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1. BXA MY Lupus Nephritis
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1IN0k 2 (SLE) 3ol A Az ge
ag HH Aefet Aol fdcle]
HLA genotypes (HLA-BS, DR2, DR3 ¥ DQW1)

3 DR

I wAAdREe] A (C28 C4 ZH)E 71 ol A
v Esla ofdo|}t ZdoA Esjrh, AHghe] BR
o} A%k A= Fc receptors®] F8% ooz o
g Wmrh duldd g, W™ gtest Fels oy
w2b by e AP o4ddiAl Ha FA¥E
drg mersio) x5 HAe Al Hsl JA4H
& A g3EHAl Ed

Al o] Friel vpdshe Avbwe Ao R 1
113 Wele F rEth SLEA A7tHaAAge] vk
e D Arhired goge] F5 22wz AU
HzRalel Abv|dgo] Adg o Aszon ot
A A7t el HEsHA ®Hoh @ ¥ ZHE OME

Mo

] 8k30 2

o2

AH A} (apoptosis), AH3F AXE (apoptotic cell) 9t
o] AR BAYE z-o] oy} AFE AR
L8 B wEHoEN ArtHAe fdHEd ¥
3 Roz Azgty. DNAY #3YE, membrane
phospholipidsell ™3 A7tEdA7E 54 es dagst

R

OBL

dol ¥ 7 Nag

Ee v
Fc #&A-miA4d @3l
F ok @ FdA-wiAAd S8 W
FAB M B Y R RAAEA (com-
plement~dependent)91 AFH HEEA (cytotoxi-
city) & a3tk
A7|Ege 2AE A7
cytotoxic and suppressor T X9} helper (CD4+)

A 48kl ‘“13‘3"*]%—4 g
D AtAEe

@71 2

At gL

T Mxel ®Hslo] FRkgch ol B AXY poly-
clonal activation® Z#sle] A3 (ANA), DNA,
Sm, RNA, Ro, La, 18] & #3gloll i3t idio-

typic autoantibodies& A§4bgtt}y. SLEeA 3 4-&h=

W53t dgYd (o, DNA)F high-affinity

complement fixing IgGl antibodies® Al ¥t}
el 7hRie] ZrHEAZE UEebdeh C3 and C49)

Uy SLE® A3ty &Astel mxas &3] A}
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Table 1. Lupus Nephritis-WHO Classification

WHO LM IF EM
Patterns

class Mesangial PCW Mesangial PCW Mesangial SEN SEP
1 normal 0 0 0 0 0 0 0
IIA mesangial deposits 0 0 + 0 + 0 0
1IIB mesangial GN + 0 + 0 + 0 0
111 focal-segmental GN ( 4 50%) + + ++ + ++ + +
v diffuse GN ( 450%%) ++ ++ ++ ++ ++ ++ +
\% membranous GN + ++ + ++ + + ++

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

Table 2. 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 IIl. Focal segmental glomerulonephritis
a. Active necrotizing lesions
b. Active and sclerosing lesions
c. Sclerosing lesions
Class IV. Diffuse glomerulonephritis
(severe mesangial, endocapillary or
mesangiocapillary proliferation,
and/or extensive subendothelial 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
Pure membranous glomerulonephritis
Associated with lesions of category II
(a or b)
. Associated with lesions of category III
(a, b, or ¢)
Associated with lesions of category IV
(a, b, ¢ or d)
Class VI. Advanced sclerosing glomerulonephritis

a.
b.

d.

