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ARe BE ik wMzdA £4¢ FE FRE
AAAA7 QAW, G FHol e rhe
2 72 Fesel dehdh olg &4 9@ 4%

o wkg-o (1) A Ta(ol: FE F AFARGE),
(2) T A7) Qlo] AN&FHoz FFA WS K
At ZA$IgA AEF), (3) FBAo] 2AUHHA
AP A AEFH 7% FAE @71 B$(Chro-
nic renal insufficiency), £ (4) 3P4 Y A
(@71 ez geid 5 g A H Aol st
A 2 olf B2 A AP A7 AGAE ¢ F
A Huck BAR AL vE3e AGPFANF
¥ AAAC|E AAs A A Ade] 712
A xyoirt e uwel A FEHD
gon, HZdE EXAAESH We] =dsn gl
oh Al A7 2zde] AR Aol ute) WzE 5 3l
3, YAEAE Fxee] Fdsioor o §I) #4R
9] dFo) BoiHE ANES FAstd HAG zli
o o] HE: AAMstn A& HF sled BH
7} 879 97N E &3 Hale AT A
o] By 279 tsld 7&snxn.

MESHESE UEHHE o F8

1. OjMiMs AFE(Minimal Change Disease,
MCD, nil lesion, Lipoid nephrosis,
Epithelial cell Disease)

AolefiA] MCDE AFFwel F8 ddez do}
oAl BaL 64 el3lell Esih A AFFL 18%
A%}, FEA0 A A L& B0 EA ¥
/" AFAs gk A¥ 298 aminonucleoside
AZFo] Utk

1) YA

BT A (LMY AT A & ganRst
i BAEe] welrh w2 A7 3Hglobal scle-
rosis)7} Boled oW A BAA ATAE

g

(FGS)9 7FsAS 9Astd Zdsorgctt. HdxdEn
ZAEM) 27o| 7b HgH dd 7|AHL ol
& ANz ZEVI7F vl o R A4FY %
" ANEY BolcKeffacement). VAYFANAIR) &
Ale gz zEdoll BAe HIE BAHA gA
1}, IgM=} C37F 8@y g <fstA g€k

2. =54 284 APHI2ASS Focal Segmental

Glomerulosclerosis(FSG, FSGS)

oa] F9ol= focal sclerosis, focal glomerulo-
sclerosis with hyalinosis”} AFg®tc}l. FGS& 4o}
o] AFE T 10%, AUANNE AFFET 10-20%
(15%)& AA3ta, Gap7 4t ot

24074 234 24 AATAARE Jehlis

£t Yl FGSt ¥dlel we vrkA £3
o2 yUFg. (1) 9344 & 5234 (primary, idio-
pathic) FGS; (2) 4 239 Ade] AAY flo] +
23 71%3 A& olAHQ FGSZ Hyzoz o
4 AW ZF(reflux nephropathy), %54 94 A4
Z(analgesic abuse nephropathy), 4&4 A& T4
4-Z(unilateral renal agenesis); (3) ¥33Y 7|A%
Zofol o]xHAY A (4) S EL A AT
Ade APAANM dehts BHAY AMTAAS

Zoz gt olad FGSvy weFE 9 HIV &
Aoz BaEg?,

Edyd FGS#AlE MCDsF 2 714 WelA g
g (1) ¥l &3] Jehtz, GFRY 3¢ n¥EY
o] Fytgit). (2) @¥inryt &3] wldgAHelt (3) &
B Zol= Xgof uhgo] vjmch (4) dir] 4 AT
Argor AP Holx WE 10 oluid] T
71Noz gt

1) HaAA

LM B3HA Ade £3 A A AFA
(juxtamedullary glomeruli)ellq A& Az HA
Hoz gagch odd o AT EHAde=
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2Aggns Aoz, F3E 2249 FE¥ B
Fo] A&ED, AW e XUAEs BATh
B9u wutzle] §&(synechial adhesion)o] B.¢lth
ae AYFA gL AEAE AL & o0l 8
#7712 (mesangial matrix)8] %7} @A ESY
Z X (mesangial hypercellularity)& 2Y Fx itk
EMAALA A& MCDY &A1 579 vty &4
3 AFAES ZiAL N EEH7= @} e
Ede 7lAde] AasAY FAYAL, FdE F
Aol FPAY A FH3Fo] Hch IFY F3td ¥4
o e Y BZd M £ C39 H|5o3<
o] pot}h APsA A At 493 F3
g AFEAY U F7E R Axd 9%, 33 A58
7t Burdcl

