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Up-to-date findings on infection-related glomerulonephritis
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JEAIE & LR IZFEIE T 2 R BRI L & LCid, &
TR R G5 B SR ERIAE 25 (acute post-streptococcal
glomerulonephritis : APSGN) 7% b { M5
7RFEIRBTH D APSGN 13— E DRI (P
10 HH) Z#&CaMRICRE L. BRABER T TIZ
BHEEELZEE L T 5 2 EA% v, ANEEIZET
FEL. FHRENAER L LTHSRTERY,

W 30 A TRGE I ) BROEFITKE %
ZALHI A S A, ol TI/NBH O BA T 7 BRI 7%
APSGN B 25i A LY. & BHE % £F ) S ik o 1&g
BERFEINL CE/ze 2D L) RIEFTIETHRIT
3L b BTl < B RISRER G DHE
THILLECHETHTHL Bz, EGH
% BR MK B 2% (infection related glomerulonephritis :
IRGN) EMFFEND L) I2hoTERY, T
FEHENTWLO0, HERFZ EOBRERZAT
BEEEIZBWTT RYERREBEEICHE > TALR
% IgA OiLHE =) SMRIRIRE KT, 1gA B
75 VR & g% B R BRAK T 25 (IgA dominant-infection
related glomerulonephritis : IgA-IRGN) & IFEEI55Y,

IRGN Z ED XY IZERLTED L) ZHEL T
RGO DL PIEHEmODH D LT AHTH DA, Nasr b
DFLHED (F21) \THE 2L, SHERGE % O 2R
BRARER 9 DI B i P SR BRAR T 2 (membranop—
roliferative glomerulonephritis : MPGN) @ — 5, ¥
(B 0 2 L IR B S TH B C3 B EY
R, EBEHIEE ¢ (Henoch-Schonlein purpura nephri-
tis: HSPN) O—#fb&INb b DL lbis,

RFEHEETH S APSGN I E—IIZFHRRIFCTH S
72OBARE L LTREHEINDA L TH o 72h%, i
filiti1 72 IgA-IRGN 7z (X2 PEENEIH (chronic kidney
disease : CKD) & L CHEFTT 5 2 &AL <, PiEA
BOZ LB, 512, REDOEIZL b
5ERIEAW L HHB L e FARIKIKE RO ZRIERT
TIANTS 5 L CHRM O - #E - BESRD 1Eo
&) L7ARERMEE K ThH D APSGN 13153 T BRI
WIFE R T & 5. T4 5 APSGN DFFERET
DRI, EGE & B L 725  ORERERBOFE
FERST I ORI 72 1) 9 B REMED D % o

AHTIEF A DR CBS- L T & 72 APSGN DO FEE
WIS 2HAZFHEL O BT, RADR
PEFRIE LT\ 2 {81 SR YL BE 3EF 7% (streptococcal-

PR 27 453 H 23 Hefh. P27 44 H 28 A

*—7— N EEREEBREERIRIATE 75 (acute post-streptococcal glomerulonephritis : APSGN) . J8 4% B L 5 ERfA B 4%
(infection related glomerulonephritis : IRGN) . nephritis-associated plasmin receptor (NAPIr) . IgA {77475 4 & GL Y H R B ik
4% (IgA dominant-infection related glomerulonephritis : IgA-IRGN) . C3 EiE
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1. BRIGER D HWVIIFERICS
(BRIR - BeAr i)
2. MERARMOET
. JGBH B OB NHEREYE - B R BRAR R 1
4. %ﬁ'ﬁﬁﬁii@ C3 dominant & L < & co-dominant Ff

5. BW O hump £ _ER T deposit DFFTE

ERC 5 HEH 3 HE DR & 72 9B
ik s. & hoeZ, 51H)

infection related nephritis : SIRN) & 9 &AL,
IgA-IRGN, C3 BEZR ERfRBEINTE 28 LW
BEMESICB L O ERRERH EOTROE NI
L BBROFEOHEE V) BSH» ST 5,