LM : light microscopy, IF : immunofluorescence,

EM : electron microscopy

o] 19743 original WHO classification® #3931
(Table 1), ©}% 1982\ ISKDCelA ©]& H3tA T}
(Table 2). < 2003 ISN/RPSS Az HH/7F
DEHAY (Table 3). olWd] RF= 19749 &)
BFo g, BRE Vg vlestn vk "2kl

Table 3. Abbreviated International Society of
Nephrology/Renal Pathology Society
(ISN/RPS) Classification of Lupus
Nephritis (2003)

Class [ Minimal mesangial lupus nephritis
Class II Mesangial proliferative lupus nephritis
Class 1II Focal lupus nephritis”
Class IV Diffuse segmental (IV-S) or

global (IV-G) lupus nephritis '
Class V Membranous lupus nephritis®
Class VI Advanced sclerosing lupus nephritis

Indicate and grade (mild, moderate, severe) tubu-
lar atrophy, interstitial inflammation and fibrosis,
severity of arteriosclerosis or other vascular le-
sions

* Indicate the proportion of glomeruli with active
and with sclerotic lesions

Indicate the proportion of glomeruli with fibrinoid
necrosis and cellular crescents

TClass V may occur in combination with class III
or IV, in which case both will be diagnosed

o Class o] §lo]A 3 Class Ila7} 2003
A = Class I£ Class IIb7} Class IIZ ¢
t}. Class IVOHH BE AFA7E Bddem
A% Class IV-S, ZE ALFA7F dAdo=
7 (diffuse global proliferative lupus nephritis)
Class IV-GZ ##3tdrh Class I IVoliA
H]E-"% F2HE Hel= #EA HWHd HsEs (AE
F7hke] EAIEHY, A3l FkE A9 (A0 v
A HEEAARd B (OF F71etd BASEE 3
3 ek Class Vi= glate] WHIEFA 9 ’-‘}O]
nakg o g glo] AT AIMEY 2AE Holw F

$-91d Class Voll& Class 1Y Class Ve &Ae
S9kE o o Hee F X E o] Hda}

7‘(_

=2 Pt Class VI 90% o]/d9] Aba|7h WA

#A
4%
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Table 4. Activity and Chronicity Index (Austin, et al)

Index of activity (0-24) Index of chronicity (0-12)

Endocapillary hypercellularity (0-3) Sclerotic glomeruli 0-3)

Leukocyte infiltration (0--3) Fibrous crescents (0-3)

Subendothelial hyaline deposits (0-3) Tubular atrophy (0-3)

Fibrinoid necrosis/ karvorrhexis (0-3) > 2 Interstitial fibrosis (0-3)

Cellular crescents (0-3y =2

Interstitial inflammation (0-3)

A3hE oW dgAdo] dot A & FFolth Table 5. Morphologic Features of Henoch-Scho-
SLEGI A Alarol} thE Ar|ojA #abEi alqle lein Purpura and IgA Nephropathy

—T‘-X“~

Nt R (hematoxyphﬂ £ hematoxylin body)
FUe #AA v A Lol 1 ol py-
knotic and karyorrhectic debris® o]#3= #{H &
Auld o) A EAVE (apoptosis), thaEke] Wjs sl E
(subendothelial deposits)o] o] A9 “wire-loop”
lesion 5ol HolW ke LFo] Ak HAPHEH
A (IR AR o] s vekd dgassdyd
wae] #zte] Yeluiz “full-house” pattern® ©E
of Axtdv]d (EM)HAAM = 4% (linger print)
Fe 27 AdAeleta zkEe] ghev o W
el #H@AEo| At crvoglobuline]gkal o AX aL Q)
vl B3] R dgela] AltA ol W &
o] H‘ﬁ--’%’%’/] X“‘—"} (TBM), 4, Almikalele] 2AE
2 AAY "gag oeh JEhs s IF9E EMAA
2lth Tubuloreticular inclusions (TRD©]
AbFALE e A2
lum¢] dilated cisternae Wl &3] #@dA. ojH
A2 Gk APA] Adlel Awishut S At
A g W3l Fe]l o @A sivk a4
o] My B ARk YA o]l WE A)g v
2 o] Huke class IVelA el ghof
A wy A oAfFA A 344k FX
22dolA o %ol #ee]l 9jrk. WHO class [V
IVel 58 54 A4 (Activity Index, Al >7/24)
9} whAd =4 (Chronicity Index, CI >3/12),