2) 4 el

FGS7F 5932 ZA#AA, MCD dFe2 Iy
Ho] el E oldRE =] vt Ay Rd=
+ (1) aminonucleoside?] W& T2 A AT
AYLE fdsz Hx AYED. (2) aging ratsol
A Bt F7tE 32 FGSS A7A8 3 3) ¥
24 NAAY AzF 24N BdHRz A I¥x
71 FAR (4) FET FLo g% ME EYY)
Aol TBeFn LA Utk HZ AoHE ¢
FGS &AM o4 ¥ d¥wrl Adsted oe
cytokinee|\} ¢¥ah= A e 84 AL
RS GA P

3. oM AlpAHAIYZE Membranous Glomerulo-

nephropathy(MGN)

oy AFANEFMGN)S o 85%7F 99& =
2 E94 MGNelx, YHAE oz MGNe=
1) 4 294 gFez i dF 4F, 4 F4
Z; (2) AAA Ty FIXA(SLE Class V); (3) &
F2(Inorganic salts)ol *%(gold, mercury): (4) <%
A} (penicillamine, captopril, NSAIDs); (5) Zg(%A
B3 g, C¥ g, vlE, schistosomiasis, mala-
ria); (6) WA} AF (F=d, A ) Folth

1) 4 ¢l

(1) €83t B98¢ (immune complexes)dlA
Z1NEAY, (2) BAEZ oM F44< in situ of
immune complexes ¥Ado2 APt AYHoZ
Heymann nephritis®} A3}tk

2) YyaaA

LMA AFAZE Aol At ozt AR MEAYE
& AAolr}, muPog wARW o] HEE BQ
otk IF zAllA IgG & C37 BAEH ¥ uet 3
ooz gygoz yehdeh AES ARz A
ADYE(ED)S) BYEAo] IRFD, a2 7A
g E@do] E71E ¥ & FY(methenamine
silver)ol Al “spike”7} & Btk AFEHA S|/t B
FEFS BT AFMEZLZ NZE 7IA T
P Stage ME oJw) FATH 4 & GNA
nPEgez Held o MP=W sIA<hie] ED A
o] Ax AAdr) oA 4 wE g Fo
stage® Yt

+ Staging of MGN(adopted by Ehrenreich and

Churg)
- LM

Stage I:No change, “hole” on silver stain.
*red subepithelial deposits with
trichrome stain

Stage II: “Spikes”

Stage I: Complex pattern “twisted rope”
Stage IV: Complex pattern

Stage V:Return to normal

- EM

Stage I:Small granular subepithelial deposits

along the BM
Stage II: Protrusion of “spikes” of BM
between deposits

Stage IM: Incorporation of deposits into the
widening BM

Stage IV: The BM is markedly distorted, and
mobilization of the deposit
— a moth-eaten appearance to the
membrane

gate] ARl A} F 3H-& 14 (hypercoagul-
ability) 22 Q& AW PHFo]l YEhd F Utk
olul NAZA ALFA W7o ZAEH B s13AE
2 A WYy 2¥sty W2 F389 Adule A
A BAo| Hold WMALMA HALR Qo okge}

4. USA|M ARHAIYE Membranoproliferative
GlomerulonephritistMPGN, MCGN)

MPGN& A7 MESFS F7F 42 ZAM¥Y
#ee) HFE At &I AT FREIHAY
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Gz vehde FHeol Aol o] FPee
A AN ZEA 2GS FutsEolA JEhy
ol o]xtde] o] &t

37tA #8 &, A 18 MPGN(WH3t 3ie] &
), Al 18 MPGN(DDD, dense deposit disease)3}
Al M¥(GBMS] 5o oFe] ED AFE)ez
o

ol5el FEANHA LAL FAlset

A I3 MPGNe LMA AMEA7ZE AXa, A%
HADMEY FHoz “gA AMTAIA G (lobular
GN)"olgtn® HEth & g0z AMFA 7]A9o]
“o]Fo 2" HolAY “HAX"(“tram track”) RgoZ
“Edct. EMA JTstet gaRe] ED #a o
YA A9 270 #RAr) [F g2 IgGs)
C37t #84 oz Jyustel duio Asn, g2
Clgs} CA= ¢fstAl FA(+)e2 vepdrt ok
3t dRERA] AL Al 0 24 ZAEEY o
A (band-like capillary wall staining)2 ¥t}

