 71 9.0
Diffuse endocapillary proliferative glomerulonephritis 88 11.2
Mesangiocapillary glomerulonephritis type 1 6 0.8
Diffuse crescentic glomerulonephritis 6 0.8
IgA nephropathy 64 8.1
Unclassified glomerulonephritis 32 4.1
U 789 100.0
L DRV EERE
Lupus nephritis 176 82.7
Nephritis in Henoch-Schonlein purpura 22 10.3
Glomerular lesions in diabetes mellitus 9 4.2
Alport's syndrome 6 2.8
79U 213 100.0

Electron microscopy glomerular visceral
epithelium i1 fusion 284 foot processes (gﬂﬁ 1B)
d' = o & o .4 i
Fai A uduRusuUTuNMaee proternuria’ Tiwu
electron dense deposit (EDD)

Immunohistochemistry Taiwy immunoglo-
bulin ¥38 complement component 1 T

3 1

Tnrsmaaile i lsaneunadsang 1ld
N luniadeetnuAsaAiasanaadnesiy wu
J1391AN19989 minimal change WagNIN (A1979
a v - a o Y
1) filhunquilingeuaussasrenisineeay

steroid  wAZRNIIWENNTRITAR

IgM nephropathy
Cohen® uaz Bhasin® 1dussenawanganin
WATANHTUZARLINEY IgM nephropathy 1T A.A. 1978
v L oay y oy
wasaNiuigAnsuarsasulsatunniu
Light microscopy ~ UNN312914 lwLN1g
o . . .
wWaguulaserlaee widiulvnwuniaiiuanuau
184 mesangial cell \dntiae (3U 2A) annsAnm
welnesioandnentan w IgM nephropathy #
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Ui 1A, ugas glomerulus AflanwnzUng radly
LW capillary wall lduun  (PAS x 400)

Taawenunafismanudntszanm 1/3 sesffilogena
WUNENB RN WAL 1R (additional feature) Wil
focal WAL segmental gl Taun endocapillary. cell
swelling (gﬂﬁ 2B), epithelial cell swelling (gﬂﬁ 2C)

JU7 2A. uanalnaiNegaafiiaIuaw mesangial cell
a =3 7
Waantdeg luune segment (arrow) (PAS

X 400)

JU7 1B. uamsobliteration 184 epithelial foot proces
(FP) uaz microvilli (MV) 1 urinary space
(U) aannnsmsdadaundedqanssaddian-
MIBYW. BM = basement membrane, L =
lumen waaarenteninanagda, P
podocyte (X 6160)

uaz segmental sclerosis (U 2D) @1anuwend
anwiNIAuraletnelaetrauilaiTeuanaasing

TN

U7 2B, uARIN9AFIDY segment Wikt (arrow)
\HiaeaniAnisuanees endocapillary cell
(PAS X 400)
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g 2C. uaAINNUANTEY epithelial cells (arrow)
(PAS X 400)

gl/ﬁ 3. WamN electron dense deposit (EDD) lu

meséngium (arrow) (x 22,000)

U7 2D. wanalnawegaafiil segmental sclerosis
(arrow) (PAS X 400)

Electron microscopy ey EDD
Tu mesangium Taeanzasnafiasion parame-
sangium. (gﬂﬁl 3)

Immunohistochemistry Tidwen3annd
wulu light microscopy aziluatinels idensaang
immunohistochemistry aZwWy IgM T mesangium
nninalueda (gﬂﬁ 4A) 813U IgG uay IgA Tithe
widanudiatiasndn daulunjazwy C, uaz/isa C,
Fouiane U0 EneNs AN WY (additional
feature) AINAIITNIFU AZWL IgM LAz C, oy
NN mesangium Tl (U7 4B)