o
AR FAAREE 9% A9 HE dea

Holl endoplasmic reticu-

A2

(o : thrombotic microangiopathy 53> polyangiitis)
Err Madkbad 8avh dE 39 Folth WHO
class TV 827} 51 A&£80] 60-80%2 7H B
g ol T zh=rha Ak, FHitel A S0l 90%
- ABHAL dEk WIEHet <26%), F

e 3 sdlebEld A, AE vl Fol e

2 Folxi 9l

Normal or essentially normal glomeruli

Diffuse mesangial hypercellularity

Focal and segmental glomerulonephritis

Diffuse proliferative intracapillary
glomerulonephritis-——MPGN pattern

Intracapillary and extracapillary glomerulonephritis

4714el o F7b hmrh 2 dgko] SLE #ate)

ol Abrgiele] gk A Agﬂ 27 EO2 #2e)
Aaast dFs A B oeng gAY
o] M3 A% (severity)st &4 E(activity)E #4138}
of Wy Mo 7]&3th (Table 4). 4% AFEL

Aol MEFH, 4FHAE A&, AL ivlet Wy A
#, vkl g e dagste Jéﬂdur g = A}’l
A7 AR v G, e 95 b AR

% ogvhgch Axe Bel AEXPos o,
FA= Bae ¥ E Hrhski=d olelzh Aok

2. Henoch-Schélein XHMHEE (H-S purpura)

[gA ¥ ZF3 H-S zpAukze] 4 Wies A8
o] vk Zwofoll &3] WAstH, Fabel Eairl AL
of vk 7 Fe wAFTh IgA AWEN UE
e HAAAd "3 (leukocytoclastic vasculitis)©]
A gy, v, AFE Adsin, dYEFEAR
£3 WBaAs #2Eg A% Aye Hxle of
20-100% 0 4] -*”-LP ddHow &3 g2 v

..\.,

4w Wnd B4 ARR, @Wur) ebid A
FEa wgol ek,

offl

LA AR ’\F'TL*“N%‘ o =
M (MPGN) 475 H} (Table 5). IF 3
AR [gAst C37F & ]'—t;’ °ﬂ AR
IgM ¥ Flbrmogen.ﬁ: A (+)oF

L+

T

Wl ezl LM SR el B4, 44wy
g o9 A AT
A

(+H++). 1gG,
vehdt EM
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4 E0Err 345 gA0HE FHen Eob
H A0 AAUET 22 AHYEAH (electron
dense, ED) #Zre] uedrh 7hE dFsiel= ED
Zzbo] gg=Th

3. MM A9 (Bacterial endocarditis)

Bacterial endocarditis® A3 & UElE AJF-A)
79 FAFgA e EgdA M AlFHE dF
A Adelth st Fxe] Pixel oy
gEsy, FAANYEFT £ S8R RPGN

23
rlo
X

e jo B o o'
oz
12
de
e
™M

ZHBAAAFANED  (focal and segmental
necrotizing GN)2.2 4% AL JHAFAAMEA]
AlE  (diffuse proliferative GN)T tThEe] wkgdab
(crescent)& Kol FAYPATHUE (RPGN)LE
Yehr| = gt

4. Goodpasture Y} SAIFH|7IMe &

(Anti-GBM disease)

2= Al AbAZ| Al gt 27HEA7E 3
Aol o AFANET HEEE frdle =E &
gholth [Mgo A ddel A7 wivigd 1-29 A
=, 259 AMAIAY (crescentic glomerulonephri-
tis, CGN)9] 10%E A e}