Al 13 MPGN2 LMA Al 183 vldh} AX4$
7} AbrAe] mel 2ok EM ZHARA ey 434
< BAS gl us A7 EDF F&7F FAY
A AFAZIA T A 2#(Intramembranous  DDD)
H1, AR BFo] Be Aot AxdriAY, Alx
A5 2AEES AT YoMz Bk IF 3
AME BAE T QA2 Bud Hd & F 79
A% (bilinear)o] 1, AujgeE AR AR
HdPdez HAGHn, nujLAMe =W L Fe
$#H(little rings, “doughnuts”)eZ wlc} iR E C3
T @R o A3A Uden e W9IEEY
o ¥ AU %A et ?,

Al M3 MPGNE LM% Al 133 v 4
3} HHow “spike”7b #EAY. EMA UHs 2
Agslel ED &A1 7jMuto] o]F(reduplication)
2 B, IFY C37F 71 &3] B

1) |Ql 3 Yol

A 13 MPGNS w53 Awoz HYH 9
23 BA F27F 25 @433k

il Ed4gdoly Fwtsle FAPez BY Y,
Ventriculoatrial shunt, Schistosomiasis, -1 anti-
trypsin 2¥%, C29 43 2d4F, 24 & A=
Z(light chain nephropathy), SLE, &4 Auied,
% Folvh A MY mdld A AR A3z

rir o

¥4 C371 #4HY Cl & C4 A4elv, ¥A factor
B ¢ properdin® #A ¥t} 70%¢] DDD #1171 C3
nephritic factor& 7}x ok K84 AAZE (D
50%¢} partial lipodystrophyolX C3NeF7} %A(al-
ternative C3 convertase®] 23 A3} (2) HLA-
B79} Mzt & H& Bt

24 SA|M AFRAAIY Acute Proliferative
Glomerulonephritis(Diffuse proliferative
and exudative GN, “endocapillary” GN)

1. SIMPH 2AHE AFHAIY(Poststreptococceal
Glomerulonephritis, PSGN)

ZololjA] &3l Streptococci @E Fo o= H
A4 AbTAAlgolth ARldAE =83 HAFAA A
& A

1) §Qi 9 #ol

A3 serum sicknessell 9] W3}el of$ {-Als
. PSGNL 99 oi7l4d FAFelrt o7/l group A
B -hemolytic streptococcilnephritogenic serotypes;
12, 4, 1>90%)]1d Zg=lo] 1-45 Fo o
=EBA 34 359 £ 34 989 Fox 20

2) ge|ad

LM AFFAZL Ritde 2 BEH T, vt B4
FHHAE FAFH 4 WET dYT AR
Aoty W2 5% wttelA ukd ¥FAdo] YERr|®
gt [FA IgGel C371 23 2He oz AbpA
ZAEaHE webd zen AR JFREo
EM ZHAME AFA 1A %) AE X £o02 “hump”
Roel FRg AR JFAEC] Roln wEE
wetate 7] A ghe] Aol Bl

2) Resolving GN

i 8F Fol HWo] A #IEHA o, ol A
A3d “hump’s =EA Holm, AR/ &3
(mesangial excess pattern)®+&d], o] W3l= 3-4
d 5L 10974 R dolirh olwe Wil IFY &
PO C37 A

Cytoplasmic antigen, endostreptosin, ¥ several
cationic antigen(proteinase)?] AlFAd] EA 3} o]
o] “planted Ags” 91A & & @Y EFAUA
e /K EFARAE & REC
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Table 1. Differential Diagnosis of Crescentic Glomerulonephritis

Condition Light Microscopy Electron Microscopy Immunofluorescence

Idiopathic Crescentic Cre & tuft proliferation Negative Negative
glomerulonephritis

Anti-GBM disease Cre & seg, tuft proliferation Negative Linear IgG and C3

Cre & tuft proliferation, Subepithelial “humps”

exudative change
Cre, lobular distortion of

Poststreptococcal GN Peripheral, granular IgG, C3

Subendothelial deposits, Peripheral, granular C3,

MPGN

tuft, mesangial interposition

mesangial interposition properdin

IgA nephropathy/

HS purpura Cre, tuft proliferation

Mesangial deposits

Mesangial IgA, with
variable C3. IgG. IgM

Cre, wire loops, hematoxyphil
bodies

Systemic lupus
erythematosus

Subendo, mesangial

“Full house” pattern of
both mesangial and
peripheral

IgG, IgA, IgM, C3, C4, Clg

deposits, “fingerprinting”,
peritubular deposits

2. 24 HHYF IS AlITH MY
(Nonstreptococcal Acute GN)