IgM nephropathy Liulsainamegday gund
ﬁwuﬁ@a%mmnmmmaL'ﬁﬂimﬁimwmm@ﬁ?iw
ed 1) uaslaeilUTnwodiidnensmenaiin
wazn1saniiulsaliumns19ann minimal change
aniusefidvensanfisdn  snasanudnd
hematuria, hypertention LWaZ renal insufficiency LAy

limeUaLeIRanIsNEFIE steroid.
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o Y ad
gl/w 4A. NITATIANIEIE immunofluorescence WU

immune complex (arrow) buU3L904
mesangium 183vN glomerulus (IgM X
400)

anmsAnegilaeildrunisitdadudniu
IgM nephropathy AINNNARTINEIEINEN I9neNLNa
A3en Tl w.A. 2526 -2529; 498 318> Wuin 25.9%,
64.1% Waz 10% il mesangial cell proliferation, i
segmental proliferation Wwas diffuse proliferation
PNANEY FadnnizFanana S puduiug Ay
nsafiurasisn  Additional features wu'lél 34.9%
naniiTs i ulsiululannas 24 dale, svdy
serum creatinine, triglyceride gauas serum albumin
ﬁﬂﬂdwmﬁuﬁiﬁwu additional features  enaMIL
n@:u;fiwu additional features axwuNIzANNALIATA
Zﬁuﬁlﬂmﬂi”u, significant hematuria Wax steroid
dependent and resistance mnﬂfiﬁnfg'umaiwu
additional features atinadaAAyN1vaADA

- . L

FU7 4B. wam non-specific staining 784 IgM

sclerotic segment (arrow) (IgM x 400)

Focal and segmental glomerulosclerosis
(FGS)

Light microscopy Tuszeizusninwunens
ANW segmental sclerosis L’Wmi_l’mfﬂﬂmﬂgﬁﬂ nel
NE0EN9B A LM corticomedullary junction
(juxtamedullary glomeruli) ﬁnwuﬁu‘?mm vascular
pole (m23 hilum Ind - i afferent arferiole) 3 inuii
sclerosis Al collapse 184 capillary lumen $anfiy
P mesangial matrix UFIUAINANIAL
A0 PAS uat silver (37 5A, 58).

HENAINHY flrenanunenianmiicandn
glomerular tip lesion danangfenendaniniiny
intracapillary foam cell WRT vacuolization 84

glomerular epithelium fiagIndLAzqLFanm enan
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JU7 5A. usas glomerulus 2 gn HanwnUzLNG dau
Angnuamnsdneiy segmental sclerosis

(arrow) (Masson x 100)

10-11

l1lg proximal tubule warsinil adhesion fiu
Bowman's capsule

Tunsmsaatieladnnuninasuudag
284 tubulointerstitium ALt uarazduius iy
ﬂ?mmmmwm%ﬂmwﬁLﬁm%uﬁuinmmgﬁmm:
renal impairment'

Electron microscopy RISt I
sclerosis 3Nwu subendothelial EDD 1u1augy 394
¥l mesangium &g _ nsulasuuaasingiie-
sdaluidnniuiidrAyie diffuse fusion 184 epi-
thelial foot process

Immunohistochemistry WU IgM WAz C3
W90 sclerosis Wintd 1dedni non-speci-
fic trapping AU non-sclerotic segment azlyd
WU immunoglobulin 30 complement component

2]

U7 58. uane segmental sclerosis tuinainegan

(arrow) (Masson'’s trichrome, X 400)

Tunnsnsaiie lailsanenuna e 144
N lunn T daduatnuANASasaNatdnesiy wu
91/AN13294 focal and segmental glomerulosclero-
sis HasNNEALLTY minimal change (Ana7n
1) dtlaenguiling heavy proteinuria uazltidesaoy
AUDIHRNNNINELY steroid  @AuWANTEWEN?
ANTWHLIY glomerular tip lesion TNADUAUBIADNNT
Snwndag steroid AeuineAiiaifleuty focal and

segmental glomerulosclerosis %3 < 11"

Membranous glomerulonephritis

Light microscopy dnwudninaiegdad
mmmlun;i%u st ldugmednELE lobulation  capitlary
wall fvumaiisdulaeiia b U7t 6A) ediend
Masson's trichrome QWU immune complex And

fuchsinophilic @?gjwwﬁﬂuuﬂn‘um capillary wall Waz
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jﬂﬁGA. WAAY glomerulus 4f capillary wall
winlaevia < 1. (PAS x 400)

4 9 L. . ) oA
Watland Periodic silver methenamine Wudnidou
284 capillary wall fiusenluseudne immune

3 v a ar ell G t . all
complex v IiARANEUERNFaNTN spike (U7 6B)
b P 4 y
Anlidesfnnddsuudaslu tubulointerstitium.