I. APSGN DEaFRZE

APSGN (&, EEHOEITEG:, BRPoD 512,
ZEROZIR, MR, FHE, SIEZR &, ST KIE
AR LU CRIET b0 IRATHRER & L CRIZL
BOFTRTH Y., EHRDIZITEFIZASND D,
—RICEETA 70— CERERZE2T 5 D1E 10%
DFTha, MEMAEICEL T4 L TROE
B R, APSGN DT 4] THA SN 5 MG
fkfii (CH50) O—@MAKT Th b, Hikls & L
TC3DWPHELL CAIFHEFEFETHL T EH
H.FE LTEIEHROBERE 2 6N Tnwh, 72,
TR & 1 O AR 72 22 52 %> C3 nephritic KD
FAEIZ X0 BRSO RIBHISE D3 5 B Tl KA
AT K OV = D IR R E 25 EME L. APSGN fk
WZHAE LR A5 C3 BHE & L CORRRE, AT
Rz 242 REESHRE SNER SR TW RO,
ZOMOMEAREIT R L LT, Jef79 5 7w kg
WZPEWHLA P L Z R P2 0 (ASO) A ML T
k¥ —+¥ (ASK) 7 &EDIMIEFH 7 {8 EAE 212
LR L. Ea 7)) JEMIIC g6, IgM 25
EED I DB DD, WH IgA IZIEHTH 5, i
B VT TV PREEEE %2 28BN TN
TH5HH, BUN O LEFIE LITLIERED 591 GFR X
EFLTWw5,

ANRBIORAE, SRR, BRERE & b I AL
BB CREBIZIEFILT 50 LA L ARASEIMN:
L H1T, RPT AR B RER AN B IL § 2 JE M A 2
AL, SO &9 ZEFIZB VT LIELIZHIE
Bl M OHMEEZ2EDO5 2 EPRRESINTW

P VNI I

3% Bam
52, F/2, THRYVZICBIT AEERE T
CKD D FAEICBI S L T 2 i geth AT & ¥,
EHIBICBII2F7RELTLIHALLLIIE R R
W, HLAZ L E S HIIMICIEFHEEBITH DL Z
EMD L BHEICKHT B IIHENICIT) . T 2D
LABICAE. Ko, EAOHIR, mruY) —%
HARE T 2 AFREERFERT 5 L &b ITRHREVR &
U EIA BN ) TIR 2 LIRB L NV 2 7
T AW, RE, SIEOREICEbE, V— TFH)
PRA, Ca¥EPisin &2 MEMH T 5. AMEISKT
B AT OA FR@EHEEOA IR S T»
RS, PHRIER AR D BT E 7 L2 n T
(e LN R (B2

II. APSGN DB RERMERF & RIEHF

APSGN 73 IR DA 5 2 DM E I X 1) A ER
BOBESNCRIET 5 2 S EMEN R <, HER
FIZEEINBEREEOFERE 22 WE . B RER
HRFZFRET S &1, kD AEW TEEZHE
Thb, BREFEICHIN ZOBEICHET 5% O
D ST E72D8, AR BEMENO UGS
RERMEANDILE 2 &5 5B BN 2 D Lo T
X725 1 DId streptococcal pyrogenic exotoxin B
(SPEB)Y'919 T %, SPEB |3 {A# H O B fky1 & 1
T, APSGN B H Ik i O Pt SPEB HLAMM A% L <
BETH A 2 &R, HIEPUAD T APSGN BE D%
IRARIZ SPEB 78 5RIZH 1 TH B 2 & % E3His &
T 5", SPEB OAIRENTORTEIZHEIC &
DEZL LS DODO—HIZ LT O deposit NIZBTET
5 & &N in situs B HVIZIEER I A THRIZEHE SR
IR LR OWEMHAL 2 &2 A L CREMAREE 2 &
RypLEZOENRTNDY,

—J. THEEDIL SPEB & 73 L8 L WERE RN
EHZEER AN 2O L. 22 BEICH
HE N TV 72 HTE O plasmin receptor (Plr) & [[]—
WETdHHZ EHHBH L 7272 ® nephritis-associated
plasmin receptor (NAPIr) & #4417 THs L7217,
Plr (378 @ GAPDH & [Fl—WE TH % Z &35
5NTHY . NAPI (I AR I BB IAFES 5
GAPDH L [Al—WE L HE 2 b b, BEIMEFH O
NAPIr #iLf&fifi % Western blotting THEHT L7z & 2 A%
iE 1o H AN O APSGN 38 T 92% IZFMETH D |
Z OYURME S B 72 % w EAGE R G E IR O
Yha— I BRLEZPICENMETH 72, & 512,
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%2 APSGN. Non-APSGN, 1IE#H I ¥ b o —)uiZ
BT 5 NAPIr D S ERAE~ D by A4