AFL 2% staphylococei, meningococci,
mococci, ¥le]# A2+ hepatitis B, C, mumps, HIV,
varicella$} infectious mononucleosis. 714& o2&
malaria, toxoplasma, schistosoma 5°] ¢°o2 o]
e 449 ¥ AFEAAN9(postinfectious GN, PIGN)

olet &k

pneu-

SIS AN FTHA) AFRPAIAY Crescentic
Glomerulonephritis(RPGN)

YA AFFALG S RS A AE Bew B
el A7t 2o whdd P4E Hol: AYE FH
83 fyolck. WHOY crescent®] AHole F3olut
o)) AE7} BT AL FEAoE EE S4H3
A Aolgtn 3k WY FAo] Boje AlTAY
HEgol I 7|gez Fagd, WHO= 50% 3
< AFUT AAZ 70-80% ol ArA] BENF
WY PA4E Bk v PP e SAHY Al &4
£ Juistm A AE HES @71A €t Table 1
o sod AANY e HF o 2hd AW

1) 84

A71%S wa23n FIFHY FaHH, 7R
ARATG A A Fxrt $5F ojld Yehdrh

2) EF Wel

B8 Y AFALG S A7EA] A@T 9
&4 LPFTHTable 2). 92 €Aez A3 GBM4

Table 2. Rapidly Progressive Glomerulonephritis

Type I RPGN
Idiopathic
Goodpasture syndrome

Type II RPGN(Immune-complex)
Idiopathic
Postinfectious
Systemic Lupus Erythematosus
Henoch-Scheénlein purpura(IgA)
Others

Type III RPGN(pauci-immune)
(ANCA associated)
Idiopathic
Wegener granulomatosis
Microscopic polyangiitis

Sd=d dRart B U2 wAgid Ax
4} Whd(cellular or epithelial crescents)Z A]&tsted
AHHX24 wHd(fibroepithelial crescent)& A A
$4 W (fibrous crescent)E A PPr}.

1. SAFRAI?IN S} BE(Anti-GBM disease)

2l A ALFAZIAS o FAE 4L
ok -AlAZIAE FA7E GBM €] in situ
bindingoll <lg 54€d Yo W B Agoj}
W AFTANYE E5E dE OE 9985y
&3 %Az FeEstd ok Gxo] ®el] 2
9(80%), @A HFTF 204 ot} HEFold: Zholy
¥ &do] Al YEldth Goodpature ¥ T2 ¥

-5 3% -



— ARG A 20F B 335 2001 —

o Aol 27 HE FASE Ui Ay A
AR F IF 7AARIA AT ZA8 8 geid IgG
and C3 gMe] A¥oz BAAHy, &8s+ anti-
GBM #AE St} 3t Goodpasture 392
epitoped NC1 domain of a3(IV) collagend] $JX]
gt

HAEEF AFALAGe] Yebd & gl g9 2
8E& dsteor gt

1) Anti-GBM induced disease

2) Vasculitis(various forms)

3) Wegener’s granulomatosis

4) Cryoglobulinemia

5) SLE

6) penicillamine therapy

7) Henoch-Schénlein purpura

8) GN with pulmonary edema or pneumonia

2. Pauci-Immune(Anti-Neutrophil Cytoplasmic
Antibody(ANCA)-Associated) Crescentic
Necrotizing Glomerulonephritis
Type M 524 WYY AMFAAY(Pauci-im-
mune crescentic GN)2. 2 (1) #1733 gy g3
¥ (microscopic polyangiitis, MPA); (2) Wegener
$ol% 3 (3) Churg-Strauss F32(CSS); (4) AF
o Fg3te @WAA chdyd ¥#E (Renal limited
variant of microscopic polyangiitis) $ol 7)o &
o} 2% Anti-GBM CGNe]ut Immune complex
CGNol| v]8] Pauci-immune CGN2 ®|Z3 d#o]
B AgeA o Esid