Electron microscopy nsitlasuuasiinu
a1autseenléidu 4 szas” Ae

sr8E91 1 WU subepithelial EDD 2W1AL&N
Tuszeztiilansandng light microscopy A¥WLIN
capillary wall fafiaaumunyni

seeiz? 2 3udl projection 184 lamina densa
il spike ldmiau (g7 6C)

vaed 3 dalaneued spike avBnaeuiy
lamina-like zone EDD An&a198¢ (lucent change)
wazfansuziy deposit luA WMUY intramem-
branous Waz subendothelial {FadluANEIZI84

repair'*

JUM 6B.  u@ma basement membrane 18IUARA

wendeslnawasdamilewdulsaunn
ENld! - (PASM X 400)

izt}:ﬁ 4 glomerular basement membrane
fAumIINgY uazAnL iariaue

Immunohistochemistry WU granular
staining 284 IgG WAy C3 PN glomerular capillary
wall (U 6D) enamu IgM uas c, Fafnwud
171904 mesangium.

Proteinuria §ANANRUSTULS N Y89
EDD ua¥ foot process fusion'® wal ll@uwus LA
U8 glomerular basement membrane a1awu
membranous glomerulonephritis $ANMTUNTIZAN ]
ﬁﬁﬁﬁtyﬁﬂ systemic lupus erythematosus, hepatitis B,
syphilis bazaziienegia  dadu ri@uﬁfa:m;ﬂd’uﬂu
idiopathic membranous glomerulonephritis w3
primary glomerular disease Fiaamgaanninldininy
FiNg ) sanandesiuneu
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JU7 6C. uams EDD (arrow) 3U2UNINBYAN

subepithelium 1849 basement membrane

2124INALHBIA4. (X 3,740)

annisAnwgilaeiliiunisitiadeann
AT weNEIMen Tsamenunadsse Wil 2526-2536
il Idiopathic membranous nephropathy 115

% wudne1n13titu nephrotic syndrome 47%,

318
nephrotic-nephritic syndrome 31% Vimaﬂmé‘f’m
asymptomatic hematuria/proteinuria  AMNNMIATIA
faunfosqanssAidiannsaunudn douluniiily
stage 2 WAz 3 (62.5 UAY 34.6% ANNATAL) fladeis
nasanswennsnllsame Uiuandlsfiulutlasnny
9LAU creatinine MWlRem (> 2.0 mg/dl), AU
segmental sclerosis WAT tubulointerstitial damage
Ejﬂ')ﬂ 23.5% & complete remission, 54% | persis-
tent proteinuria WaY 22.3% i deterioration of renal

function.
Postinfectious glomerulonephritis (Diffuse
endocapillary proliferative glomerulonephri-

tis)

717 6D. N19M99aF28AE immunoperoxidase, Wu

immune complex TWIAANNINNNEDE
AINNTls waanRenlasinawegda. (IgG
X 400)

FunegnEan iR ATY 1-2 FUanvinda
aniinisindeniafiumelagauuuann group A
streptococci type 12 vidensiin@efitamiieann type
42 uax 2

Light microscopy ~ 9ninainagaaingnd

ANTNTDINIIENIAL AR ANITLANAIUIUTEY

mesangial cell Wz endothelial cell $aNfU inflam-
matory cell infiltration %quu‘lunjlﬂu neutrophil L&
monocyte @1AWL eosinophil (N n’liLﬂgﬂu
waamaniina i glomerular capillary lumen fu
WALIAY (gﬂ‘?‘i 7A)  capillary wall H#Ao1EuuNLUNG
81ANL crescent IAA4IWANG 7 T 819w tubular
atrophy WAL interstitial fibrosis WAL interstitial
infiltration 1& war@uRUSALAWIU crescent
Electron microscopy WU subepithelial EDD
mwlanflfnnluszazusn Sundn “hump” (U7 78)
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uraznulsasauasan 6 dulaildudn Sorger'® uhednusiing u immunohistochemistry