B R BRI A B 2 It O 1

Biopsy specimens  Onset to biopsy ~ Glomerular NAPIr (+)
APSGN 1-14 days 25/25 (100%)
15-30 days 11/18 (61%)
31-90 days 0/7 (0%)
Total 36/50 (72%)
Non-APSGN 4/100 (4%)
Normal kidneys 0/10 (0%)

(R 17. X e, 518D

7 FHUNAPIr U6 2 VER L APSGN E# R ERIE I
BT 5 NAPI FUR DJRIEZ T2 & & HFHER 1~
30 HOBH D 84%., FEER2HELAOEH T
100% 12 B\ CHREREANOILE DG S 7 (3
2)" F 72 plasmin 52 VA R & BV TR
M @ plasmin i 4 % in situ THH 3 % zymography
DML L. APSGN B3 O A AL & 34T L
72 & 2 A RERIRN O NAPIr i 74 EB 71X zymogra-
phy TIA%E & 15 plasmin {GHPERGPEERAL & 1213 —3K
LTWAIZENFHBHLE (MDY Ihbnb,
20 &) BREIERF 2 EEL TWhH EERRG
(2 & D iz BB L 72 NAPIr (3R ERIR I TR A5 L.
F 913 PIr & L T plasmin {5 PO RFFICHE = plasmin
2 X B RERKEEE % FE T 5, plasmin I3 HEE - [
PR IR#H 2 MV IR 2 0 L 9 B 72D 5RERIRNC
HERERL A Fy L 2REL, TO0ERENEZE
TS5, & 512 plasmin [ ZIXHER, #fF P ERZ 4
WL IEZ FET HMEHL SN THEY) APSGN T

i E:"l_a\;n'hinﬁ_ﬁﬂpmt.inin
X#k19. KYHWE. 51F)

1 R AR ERAE K (acute post-streptococcal
glomerulonephritis : APSGN) & B A Mokl e b
2 B 1} % nephritis-associated plasmin receptor (NAPIr)
(FITC : #%) MO plasmin {14 (in situ zymography : 7}
) Bettffo NAPIr DL/ S8 — 2 —F L Tiliv»
plasmin {HEA A S, Z OREPESIE plasmin #HIH T
& % aprotinin M2 5 Z L IZX N HET S,
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NAPIr DIFR MDA~ DFEA

\ 4

FHIRERBERAIA~NAPIr HGEEL. plasmin
EHCEEL-EASEETER

NAPIr

Plasmin

RENESECHE, M2 0EED REE
FEABLTERL “humps” ZBRTD

3 =
& ‘ ® PMN
Anum\ﬁlm%'% PlaSha
Mo protein
(3TWR20. kY E, 5IM)

2 NAPIr # 41 L 72 APSGN D% kR & (BES 2
L DA

&

~

-
c

HH N5 L\ IEM LSRRG DR 2 T2 B 5
T5. DWTHEHKRINZ S o TEK S5 JUkH 68
i d L CIRRATTREREERZER L., BHEI N
B TEDTCHE U 72 R ERIR IR R 2 il L C LR F IS
A L hump & 72 5%, NAPIr (2 341K O BIREE %
EEEAL T 2 RED 2 S NS I TR & i
BT 2bDEEZLNLD, ARIKKTIT TILHER
ERDOIERAZ b FRHARDTE L S AU R 28 &
SITHNES 5o S O SREREPNZ IS ER DA
Mo % CD4+ T MlfE DERE & & 12, HEhEM izt
Ji (proliferating cell nuclear antigen : PCNA) Fz{E®
PRI R0 A 4 > 7 i 7 EAEAEAIIE O BEGE &
Ao (K3A)%, NAPIr 126§ 2 M e s by
bRG LT LSRN 2 A5E 3 % & 0
LEZOND. —T7 HEWLAMINZ 2 5 OIBHIC
IR S RIRENTAHAON DL TR =2 ADH
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PONELE. 8\
C
12 ~ .
. Log (v) = 1.341-0.085x,
wp |, © PCNA+ cells — 12891, p=0.0001
\
\ ® TUNEL+ cells — pog 6"‘} = 0.585-0.032x,
s | \ B r=-0.76, p<0.01
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Days after onset