ANCA®lE F 7F7 ok & A4le] Wyd+g
frel slidedl =@tz xlo] 3L Asle dF
Av|Foz #FFHE AEH F2Z PME E(cyto-
plasmic) C-ANCAE 2 proteinase 3(PR3)¢} 4t
S3te ZoE Wegener $o153 &ab9) 90%°lA
FHor wEEn v HFHZ A= (perinu-
clear) P-ANCAsE myeloperoxidase(MPQ)ol] E-0)
o E w333, elastase®}t lactoferrin®]l minor
specificity & B2t} P-ANCA= MPA, CSS, “re-
nal limited” pauci-immune necrotizing GN &/or
systemic vasculitislAd ¥ Y¥4ES velb, &
9] SLE and anti-GBM diseasedlA] 44HoE B
DA

1) Wegener 0FS

‘AR g “FhH” Yo Wegener KolFFol
Atk LMY 234 E34 EZAEIUWAE F43
YA ARG E HEYEAT KolFA dFW
€ol #E 299 HeFyHeld FRHL Hol:
944 AxEh IF AAAME $4del). AxE
HZAME ED HFe]l glo] dusi= Aol Mf
AE0] Boln AuMIe] F47 wdA HAot B
ol WheA A7) B

2) ZAIM O SYH(Polyarteritis Nodosa,

PAN)

FA7) BBYd ST, AY¥AH T SdH A
A4 924 FWY(classic or macroscopic PAN)S
Aoz FFE 9 AL AV)9 F9Ug FWaE
YA TGz o8 stagert Al wlch A}
de ¥ FUelu A9 9L AN, AlTFA
9 @Fol gvh AMFAE 9X A9 d® Yy
o]X Al HY¥A Wit JEld

3) #0jAN Child Y& (Microscopic

polyangiitis, microscopic form of PAN)

A8 AP &3 L2AT Y, AT &
ol Boln ARTA] 2HA EHAN BAYBNS/
EAERYISE AT FA £33 AR AT wd
A AFFAING Y Aol BT Al IFe EMoA
HAAEA] FHae] gk

4) Churg-Strauss syndrome

A4 (asthma) WEH FAFFF] e @l
A ZAT7E FREA AEE SolEA dFy ¥B
gol EAelth A9 AW MPAS WGl H s
H 2 Aulsic, MPASt WG 5U3% x4 89
B GN9 42Ag Bo] pEstoofr gl

IgA A= (Berger's Disease)

ASYFEAT AL BNE IgA7t dAE)
He Aol 4 AFFAAGelt IgA AWEL A
2ate &4 Ee #uAF ¥xo SunE e
We Aoz Yinrt 53 53] dEs d3L &
Hez2 gy £3] $593 A6 $43 dx
7 vehe, 28 Aol @At 10-20e 7+
&3t $: Y vl 5:1 Aotk F polymeric
IgAl F=7F 8xte] W FmeA FrtHo} Qm, £+
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3t IgAl BYERAT ofd Bxlols FPdcl

1) & ol

A% IgAe] ¥4dol F71318 polymeric IgAl W
SEEA7 AN trap3led A B BAR2I}
B35 FHol AEA £48 fudd oy 33
gAMe BF 99 BYANE H28o AASE F
do] A3}sl7] Wil IgA IC PAlo] F7i=o] ww
st urh BATRHOlAHY [gA AHF). IgA 414
5 g2 ATAed FAHE WY B IgAle
polymeric forme]t}. IgAle]l BIRAAQ glycocyla-
tion reticuloendothelial systemo] 2#d3l:= asi-
aloglycoprotein receptorsell 23 dEgHae] P4
£ H3A gk 2EM AT IgA FEE 273
A B,

q4Uoz WY o]y, nlojgj/SHE Y, A
AHA ol % AHBEFA) H4 Er), FHA
220 F el Yol ¥x gr}

2) HaaA

LMA7& 03t (Table 3). o3 Az @3N
Ax 52, 33}, & 2329 FA(hyaline nodules),
Y ¥4, W2 AR )X (mesangial interposi-
tion)7t Btk IF AL Adel Fo%d IgAs
C37b ZstA gdziol AFsta, [pgGe IgA B
o Fx2 FgErk EMA du3t 71Fd F81§
ED %ol Bt

3o &

(1) chaAF 4oz 4714 &7

glomerular sclerosis, interstitial fibrosis, exten-
sion of the mesangial IgA deposits to the peri-
pheral capillary walls, proteinuria more than lg/
day°] g1o® IgA AWF RN oF7} uc=
594 A¥st go= Bast 9l