Immunohistochemistry c81e 2 Adaviusn D3 uuume starry sky, mesangial Lla< garland-pattern
WU granular staining 184 IgG WAL 03 AN élomerular %l\‘i garland pattern and delay resolving "8 crecent
capillary wall (gﬂﬁ 70)  sravselUdnnuus C,  Azwu fibrinogen TurBnaenann

JU7 7A.  uama diffuse endocapillary proliferation 284inaInegaa, innsinvasasisznausat mesangial
cell WAZLIALABATNITRA monocyte WAz neutrophile (arrow), %13 lumen I8aBAREMEDE
fAF. (H&E X 400)

e 4 s s e

gU# 7B. uams immune complex (ogsiundes  gUl 7C. n1ImsadaeAs immunofluorescence Wi
qanssAddidnmnsey, wuiduwuFiouiy immune complex uIAANLAEIULY
mnlugy  (arrow) BgisTuMLe subepi- RIUIUNINAHETINRaALREAL e INA-

thelium. (X 15,400) Weagaa. (IgG X 400)
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Membranoprolifertive glomerulonephritis
(MPGN)

71im Idiopathic uthaanitu 3 1ia anunaln
nstislen Foil

Typel WHITANIWLAARINNITNTZHU
classic complement pathway ®1aWu 03 nephritic
factor (IgG antiglobulin) 161104

Typell WHAFANIWLIAARINNITNTZHU
alternate pathway Arwu C3 nephritic factor lutjﬂqa
avulvny

Type Il ldAaanwy C, nephritic factor

71in Secondary @1awusanriulsAsing «) 1w
systemic immune complex diseases lAtIANIZALNN

&4 SLE, chronic liver disease

JU7 8A. uamlnaiwagdaiinnaiinwes mesan-

gial cell WA matrix I mesangium
°Lﬁmﬁu AT basement membrane U84
Irmm@gﬁmﬁnmﬂﬁﬂuuﬂmwu double
contour (arrow). (PAS X 400)

Type | MPGN

Light microscopy ﬁmitﬁu‘nm mesangial
cell uaz matrix ¥ liiiulnawmagdaianwuziiiu
lobule glomerular capillary wall ﬁmﬁwumﬁu‘%u
1NA N mesangial interposition (g7 8A) eidladie
#ne@ Periodic acid Schiff #3e Periodic acid silver
methenamine Azl glomerular basement
membrane (LU Fandn splitting wia duplica-
tion ¥38 double contour basement membrane (gﬂﬁ
8B) 21AaWL immune complex deposit 4 subendo-
thelium uazlu mesangium wunsasuulasd
tubulointerstitium a8 Wy crescent M@ lites &5

AMUIUNINNINLINIILTARZLAN

U7 8B. @M double contour 194 capillary wall
(PASM x 400)
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Electron microscopy WU basement mem-
brane udsauU mesangial interposition WA
UsTannd 50% azwu EDD 111asing 7 daulunjelu
subendothelium, (gﬂﬁ' 8C) @71aWU subepithelium
WA intramembranous deposit l#1i1e EDD
finulursions mesangium dawlvoydauinién
mesangial matrix ARuunduasfidneusiy
nodule.

Immunohistochemistry @aulunwu diffuse
fine ¥® coarse granular staining 984 1gG Wac C3
M1 peripheral capillary wall UaY mesangium WU

P i =
U7 8C. uam3 subendothelial EDD 1walngy (%)

Wlax mesangial interposition ( ¢—— )
(X 6,160)

C, WAz Cqq Wilazanny 50 % uamedngnnszsfudag

classic pathway

Type Il MPGN

sfiaiiiilensaadae electron microscopy
RCNL dense intramembranous deposits AN
glomerular basement membrane, (gﬂﬁ 8D) tubular
basement membrane WAL basement membrane
U84 Bowman's Capsule \Fa911flunaann biochemi-

cal modification 484 glycoprotein 4 normal base-

17-18

ment membrane

gUii 8D. nawdantsmafaandeaqanssAil
BAARIEU WARINITUUIFITRY lamina

densa uuwouanliasinana (X 9,240)
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Type il MPGN

A/nwodEnna light microscopy A&ERL
type | uaz Il WARANEOWENIY electron microscopy
wAnsnely 1 81any subepithelial EDD 8nung
faunl spikes™ viFaeNanLNANENIZUAY type | $9u
iU type Il uaedl glomerular basement membrane
alugae