Welro] ol ArpHy HFolzt: AL 3bd
ARE dEjgovt A AZFAY ghgel osjA e
2 2E2rh Anti-GBM A7} #He] 2o Hgalx
b ghHE e dEsiyide FEA 9tk GBM
el gk T-cell vi7] WYo] W& Rl 4
sttt Type IV YA alpha 3 chaind U=
Goodpasture 398 FAMME &3} Goodpas-
ture A&AA A7M-3-A CD4+ T AE7F F7lshe
A7pEA QAR ZA7PEE B AEE =9Erh
det GBMo| A=A HsA (affinity)ol ®olr &
=g AL b2 A7MA &, anti-thyroideh
anti-neutrophil cytoplasmic autoantibodies?} &&
7% shoh dRpe] o) #Aste (809%), A 3
T 29Aolth, HZolste MEely #H EFol FAlol
veldtl, Goodpature 372 #l9} Algo] w3

%4 ﬂ%;%ﬂq

it

ypdes WAy mE A

2l i%‘ésé*é% Rolw, IF HAtell A IgGe+ C37F 41

oz AMse
$AE He]

Goodpasture

A Aol 83+ anti-GBM
A western blot& Al&3}
919] epitped type IV collagen®]
NC1 domain [NC1 domain of @3 (IV) collagen]l
AAsta dck

PEIG RS 99 5 oy A 2523
Hol¥E AFAAE (crescentic GN)-E& BHEY
oju} AN B HAIZ FrEsteol gt A
= Hedy AFFAAge] Zo] Yehd 4 9l
o AFES Etoof gt

@ Anti-GBM induced disease, @ 38 &9 &
#4, @ Wegener's $0}%%, @ IYs=22d8%
(cryoglobulinemia), ® HJAFHFEEZ2 (SLE), ®
penicillamine X%, @ Henoch-Schénlein A}Ayt&
ojuf Hel FE AFAAGE] TEH

® #HEF
}.
5. EaBM AIPHZME (Diabetic
glomerulosclerosis)
e #xle] HFI F A d¥yiurt Jehdr)
Az Agel e Aded geten te
g Ao HEE vepdoh © 22 A3 ugiee

=M e W et M5 (afferent & efferent arterioles)
oA X Jehdrh @ # $AE Q@ 7 T
A} (papillary necrosis); @ JxHA AM¢A A=
(diabetic glomerulosclerosis (GS): &, FHYALT-H|
A% (diffuse GS)# AEAFTFAZA S (nodular
GS); ® 4& 94 (insudative lesion)2 T-#3o},
Wl B ayels wllnrt dAste 71E
Batt Ak ol Agehx w2 GBM
type IV collagen} fibrinectin® =i} 3ol
=, proteoglycan heparan sulfate®] 4ol 7
c}, 1:]-13“1—7} BEAEL e 7K e BRYEh)
GBM & gl ATAoAges P
wao] HlgAA 28l (nonenzymatic g]ycosylanon)
o ojsiA &AWE FEU7|AHE (advanced glycosy-
lation end products)®] @#HEL] charged W3HA|
AX AFPAY] RS WA It ot TR
charge® sialic acid residues® ZA7} & model
A ME dojdt) o] A& albuminelyt BHEFEE
d 2e g3 ¥ A ] nonspecific trapping®] €]
v}k w3k 89849l W3}l (hemodynamic changes)
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2 AAderel 7hsle) AREA E7h Aol
olojq AbpAREE DAY F vk

el a7 RARBI AT GBM)E st g
U ogeas we gxdds Buee A uE
7b e ARERE @A GBM MFE &l
& 4 Aok Type | Fuolde meAs 34 § 2
ol A Azt b 7k SRreot Helx
PR E A

BT gy

|

o

Y

7438} (diffuse mesangial scler-
osis) 27%& &3 Hizd, BE €3ANRE71E we
uig ol chtet g FrhEch zrlele A
2o A3 F7HE ROl hRE oA FAc]
oFslAl Bl HHZHETE HolAWAM A7 A
o] Mt FAAH AFA A WA ol FobA| L

ool rAHT FRADEY sigdL PAS &
delrk, 8= ZEREE HeEbdTH

AAAT A 8E  (Nodular
= Kimmelstiel-Wilson disease+>
A zoldh o] Kimmelstiel & Wilsone] 7]
=3to] Kimmelstiel-Wilson Adoletax goh 24
GS+= AbAL Eahiel Avidk G99 mis o
om Agaele W e AT woln Fu