Table 3. Morphologic Forms of Henoch-Schélein
Purpura and IgA Nephropathy

Normal or essentially normal glomeruli

Diffuse mesangial hypercellularity

Focal and segmental glomerulonephritis

Diffuse proliferative intracapillary glomerulonephritis-
MPGN pattern

Intracapillary and extracapillary glomerulonephritis

HAFEE Stk AFPAH w
1. Henoch-Scholein XiEtS

IgA A¥Z3 H-S AEEe] A Hae da@Ao|
A} Aol &3] AP e Esjoh AL
A7 72D Fel 2P} [gA AEEI de He
A4 dB49(leukocytoclastic  vasculitis)o] T2,
A5te, B4, A4S AWsta, I EEIn £
HYERAZ FEEn A% IAWE @9 oF 20-
100%91 4 ¥} gAzoz Keb4 Eo HuAs ¥
¥, x4 84 A%4, e¥nrl vehdd, AFEE
E =EA e

1) g2|AA

LM BAUNARS 4, duy v ¥4, 24
4 A AFALY, W2 MPGN 445 d3gd
(Table 3). IF HALZ IgAst C37 @AY 7 ¢
A(+++), IgG, IgM ¥ Fibrinogen® $A4(+)o.2
vehdt, EMY 8347t $gEa gagaEst
43t F7He ¥u©7|de ED FFo] vehdr}
E o 3lel= ED F&o] g

2. B A MY Lupus Nephritis

SLE #AoA dmAd dx W79} AFud
Pt JedE AFe) AYPE JAsA= T A9
¥ AZE Hofsle xme) WAL A3y g8 A4
A& NHsHA "o

1) Y el

SLES] 49e 84X ¢gou} SLE: Ay WY
B2 dEHQ ootk

B-cell Aol #A4=7} ok native, double
stranded & single stranded DNA, RNA¢®} nucleo-
protein 59 nuclear & nonnuclear Agsel ™3k o
2A7bA] FATE €okA vtk i T cell 71%50) 3
4HH ¢ lymphocytotoxic antibodies”’t $17]
Yoz 4R A9 43 M= e R 2
t}. dsDNAE X st &8ss AYERFA Y trap-
pingo] A&A4de] @gFic)

2] F7lel AWEHY A7Fo] ¥Ake] morbidity
and mortalitye] F8.3tck. SLE Aol A3AN L
PEHHo 2= o Fou 94 AFPL o 50%
9] SLE @Al A £},
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Table 4. Lupus Nephritis—-WHO Classification

LM IF EM
WHO Class Patterns SEN SEP
Mesangial PCW Mesangial PCW Mesangial
| normal 0 0 0 0 0 0 0
oA mesangial deposits 0 0 0 0 + 0 0
oB mesangial GN + 0 + 0 + 0 0
m focal-segmental GN(= 50%) + + + + ++ + *
v diffuse GN(« 50%) ++ ++ ++ ++ ++ ++ =
v membranous GN + ++ + ++ + £ 4+

GN : Glomerulonephritis, PCW : peripheral capillary wall, SEN : subendothelial, SEP : subepithelial.

o2] 7tAe] A7tz vebdoh C3 and C49)
#4x SLEY A%y ¥A43le FAA=Z &3 A}
49t datell A E3te] oF 1:99 H&(8-13:1)E
Yehdt

AdAes #RHE 2ALAL tpygstd A9
1974d WHO E#E& Astgla o]F 19829 ISKDC
oA o1& HMesArHTable 4, 5*7. SLEIA 23
ol & ArjelA BESHE hematoxyphil(hema-
toxylin) body7} #¥% #HAAH FedAm A 270
t}. 2 9]9 pyknotic and karyorrhectic debris& ©)
F= ASE FANYTY AEAQAHapoptosis),
2ol 3k & (subendothelial deposits)e] 9]
%] “wire-loop” lesion Fo| Ho]A gt &S
. IFAHALR 48] A9 ofat Ada=zEdy
Aol o] UehbE “full-house” pattern® o]
EMol 4 finger print 22 77} A Fo|atn A}
Zteo] gor} ol WYE HFZo|AY cryoglo-
bulino]gt ARz Jr}. B3] FXZ A Mg A}
TAe] A EFe] o] IFe} EMojAH &g}
P wze AR d4F o9 1A AWo) F¢ A
= gtk BHge] vixE gx gxut fig T
dol Wz A% WY Aol Futd class VM Y}
Epdt},