Diffuse crescentic glomerulonephritis
{unnn=iid crescent AATUNANNGN 80%
‘umﬁﬁmuinmmgﬁm%@um (gﬂﬁ 9A) ﬁmmqﬁqﬁ
1, mﬂmﬁlﬂmmmm@ (idiopathic)
2. wusaunu systemic disease VW SLE,
Goodpasture's syndrome, Henoch-Schonlein
purpura WAz vasculitis A1 i V1 polyarteritis

nodosa, Wegener's granulomatosis sy

3. wWufqaudu primary glomerular
. , oA LA . .
diseases UNBEWNNNWULRHAB diffuse endocapil-
lary proliferative glomerulonephritis W&z membrano-

proliferative glomerulonephritis

Idiopathic diffuse crescentic GN

Light microscopy crescent Viwuluizﬂz
wsnaziily cellular crescent (gﬂﬁl 9B) Fafiaann
#in13@n1mves capillary wall Wnl%H fibrin s*mwg
Bowman's space ﬁn’mﬁlu'ﬁf]mu‘um parietal
epithelium ?’)wfuf\‘i monocytic kAT neutrophilic
infiltration 1-2 &Ua"sen1azdl basement mem-
brane matrix L&z collagen fibers i m%uﬁﬂﬁl,ﬁul,ﬂu
fibrocellular crescent aasielulazidguflu fiorous
crescent  glomerular tuft ﬁngmﬁﬁlmu collapse

ANAWL fibrin WAL nertrophil T capillary loops

.jﬂﬁ 9A. U@ crescent L glomerulus ¥)Ngn  (PAS x 100)
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A ;ﬁ e . ot Ly

WAMY cellular crescent (arrow) Tu urinary

space v8inawezdaIdnfungy uaan
wancasinawagda (asterisk). (PAS X
200)

Electron microscopy nsilasuuaddan
anvﬁmﬁmﬁuﬁwulu light microscopy liwu EDD

Immunohistochemistry 131904 crescent
Az fibrinogen 16 (g“ﬂﬁl aC)

Tunsdiifiaan systemic diseases 138
primary glomerular diseases fazwunsulasuag
Fafudneuzmanzaesiini I

annsAnsnuatdalafuntsitadeann
npdwensanen Taswenuadssnadnitly Crescen-
tric glomerulonephritis WaxH crescent NANNIN 25%
il 2530-2538* wuilgilat 137 9181 (11% 284 renal
biopsy) lun@juﬁmmmﬁmmummﬁnmiﬁ 69
978 WULNNARIN SLE, IgA nephropathy, Idiopathic,
MPGN, Postinfectious GN Wag Pauci-immune GN
51,6, 5,4, 2 WAz 1 MEANNAIAL

N13M3IA498AT immunofluorescence Wu
fibrin LWL 04 crescent (arrow). (Antifibri-
nogen X 400)

IgA nephropathy

Light microscopy @1abinwumuialni
(9%) vigedl mesangial proliferation (68%) (gﬂ‘ﬁ 10A)
1138 segmental sclerosis (23%)°" 871aWU crescent
Iidsznn 1/3 waedfilae®®  Tubulointerstitial
damage ¥NHANTUUIANRUSAUNYINAT89
Tnawegds  Hwdendndanwue arteriosclerosis
uaz C, deposit %aﬁuﬁuﬁﬁummu;umwaqwm%
ANINWUAEBINITNIIARTNT

Electron microscopy Wy EDD 2111AFNY il
Myl mesangium Taeantzeasneda i para-
mesangium m@wuﬁﬁmm subendothelial, intra-
membranous LAy subepithelialiﬁﬁ’]\iﬂi:mm 10%
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Immunohistochemistry IgA flu immuno-
globulin ﬁwu‘lmﬁmmmnﬁzgmlu mesangium (gﬂﬁ
10B) WU IgG $andiaelszunn 50 % wazanany IgM
Iothe  dowlwgjesdl C_dine™ AnmsAnEi
Tranenunafanalullam 1988 gt 39-snewy