Fi= PAS %449l d4do] A},xﬂ A~ o
ks

glomerulosclerosis)
T} Wl o]] = o]
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A Lollagenoﬂ o gk mesangiumi’] HA °] 27
2 Ay "R #iolA FrkEAIT F
= type V collagen?t &= ]'5&5}. 238l A
ey mAaEd 282 g9 49 ok ol "ﬂ
& (mesangiolysis)@ {13 wlabAF 7]
ﬂéiﬂ (anchored) REAEY F o ZdE& RoA
ARA oz RG] WAHAH

'ol)ll&,o,‘l ta oﬂ‘.‘oﬁ’l}{)'(‘i?‘l
o2
—F tio
o

,‘10 2 on

et

N

i

f>‘ it

c:lo

(microaneurysm)
& ¥Aas | 244 R gl F9ele Ay
gk HANE AzE HAvk AEHe] 2% HiF
¥ FuEaA E3] vepdth w3 A4S 4 (in
sudative lesion)2 &9 “dFEA (fibrin cap)’+
AbAL sl ek GBM Aleled] ©@h¥ld FHAEE 9ol
W “capsular drop”® Bowman ¥ el F+ AH¥Y
frela 2oe] @ S oghuh. ATt A e
v Eob Alelz MR3hrt Bolw, QledAn wid &
EAgMY B 4 s Had dxde Ze5ye
7 WEh}= Armanni-Ebstein lesion® A¢l H7)
oj#tt IF #AAl A [gG9 albuminel i3 A4k

g #4 (linear staining)& HEo)= Heol £AIH o
= Bo hﬂ whgolgly] HrhE GBMO H|Eo|Hoz
Hiato g wolth Anti-GBM antibody disease$} T
93517] 98 “pseudolinear’@i% TEHFUL ojm=
anti-GBM antibody disease® Ut Z%7F A3tk
Az 7Aoo ¥)52stA IgGet Albumin®] linear
staining®] Yeh71E gl EMolAM & AFFEAl d@3
7Hel ggo] 72 A¥erid (ECM) B4 A3
Aozl ol ozl FAHeIAY Hdelth FRY
GBM¢| F7)& 300-400 nmld]l vl AaPd Iy
A AR EEd A 4000 nm (106D 7AR 2 F7
?l'q. GBMeo] &3] &4 (wrinkled or corrugat-

) H71% gl ol ERAstSl o AbTA Y
513’“‘* WEZ A% Aolth WEE PRy HEH
AR A x] EV|7} “’i‘-‘?—*ilﬁﬁ} Zog ZiE
o] GBM¥} WAl Ale]&2 Eo)7kA MPGN# fA}
& 7% ¥E8)h Capsular drop, fibrin cap A&
Ao S| AEWA (insudative lesion)
o] HHAHE Aow ED MHE wrke
FHoz 2

GIRZR=Y
6. FMEE (Amyloidosis)

o] FH %ﬁv‘i‘%‘ﬂ A A #HEE Bth

- 93 oy} veRvedl, E3] #at

= AE g¥ing Uehda, o 25%9] el AF

B ilf?.%}l} élﬁ‘_fg,% (azotemia) 2.5 H@3s},
Ayt

CEREE EIE R

B A LM obd2o]=9] A o] 27l da
{HRol A Al=hete] Hap minkd 38 Roli, BR
RAEAH oS s, RAEH el
ek ARFAIZE ARG FEEYE GHEY S$HoE
PAS §74d9 Ado] HRlrh zdste] AlAE Atk
7+ #2814 F (large hyaline balls)x g @t} o}d=E
|5 iabs AFEA] olefol]l a3 A%be] aleld
ZAo % H&Fec}t Congo red$}t thioflavin T |4
of gAdolrt Ak -Hr%i&q?f] E3& Congo red® ¢