Adgo] SLE =AM 1/304 Apgigle] A
A AR 248 Egi2 @9 XNawAd «%E 2
AstA ddh. 1822 A3AHe] 4% HE(severi-
ty)st 84 =(activity)F #4Jsle] WelBuAd] 7]1&
PHTable 6)°. FZx Qe FAEE AHEAS
AREFH, GFAE A&, AL W3 99 JF, ¢
4 P4& A3t g xR ATAH
3 A Y ¥4, Aed 92 12 HNesE 9

o B g

Table 5. Modified WHO Classification of Lupus
Nephritis
Class I. Normal glomeruli(by LM, IF, EM)
Class II. Pure Mesangial alterations
a. Normal by LM, mesangial deposits by
IF and/or EM
b. Mesangial hypercellularity and deposits
by IF and/or EM
Class II. Focal segmental glomerulonephritis
a. Active necrotizing lesions
b. Active and sclerosing lesions
c¢. Sclerosing lesions
Class IV. Diffuse glomerulonephritis(severe
mesangial, endocapillary or mesangioca-
pillary proliferation, and/or extensive sub-
endothelial deposits)
a. Without segmental necrotizing lesions
b. With active necrotizing lesions
c. With active and sclerotic lesions
d. With sclerosing lesions
Class V. Membranous glomerulonephritis
a. Pure membranous glomerulonephritis
b. Associated with lesions of category I
(a or b)
c. Associated with lesions of category I
(a, b, or ¢)
d. Associated with lesions of category IV
(a, b, c or d)
Class VI. Advanced sclerosing glomerulonephritis

LM : light microscopy, IF : immunodfluorescence,
EM : electron microscopy

AP P ARE @#xe) NEAHoZ o_¥m F
A g7 o FE Hrlsisd 99 Yok
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Table 6. Activity and Chronicity Index(Austin, et al.)

Index of activity (0-24)
Endocapillary hypercellularity (0-3)
Leukocyte infiltration (0-3)
Subendothelial hyaline deposits (0-3)
Fibrinoid necrosis/karyorrhexis (0-3)x2
Cellular crescents (0-3)x2
Interstitial inflammation (0-3)

Index of chronicity (0-12)
Sclerotic glomeruli 0-3)
Fibrous crescents 0-3)
Tubular atrophy (0-3)
Interstitial fibrosis (0-3)

3. EbcH A MHZE(Dijabetic Nephropathy)

PR A3 F A% dI¥xrl vERY)
Alzsld A7l AYE AlALEY We|zA|dEon
gt Atel WwHg veRdh (1) 239 2594
3}Z2 afferent & efferent arteriolesel =5 Ehd
o} (2) F B4 A9 Q) 5% 3 AHpapillary
necrosis); (4) Yx¥WA AFA 7 33(diabetic glo-
merulosclerosis(GS) : Pl 9t Ab#] 7 315 (diffuse
GS)# FAAY AA73E(nodular GS)o2 FEF
t}. Kimmelstiel-Wilson’s diseasei= @3A AMA|
A3EFe 4ty AP GSE 1 oldy ¥ANF
of Ade] BYY. &3] FWAY Holx A% 2
AL 33" 2MES nE 8 A9 YHmi-
croaneurysm). P GSE v|Rdezm ¥#EzE
(PAS+)e] Z7tep AREA7]1A o] HAH 22 HF
b A5 2 vFEEs Gy &3 e
vt} 4&A4 HA(nsudative lesion)2 49 “fibrin
cap” & A7A W= GBM Alolell @il Fito]
i, “capsular drop”2 Bowman¥gte] T2 23 =
%o fEld 2ok @A FHof of@rh

1) 4 ¢l

oA d@xrt G 71He BEYsY
d¥E= BM HE2E Xt ArAdagyde 74
sl wjdel ni4A D3 nonenzymatic glyco
sylation)2 A3 @l o]d 34 wigo] o] gWAE
9] charge& WIAIAA ALEH S TA4YE WAL
RAoltt. #3022 charge® sialic acid residues®] 7
&7t T modeld| M =® dojdt} o] A2 albumin
oy} AYEEAZE A W9 nonspecific
trapping©] ¥eoidt}.

