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Table 1. Nomenclature and Significance

Light microscopy Immunofluorescence
Focal Involving some glomeruli Granular Discontinous flecks of
staining along capillary loop
Diffuse Involving all glomeruli producing granular pattcrn
Scgmental Involving part of glomcrular Lincar Smooth continuous staining
tuft along capillary loop
Global Involving total glomcrular
tuft Electron microscopy
Lobular Simplified, lobular Foot process Flattening of foot proccsscs
appearance of capillary fusion so that they cover GBM
loop architecture (MPGN) Microvillous Small extensions of cpithelial
Nodular Accllular arcas of transformation with villuslikc appcarance
mesangial matrix Circumferential Extension of mesangial cell
(diabcetic nephropathy) mcesangial cytoplasm with intcrposition
Sclerosis Collapse and scarring of interposition between endothelial cell
capillary loop (CMIP) cytoplasm and basement
Crescent Prolifcration of parictal membranc with underlying
cpithelial cells new bascment membrane
Spikes Projections of glomerular formation
basemcnt membranc Recticular Tubular particles in
between subepithelial aggregates organized in endothclial

Endocapillary

prolifcration

Hyaline

Hyalinosis

Mesangium

Subepithelial

Subendothelial

Tram- track

Wire loop

immune deposits
(membranous GN)
Increasc in mesangial
and/or cndothelial cells
and/or infiltrating cells

Descriptive of glassy,

smooth- appearing material

Hyalinc- appearing
insudation of plasma
protcins and lipid

Stalk region of capillary
loop with mesangial cells
surrounded by matrix

Between visceral epithelial
cell and glomerular
bascment membrane

Between cendothelial cell and
glomcrular bascment
membranc

Double contour of
glomcrular basement
membrane due to deposits
and/or CMIP

Thick, rigid appearance of
capillary loop caused by

subendothcelial deposits

{tubulovesicular

structurcs)

cells (SLE, HIV)
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2) ol H9jd] M ZZ Ealo] F2k5]o] Qs 3. A& dv] 7 (Electron microscopy, EM)
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2A319] clinico-pathological classification

Glomerular Acute diffuse (postinfectious GN

- Hypercellularity with —— Diffuse —— Intracapillary T
MPGN I, I, or III

nephritic syndrome

Immune complex crescentic GN
Extracapillary —A nti- GBM disease
(crescentic)
Pauci-immune creasentic
necrotizing GN (ANCA positive)

——Focal Focal GN (eg., SLE)

—No or minimal Minimal change nephrotic

hypercellularity with syndrome
nephrotic syndrome | —Focal segmental Focal segmental glomerulo-
sclerotic lesion sclerosis

[— Capillary wall thickening — M embranous glomerulo-
nephropathy

— Diffuse mesangial hypercellularity
in idiopathic nephrotic syndrome

— Mesangial expansion;
capillary wall thickening

—Hematuria Dominant or codominant —
(isolated) IgA on IF
Diffuse thinning of
GBM on EM

Diffuse splitting,
splintering, thinning,
etc. of GBM on EM
RBCs in Bowman's
space and tubules

i

— Acellular Fibrils
closure of Endothellal swelling,
glomerular luminal fibrin thrombi,
capillaries mesangiolysis
~— Luminal immune
deposits
— Hyalinosis ——M ———
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Diabetes, amyloidosis

IgA nephropathy
Thin BM disease

Alport's hereditary nephropathy

"Benign familial hematuria"

Amyloid/fibrillary GN
Thrombotic microangiopathy
Cryoglobulinemia

Focal segmental sclerosis,
hypertension
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FaalTA Age) Wean
L. Hypercellularity with nephritic syndrome
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liferative glomerulonephritis/acute postinfec-
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2. B54A AFFA A1E (Membranoprolife rative
glomerulonephritis/mesangiocapillary
glomerulonephritis )

LM wiA S AT

ZA3 7140 F7km A7
A7 AR SR 2248
_Q_

Hola JHg ARFA wft
7} lobular pattern HQITh Type 18] 29 E4#O
Z wlibAE MEe] F3(mesangial interposition)ol
s =AEH Blo] T YAt o} J)Ae 2&

XX double contoured basement
membrane©]Ztal Stk [FA IgG, IgM, C37F BAE
w3 wiAge] v1Add Hgdos Wakgd
EMY 248 Uil 3ol viAg A 7129
Aol EFA Azoln dFEo] st 2k} o

A Zol] LAECE Type I MPGNS EMA AVEA|

= tram-track

Z)Aeke] AWEo] AT Bl Hdo] EARQ)
Haeldl olAd oz 7jAet njFE Yoldtl [FEO

2 RAYE W oS 71Ed) cx) Aol
P

3. 35279 ATEA AY Rapidly progres-

28

sive glomerulonephritis/crescentic  glomenu-

lonephritis/ diffase extracapillary proliferative

o

okgl 7|9 Wk4o] Bowman
A vge _%7]01]i FE MEA
HJ% go] oy YFolls A
d wEch AEy wge us
7} QA Aol IF/*L fibrin/
fibrinogen wrulol| 4] pREm HeRd
e aﬂ(type [to ol we} chzek EME
oA Brde TEs & AL 24
2= EAY Bol4 Qo mME3 &
) 27) g% 5ol wREck

3]
&

r
o 12

Y
i }..N

d
A

l

r{n

o
5
)

pul
A
P

Sl

E R

Zl
F1
o 213
S‘rr A &

4 A0 Fu

gl

gl
erythematosus nephritis)

LW AR BSB89} Yk

A (Systemic  lupus

Table 2. Degree of glomerulonephritis

Modified WHO Classification (1995)

Class I: Normal Glomeruli
A. Nil by all techniques
B. Normal by light microscopy but dcposis
scen by clectron or immunofluorescence
microscopy
II: Purc Mcsangial Alterations
(Mesangiopathy)
A. Mesangial widening and/or mild hyper-
cellularity (+)
B. Moderate hypercellularity (++)
III: Focal Segmental Glomerulonephritis
A. Active nccrotizing lesions
B. Active and sclerosing Icsions
C. Sclerosing lcsions
IV: Diffuse Glomecrulonephritis
A. Without scgmental lesions
B. With active nccrotizing lesions
C. With active and sclerosing lesions
D. With sclerosing lesions
V: Diffusc Membranous Glomecruloncphritis
A. Pure membranous glomerulonpchritis
B. Associated with Icsions of category II
(A or B)
VI: Advanced Sclerosing Glomeruloncphritis
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. No or minimal hypercellularity with

nephrotic syndrome

1. BlAEgls ASFF (Minimal change nephrotic

syndrome)
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Table 3. Hassol 2% IgA AHZ E57(1998)

I. Minimal histologic lesion

II. Focal scgmental glomeralosclerosis- like
III. Focal proliferative GN

IV. Diffusc proliferative GN

V. Advanced chronic GN
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2. vuk 7[AH9 AF (Thin glomerulr basement
membrane disease/benign familial hematuria)
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IV. Acellular closure of glomerular capillaries
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1. 884 2% SF7 (Hemoltic uremic syndrome/
thrombotic microangiopathy)
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