[*

M3t FgMoe g Holi, olE HFHAWAsAM T
Zatn A% xEMow BEFH (apple green bire

fringence)S H®2Qtlh EM ZAPA opl2ol= MA}
7 o}

1= BAEA ¢Fi= 7= WdlEe] (8-12 nm in diam

-S 553 -
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eter) 5o} WIste] HEEI
AzZtoz wdH ofdRol= AAle] Aol s A
JHNEE Eo&8A Aeke A Zsic)h o8 #ehd
MM & A4E st 7)ot “spike”
Btk EMAAME oldRelze FHE 7HE <+
AT, [FHANE ofdRolme THE FE3bEd #
&3t & AA, ALY ik @4FEA A S oj&3)
W ¢ 9} 7 light chain, AA 59 A& Eo)slA
T A9 F2EUS A Ao nonspecific trap-
ping®] HiI, AL typedl M+ F2 y Jolt},

A4 27882 F2 504 olatelw of 2/37}
datolt), gdwo] 604 ojd oz 9 maEl: NEF

2% S A et

mgog

+o2 Jehd 10-15%7F amyloidosis?l 97}t
eornz Yzl sz s)or dir)

o]2t4 amyloidosis® W ASA AN acute
phase reactant serum amyloid®] amono terminal =
T8 AA 9ol Ao ogivt FuiEls BAHY,
DA vleFE =3l (chronic heroin addicts)”} &2
kB FYFE A, dFAAEE (inﬂarnmatory
bowel disease), 718X &FZE, HAHBFE FAA &
3ith. AL amyloidosisE 7H3 tiFE9] &xl= #Hy
2 d oldle] Y o & & Ktk Monoclonal light
chain® A4Hg #ZAste FFEHOR X85}
ghth, AA amyloidosisi= 9%10] Hi= 954 Ad

qa) Aol Bt aHEE APl WA
WHe Sdete 4B HEL TRIES = A

[*3

] % B_s}u}

7. AMEAN FE (Light chain deposition

disease, LCDD)

F29lo]2 Nonamylodotic monoclonal immunoglo-
bulin deposition disease, Nonamyloidotic light chain
deposition, light chain deposition nephropathy, light
chain nodular glomerulosclerosis $°] At

thy FEolt oE plasma cell dyscrasiaol
Al 5% AE BE =E @ Feltt 5Y$ mono-
clonal light chain®] <F 90%9 #xjellA Ao}
Aol WwAFD YH-EL intact « light chain®]
z7te] & &gt LCDDIA
kS 79 BlgE Aok 4:101AY ¢ =u}

Helad LCDDAA  AbAlel 31 das
AHR AAA Gy 284 AT AEEES] Kim-

v} « light chain

melstiel-Wilson 283} w9 FApeich A%, 73, o)
e, J5, Few Adch LMY AFAE A
A3 Zg PAS 44 22 o) ALFA BAEAY
of HIF i, AHAY AR o] R PAS
G A Fg Bk d4de FAFos £A3Y (ho
mogenous amorphous)$ 2%4& ¥tk Congo red
de FAdelth Ax# 7IAYE PAS 44 23
oz HEH I, 2 AL 9

& Ho|&= casts®=

AQHQ-EMN-4?ﬂﬂHﬂq—§%¥¥ aEgn A
¥ 71AEe] oy Zog EAAQ mgiale] HFH
o] Btk IFZAMNA ¢ light chainoll 3 ddo

2 kA HolT.