4. RERS(Amyloidosis)
98] FF9 FAEFTNA AP FFE weir)

JaHoz vy iinrt yehtbsd, 60%9] §
ZHe A Slxrt Qln, W2 AFFFoer I
t dxe Aol gtk A& AR uremiaZ AHY
Lid=d

1) Y22

LM4 otd=Rol=g] & o] x7)e] HAFAA
Azste] Hx wjubyd #BFE Holx, Tx RA¥H
Hoz #HiEo], RAY¥D o] Hx Hct ALY
A AL FElEF ANRY] §PoZ PAS &
Ao AAo] HAth BYPdo Al At el
A F(large hyaline balls){ 3 ¥l ofdZo|= A
Als a9 ZHYCE A3 A B39
E3& Congo redZ2 FMsH FHAMNOZ Ho| o
E HPAn| Al BAINH I 2EHo = o|F
22E& 299 EM ZHAMA oldRol= AHAM: ¥
A=A @ 7= HRE0l(8-10nm in diameter) 8
FRet Wste] AT, E ALY FJRez
HEE oldZols MAMY] Aol o3 ATAMESL
AGE 3 23 ol FEAv AN & dAg 8
7|t “spike” R¥oE ¥t EMAAME ol
Rols9 FHE FEE 5 AT, [FHAIE oHH=
oleg]l F/HE TEs=U fE5h F AA, ALY
ag 9EE4 HAE o]-83F r2rlight chain,
AA F9 AP EoldA FHdEd HYSEZEHL
A} Ao nonspecific trapping®] ¥ AL typeol Al
t F2 yolth

5. Fibrillary and immunotactoid glomerulo-

nephritis

Fibrillary GN& Axldu]RA LA} Congo red
o) &4¢ A F°] amyloid fibrilds TE &
9l fibrillar deposits7} .ol FEiEty H3elh
o] Hf-HA= 10 nm A7 amyloidsl th=2A 20-
30 nm$¢] Aol AbTA HAE FHEVAY HF
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A AZeln IFA IgG4ast C3, « 9ty 79 A4
A o] HAL g MFEF, Uwrt 243
o] A4 NEAel YehdtH?. Immunotactoid glo-
merulopathy £ 30-40 nm 4 °l2] microtubule®] A}
TAH Wi HAHE oj$ =2 Aot} &@se
paraprotein® AppAle] GEEA WIZTEEHo]
g,

Bzt wels F Agke] TEFHS AMEIIE
sk 2 o] T A Aol HAL o}z
4 R Qo

5. Kappa light chain nephropathy

(nodular glomerulosclerosis)

Kappa 73] 334 A¥3E AdA dx=wAd 2
B4 ATAAEETH FAkstch LM AR AR
I A PAS 44 EAd o3 A7l 2Agdyo)
R R, 244 3R HFo] HAth Axd 7)
AetE PAS 44 EAC o8 uFsHn, HE A
ME 9S8 Hole casts® #HFETH EMA AtA]
st Al 71-%e] 3 2oz EHQ Iy
A&o) molth IFHAIA « light chainol e
Aog P& Bt

FHY ARRA JIMG A
1. Alport S%#%

NEHR 1374 FH(nerve deafness)® thash
b Felrt Wtse fAA Aol G F4e)
5-10A1e Alzksted ARde] 20-504< vElde) )
7l X-linked2 fA3tH, gdatel] o Asich dal= 40
A Aol diA ARHoz AlgaAdr. FA4L o
T AZY vln ¥x W2 NFFFo= ved

1) galaA

LM7 Ejobd ARFAIZE Foli7IE 3ha, AbAel
FAA S Asel Axde] EXTAHEIF Bt
APEHH AATAAERE, s 9%, 32 He3 5
o] z#€Eth EMAZAY AFPA 71 go] Bfd3A
HESAY gl FA4L Rt PAF lamina
densa®] ¥E3 243Ksplitting and lamination)7}
vehdr}

Z1A%e] 53t Aol ooz Usl Goodpas-
ture Yol FAZ anti-GBM Abst ZF gt}

v FAH(X-linked) A= a5(IV) collagen?] A<
A9l EQWolsl 93, UREa3(IV) collagens] &
ddol7l Je ASE FE4H Aoz fFAw)
olA #xfl A AFe]2]E A AEH Goodpasture 3
Aol Hg xFHo] ojo] ci A W§-E {L3le
Al o2 Al-g who g}

2. =WI|NYH(Thin membrane disease
[Benign Familial Hematurial)

SRPAAAN U g Holt AgelA %
g R4 A AzHoz Kol ¢x HLutito
U Axd 73 el HE7s #2EE A $elth EM
& AFTAL Z1Ae] mtdez ghopuich FEHQ
Sd(gaps)ol A& F Yok 2EVIATEL 4F7}
Fou geiA dovt HIe AN Bt F3
A ARG s Beln A% AdE it
© 237t g
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