FU7 10A. LARPINNIANAIUIULEY mesangial cell

WAz mesangial matrix N 1¥AU mesan-
gium n319Tu (arrow). (PAS X 400)

ann1sANIEilaY IgA nephropathy 39
e elFFunsAtaguaInnAtIINEN AN
Tsaonenunafg Tl 2526-2528% wudndlsa IgA
nephropathy 8% 184 Primary glomerular disease
INNHINLE macroscopic hematuria, nephrotic
syndrome, microscopic hematuria WAT asympto-
matic hematuria 38.5, 25.5, 18 WA 5% ATNAU
Awsuladingeanwuls 13% Renal insufficiency
ANANWUSTILU microscopic hematuria, AYINAU
Talinge uaz total sclerosis.

IgA N daulunyfl 1gG, IgM, C, uat fibrinogen
Fagummnudtiesndn IgA 1n uasd C, Waniey
w14 918 Fuos 13 918wy IgA My glomerular

, B
capillary wall n1g Nuﬂ%uﬂﬁim’uuum’ﬂ{i?ﬂ
UL

7171 10B. n13m99260838 immunoperoxidase Wu

immune complex luLF1904 mesangium.
(IgA X 400)

annsAnsgae IgA nephropathy Aalg
Fun1sifdadaainn1AfInensangn leaneuna
Aol 2526-38 A9u9m 141 918% wud Tutagees
nsfamunisaniulen 0.13 - 192 ihiaw iae 17%
£ renal function deterioration 34 26% 1Ain end stage
renal disease Melu 1 1hien - 12 T filoe 57%
Sapaiivindandlmind TaseRiiaudiugiu poor
renal outcome WA initial proteinuria > 1 gm./day,
serum creatinine > 1.5 mg./dl, ANAUTATINgY,

glomerular sclerosis WaT tubulointerstitial damage.
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Lupus nephritis
taqifuilanlinisidagunaganiwmu
classification 484 World Health Organization®® 1ng
aAenesan wiinawagfaiud iy  wuelidu
6 class Ag
Class | Normal glomerulus Tdwunnsitasu
wlasrasinawagdalaanismsaanis light micro-
scopy B1RATWU immune complex AMNN1FAIIA
v aa . . <
AI899 immunohistochemistry #1378 electron
) = @Y v
microscopy 38 lufls
Class Il Mesangial proliferation N13LUAgw
wasdAtyeg mesangium uiiaflu 2 ngudes
Bl

Class Il a ldwu mesangial cell

'
a o

IWHTALRYE WARINITOMTIANY immune complex
Fnens immunohistochemistry W38 electron micro-
scopy "Lu mesangium
Class Il b # mesangial cell Laz
matrix [RsFaLAL
¥4 class Il a Ua b iy immune complex
luLAind capillary wall doutlszneuan ldun tubule,

interstitium uazuasndant/luinmsing

Class Il Focal and segmental proliferative
and/or necrotizing glomerulonephrits WeINS&ANIW
Tngvilumilew Class e Il usivnalnaimegdaass
UY segment ﬁm@ﬁl,ﬁuﬁwmu%umw;ﬁ inflamma-
tory cell 1 lumen waenaenidenlosluinaine-
JAAYAMY  BIAWU necrosis WAY sclerosis NILAIE
fumdles 7w immune complex Wiiiinnafinen?
anmiuuuy segmental wazlundinnaures
glomerulus #28  nsLAeuuladenanany i

Inawagdalsifiu 50% mmﬁ-ﬁmqu‘lnmmgﬁa%wm
funufiazdnetlu class IV { interstitial fibrosis uay
tubular atrophy 4TI

Class IV Diffuse proliferative and necroti-
zing glomerulonephritis Tnmmgﬁmﬁmm’lﬁmmn
1w mesangial cell, endothelial cell uazidALRDA
2179 v lWiglomerular capillary lumen dulvnygmsiu
NﬁmmmLﬁ@mdﬂmminmmgﬁmmﬁu nINUUN
NINSNITaN “wire-loop” (gﬂﬁ 11A)  81anwuutiay
necrosis %7e hyaline thrombus YRR hematoxyphile
body FafludnEnsianizans lupus nephritis lusel
fifinanianinguussenaia crescent lduanndn
class a4 [fionsmadaeia immunohistochemistry Wi
immune complex u mesangium UATATN glome-
rular capillary wall (gﬂﬁ' 11B) Electron microscopy
WU EDD 1 nsneluLidions mesangium, subepithe-
lium, subendothelium uazly glomerular basement
membrane (gﬂﬁl 11C, 11D) WU interstitial fibrosis
WAL tubular atroply lfitesuazquusandn class A
U19AK81ARANENFANINTDS Class BTRENHY
wileu membranoproliferative 138 mesangiocapil-
lary glomerulonephritis 8antus1aun