A1&¥> ¥F creatinine®] 4.0 mg/dLl #xpol A
cycled melpharan®} prednisone®] A17]%& <¢HAA|
71 At EZ“V“:}, 83 creatinine®] 4.0 mg/dL ¢}
Al A9 AR 82%clA 274l (ESRD)C

2 zdag%}

it

ﬂ

8. Y2 RER H# (Cryoglobulinemic
Disease)

PSR EHAE A 7 f¥e] dEA gl
Type [& g 717 dg8yd HASZEA (single
componnet of monoclonal immunoglobulin) 2.% ¥
o A, type IE F AFOE FAH ded,
monoclonal immunoglubulin®. 2= 7] IgM-« &
JEFE2A IgGel 93 rheumatoid activity® 7Fth
Type III+= mixed cryoglobulin® & antiglobulin
rheumatoid factor& X3 F 742 A& pEE
Aotk Type [& cryoglobulins® HZEZAA g
ol 4 uvepdth Type e AHLde “duy &£34%
WEZZEHUES (essential mixed cryoglobulinemia)”
2hal AJ2hek] L heparitis B virus #g3 Q@A ol
19773 F48E . 1 & 1989139l hepatitis C<
Aggdol deighch

HE4Ad: FE2 IgG-IgM EgAZ 7AD FEE
2EH (cryoglobulins)e] ztez mE dud &
atd (synovitis), 23 WA FHYZT AT AL A O]

gtk €Y g 2o gael Susts
2RAYZAAE HSAATANY (MPGN)OR 1}
Bhbe Z44 AFEAAYel tEdith LMol A A
FA AR Bggon meln, s weLs
FHNY Y 4R FeAd IBRRE &

-S 554 -
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F5o] Bl ¥A4d e PAS %A, Congo red &4
o] &gl AMFAEAEH el Boli GBMO]
oo % HolEd] o] HAE, FAUAEY I
A E2] interpositiono] &gt ZEA = ZAEAL
ZHxe] FAo8 NYPAE Ktk AR oA
“thrombi”t 1% AsteE 44 dilde] gejE]r}
kel A Belel 4zt 59 (interlobular arteries)
of 3k Azel Holrlx &, type IS A% &
#gol AAY TE AUeAE Bdvh [FA
mixed cryvoglobulinemic GN type IIeflAd+= IgG,
I[eM¥} complement (C3, Clq)7} %¥Adoltl. EMeilA
= omvkd el HFel uigste] 5o
Aete, il Hyoz sk AFAAE 74"
crystalline/fibrillar configuration& 713 7j&3#
E4de] #Hao] HRIt}y Type I fibrilolY tubule?]
ohat type II¥= tubular/crystalline F#%& Hol¥
ol o] A3 (tubules)& WH| A= spoke-like pro-
jectionZ 7} Y8R (annular)o]lt}h. Type IIo)A]

T Al# Rk (tubular configuration)& B & ok

al

9. Fibrillary and immunotactoid
glomerulonephritis

Fibrillary GN& EMolA d&4AF 22 (fibrillar
depositio] HezHR-e} AMFAl A Eyteo] Kol
Congo red @4l &4elth o HHAAR: 10 nm
21740l amyloidet YEA 20-30 nmel FAolv} A}
TA #AE LMY BHEAA AT (MPGN)# H]
S8t Adoln] IFA I1gG4st C3, ¢« and A 29
MeElzel H3o] WAtk #abs AF3Y, vt ¥
Ast A AR o] b

Immunotactoid glomerulopathy =

2

30-40 nm 4
ojel A M2 (microtubule)o] AbTEA|] W Aol 2=

Hy: ws =i Aglelt) =88k paraproteinit A}

TAo] GEFEA WIFZEHo] IEFE} (Table 6).

Hiuxte] weba] F dgo] TEHo A§3rie
st F Az Aot WAL ofr H wEw
21t} Hepatitis C virus ¢ B8t o % H 5

7&

10. Pauci-Immune [Anti-Neutrophil
Cytoplasmic Antibody (ANCA)-
Associated] Crescentic Necrotizing
Glomerulonephritis

whA AFEAIAY (crescentic GN, CGN) &
type IR S vk AFAANE  (Pauci-im-
mune crescentic GN)-& ¥hea ARFHAIge] 714
&3 f-¥olr}, “Pauci-immune”o]2 IF1} EMolA
H43 WoiR o] A=l uit ojujolry. ZalsH
4o @ Eold AFe] wWuo] () @u|AA chura ul
(

¢

microscopic polyangiitis, MPA), @ Wegener
HolEE @ Churg-Strauss £F7 (CSS), @ A%
of sl @Av1E A by FaA (renal limited
variant of microscopic polyangiitis)oll A #&# o},
Anti-GBM CGNolYt Immune complex CGNeoll H]
3l Pauci-immune CGN< H|3# o] % Al
AA v E3jh

ANCA AN AAele] wgd4
Wkl gxbe] ¥HES A sty 53%?‘2“]7%9_5& s
shi=dl, dAFBEA] AEHe] FE JAEE (cyto-
plasmic) C-ANCAY & proteinase 3 (PR3)%} wt
S8k HoR Wegener SoF5Z 22l 90%c°l A
FHoz whgsith vhd, dAF92 A5 (perinu-
clear) P-ANCAs* myeloperoxidase (MPO)ol Eo]

Hog

E #9 slidedl =

¥H8-35tal,  elastase$t lactoferrinel  minor
H2v}, P-ANCA+= MPA, CSS, “re-
nal limited” pauci-immune necrotizing GN &/or
systemic vasculitisellA ®& G ES JEH, &
9] SLE9 anti-GBM diseaseol*] ¥AH oz HII

specificity 2

Table 6. Summary of the Features of Amyloidosis, Fibrillary GN, and Immunotactoid Glomerulopathy

Characteristic Amyloid Fibrillary GN Immunotactoid glomerulopathy
Deposits structure Fibrillar Fibrillar Microtubules
Arrangement Random Random Parallel arrays
Diameter (nm) Average, 8-10 Average, 20 (15-30) Average, 40 (Range >30)
Component Various 1gG, C3 IgG, C3
Monoclonal AL amyloid Minority (10%) Majority {90%)

Light chain A> K & (monoclonal cases) K

Extrarenal deposits Majority of cases Rare Occasional




— g AR R Al 23 B2 A 235 2004 —

=ik

welad g F2OATA RAEH,
A& o8 2} Hlxé“—‘v‘% A }E 234 449 A4
HAYoE HWHEFA e
Aotk AlAe E4 <) %‘ © 44 ARt
(fibrinoid necrosis)& R.°l&
o] wwo] £@olzA A% 2
2Rt A Qi AbTAe BEE A AEFE
HolA Rl 2HEAY R RAGANSAESH ] 3
1% stk FAT9 Hfol A F9 o FdA
el =

1) Wegener R0IEZ

“RANFT L “FAH" el Wegener FolEF
(W@l slth Agdel Aes AFv 37zl
A KolEAd d%, 1A #HY A&, WA 2 F
AAute] dFH AAA AbTALAGeE Y@ =

T A3 Aol gle 497F Btk LM

rSL‘
i)

4 24 A4 SAYBRAE S43 A4 A
7 2 WUPHH FolEy FGFMgol B
H Beuud Fuol} Urde Hol: e
AR F @abol s S4oleh AAdr| A M E
We g = Al A
So] Holn AMAMEY F4F wAQ MA7h Bl

2) Ho|1dy il ﬁ-‘-"% (Microscopic
polyangiitis, MPA)

2uT wRgel ol 3718 MY F Ak A
Fol e 297 Sl AT FAY el

Holx AbgAle] 2d4 BdAYd BAIINEZ/EZAE
Be& ME FA7 BAHA AR Qs vk AR
Hagel Aol BT GA [FeF EMAA | &
Ao o] givh

3) Churg-Strauss syndrome

A (asthma) BHI} TATFUF] A At
A ZAF7E BRI A& SolgA dF 949
o] EAojt}, Ao HAHPE MPASH WGl B3] ¥
w3 Ausick. MPASE WG 598 JAbd E#9
7 HAR AFEAAGe A2AS Bol zhdslolof du)
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