eeannnisutasydng class Il ua IV &
¥nd1auds anafinisaruifeafuld uasdnune
mqmﬁﬁﬂﬁn%ﬁmﬁuﬁﬁu'ﬁﬁmuin@ngﬁmﬁﬁwm%
AN A9BNRdANINTIR proliferative charge 1#iilu
class IV wavan Tngszymauguusatly mild, mode-
rate Az severe degree® dau class Ill Mlannz e
fl focal segmental necrotizing lesion whﬁu

Class V. Membranous glomerulonephritis
Glomerular capillary wall ‘Mmfzu Lfimmnﬁ immune
complex AvauT subepithelium wasfinsuasy
WA9UD9 basement membrane WU spike NWU
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19 53, Ui 8, Feariian 2544 603

unaNuNdN

L

Ui 114, wanalnaiegdafidnisifindiuam me-
sangial cell U8z mesangial matrix WU
hyaline thrombus (asterisk) ttlanaanidan
d@ﬂin@Lu@gﬁmuuﬁuimﬂﬁa’lﬂ TN
FAnwy “wire-loop” (arrow). (H&E X
400)

U7 11C. uans “wire-loop” aNNN"IMTIAFILNER
anssAfBiinmsaunLTILLe EDD
210 IR UIUNNINTR UMY subendo-
thelium (asterisk) wazlu mesangium
(arrow) (X6,160)

gl/ﬁMB, N13M9I849838 immunofluorescence
wunnshindeee 1gG (4 lu mesangium
WAZAN capillary wall. (IgG x 400)

; : &
U7 11D, pawdnanismsaadaandesqansead
flanmsaL uama EDD TuiiFinng subendo-
thelium (asterisk) and subepithelium
(arrow). (X 15,400)
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immune complex Tuusiom mesangium fing
Electron microscopy Wu EDD ¢l subepithelium
Wudowlug  eranwunisiwasuwasly tubulo-
interstitium 1#1in4

Class VI Advanced sclerosing glomerulo-
nephritis ifunansan nwluszasvingveslsainaine-
gﬁmﬁﬂuﬁ’wumﬁ sclerosis

PURNIUINNANUTZNANL class IV UTzaunng
20-40%°" annnnsAndilaeflaFunisaiadeann
NMATWENEINEN [aanenuna@ssnT Wull 2524 - 2526
WL class IV 58.6% 98498931A8 class 11, V, was |l]
PINRIAU (17.9, 12.9,9.9%)%  wenBaN I8 lupus

L 4 _ -
nephritis fiaaLUatuLLAg (transformation) a1NGUA

k%

vilafhuBnalaniield wulslsrann 10%% filaeung

o - ] LA
A1519N 2. wensanwinwulu lupus nephritis Wienswenndlsn®

Activity Index

Chronicity Index

ANNEALNFYRY glomerulus
1. Cellular proliferation
2. Fibrinoid necrosis, karyorrhexis
3. Cellular crescents
4. Hyaline thrombi, wire loops
5. Leukocyte infiltration
AYNRALNATDY tubule UAY Interstitium

1. Mononuclear leucocyte infiltration

1. Glomerular sclerosis

2. Fibrous crescents

1. Interstitial fibrosis

2. Tubular atrophy

PURNRANETANMNINNGN 1 class BFEN97 mixed
form 1 HwanBaniw class Il ¥3e IV saufuniin v
ﬁnwu‘lm'm*?iLﬂuﬂ'@u“ﬁwqumq

Immune complex ﬁwu‘lu lupus nephritis
Usznaudig doulsznausig < 289 complement,
fibrinogen way immunoglobulin #aN8 class @1NN90
m3anLlu renal tissue IifauvnsaluAudiuAau
119g9 Bendnunisiinn Fullhouse staining.

Austin uazan®' A8l snensniin
afifuguusniell Tnogwendanmaedln Fauang
Tupngadt 2

annsAngog 162 s1a Alsaneung
Aanalutl w.A. 2524 - 2526 WU sclerotic glome-
ruli, tubular atrophy Waz interstilial mononuclear cell

infiltration fAMNANRUSTUNTNEINsOIlsAR l1iA®

Nephritis in Henoch-Schonlein Purpura
(Anaphylactoid Purpura)

Henoch-Schonlein purpura WUWENFANTNW
fiplétianndn 50 % 2091l0e”

Light microscopy wunisilasuulasls
wanguuy wlseaniiu 2 nqulug Ae
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1. Mesangial proliferation anafinsi/Aen
waafisensinsesradidniiesauta diffuse
endocapillary proliferation a1anud mesangial
interposition i

2. Focal thrombosis and necrosis WU
crescent &AaudnaLion

Electron microscopy Wu EDD luufiin
mesangium anawu UL dsubendothelium uaz
subepithelium &L

Immunohistochemistry WU IgA WY 03
LU0 mesangium @9 fibrinogen wu'lslu

mesangium, capillary lumen Uazlu crescent

gﬂf’f12A. Lmanmuﬂgﬁaﬁﬁnmﬁmm mesan-
gial matrix NINAULIW nodule (asterisk),
u'anmnﬁuwudwaﬂmﬁﬂmd@ﬂinmuﬂ—
gaalanwaveeniu  microaneurysm
(arrow) WU capsular drop (arrowhead)
AT hyaline arteriolosclerosis (double
arrowhead )@atl. (PAS X 400)

Diabetic glomerulosclerosis

Light microscopy grgizien glomerulus Y
“umm'lmy'%u mesangium azil matrix uniuGendn
diffuse form glomerular capillary wall um%‘uim
vald  sreizsionn mesangial matrix NN T
anwouziili nodule 38N91 nodular form (gﬂ‘?l' 12A)
DIANL hyaline exudate‘?{ Bowman'’s capsule Fendn
capsular drop vﬁ"’aﬁ capillary wall {309 fibrin cap
naaaLAen arteriole § hyaline arteriolosclerosis
capillary lumen 3n# aneurysmal dilatation 3inwudn
tubular basement membrane WiaWlsEvlLl

U 128, nwdnafaandesqansseididnnsen

’ wama i mesangial nodule WARZ
glomerular basement membrane PUININ
UnAnan (X 3,080)
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Electron microscopy glomerular base-
ment membrane ﬁﬂﬁm%u 5-10 Win LL@:ﬁmiLﬁN
mesangial matix NINNY (gﬂﬁl 12 B)

Immunohistochemistry WU linear staining
189 1gG WAL fibrinogen 171' glomerular capillary wall

WAT tubular basement membrane.

Amyloidosis
Light microscopy glomerulus fang amy-
loid Fedawlunillu AA vide AL amyloid Tlazand

capillary wall, mesangium, interstitium WAZNYIS

JU7 13A. uams glomerulus WAL arterioles 4ians

amyloid lWazan v lFdn suunsnau
8819470 (Congo red x 200)

waemAnn vl mesangium HUuNANAN9EL uax
capillary wall e (gﬂﬁ 13A) @17 amyloid azAAR
congo red @ﬁfm polarized light Hanmouy apple
green birefringence  NMTuENTLA AA 138 AL amy-
loid @navlélnennseiandiag potassium perman-
ganate %w:v‘iﬂﬁﬁm&m: congophilia 183 AA amy-
loid aRNBEIAY

Electron microscopy M999WU amyloid
fibrils %QLﬂu non-branching, twisted fibrils N1 8-
12 nanometer. (gﬂﬁ. 13B)

Ui 138, nawdngnisnsaadaandesqanssed

a

BLANATIAUUAAY amyloid fibrils TA2 N

N419 8-12 nanometer (X 154,000)
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guii 14, pawdrunisnsaadaandesqanseal

BLANATAULAAY glomerular basement
membrane T9RANNMN IHANNAND WA
lamellation of lamina densa (arrow). (X

30,800)
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