(Xm21. LYHE. 5IA)

3 A BEFHIO APSGN fER O PCNA Heffg (F%
PAS THYeth) o SHRERMRAIZIE, BN % T4 B0
AL (proliferating cell nuclear antigen : PCNA) 1k
DIFEBL AL E A DD,

B: F—#EBID TUNEL Jefff (X F V7Y — 85,
SERFRNIZ TUNEL Bt 7 R~ — o AR b 2 8
Hitb,

C: PCNA Pt smAilg & TUNEL Bt 7 R b — 2 A
Mg OFEREZE b, W & HIZFER NS < B IR
DI BN, WAHEAS, WIHMIZIZ AR TT AR b=
ZAHBDHE L . SERHICBWTIET R — ¥ ADME
fLcZ . HNEEOBEICEES T %,

H5aZz 615 (K 3B,C)% . plasmin {if 14 13
%755 APSGN HBE OFRH TR & T2 1% 7D
R D H 5 (M 4A,B)7,

APSGN OF HEEEWEHICH LT, Thbo
DEL B BEDRENT O L o 7229,
Z ® 2B L T Rodriguez-Tturbe & (& 5D L9
|2 NAPIr (&5 ERIRARE O NI A & plasmin {514 %
L CHEHEMIZ. SPEB I ZF1EME 2 H 3 5 720 K3k
AREF OIMAL, ER T CRIEBHARZIERT 52 &
2 &) RIS E AL T BIOERRLA & SR ERIRRE
EIZHA LTGS2 & W) IEN T 2 R
WA L2 LA L7ZeA 5 SPEB il % 2§ 5
Batsford 554 2> 5 #7L SPEB $itfh % 43 G-\ 7272 %, [H]

B3k Ham

A.
e
P 5 1
z
T 4
=
EC 31
w o,
Z &
e= 2]
]
]
= 11
.
0 - : T
Normal IgAN APSGN
*p<0.01 vs. Normal, tp < 0.01 vs, IgAN
B.

urine samples

Relative plasmin activity

APSGN

Normal IgAN

*p <0.01 vs Normal

(3THR23. &YkZE. 51A)

X4 A:fits # (Normal). IgA B JE (IgAN) H & K O
APSGN EH R H O plasmin {5 (R 27 L7 F =~
IR CHIIE)
*p <0.01 vs. Normal, T p <0.01 vs. IgAN
B: & % % (Normal). IgA & JiE (IgAN) & K O
APSGN B # RO casein gel zymography f#HT. 80 kD @
band 7% plasmin {4 % 7R3 o
*p <0.01 vs. Normal

—OPufk - JiEE% F\vC APSGN B E Bk O —E
gefar L7 & 2 A, PHSHI NAPIr & SPEB (&
(ZIZ AR O distribution THRERMKIZIEE L Twb 2
ERHBHLZ (K6, oz enrb, Fald
SPEB & NAPIr (B DA SAEH T 5 DIF TldZe
{'\ SPEB-NAPIr-plasmin ® 3 % 1% complex % & &
UL L CHERERICHG L TWws D LER T
%o

. AEEBERAEEAR (SIRN)

NAPIr D 5RERIEANDILHE (MO SRERA BB & B 5
MZEZY . B APSGN TIHEICHEERTH LT 2
E 5. NAPIr OFL#k G ld APSGN DT 12 A H
Thbo LMLV EHOIER %S 54T,
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Mephritogenic streptococcus
z5peB/SpeB

Nephritogenic streptococcus
GAPDH (NAPIr)

Mesangial and GBM binding Anti-zSeB/SpeB antibodies

Plasmin entrapme;
and sustained adiuTy (SpeB-antiSpeB)
Inflammatory reactivity (PMN,Mo) 2SpeB, SpeB
degradation of GBM anti-SpeB

le pentration through damaged GEM Circulating (SpeB-antiSpeB) depostion

l and in situ SpeB-antiSpeB formation

| Immune complex-mediated glomerulonephrilis |

(3CHR16. KYKE. 31/)

5 streptococcal pyrogenic exotoxin B (SPEB) & NAPIr %

I L7z APSGN D EREEEHET  (Rodriguez-Tturbe &
12 & B ARG

(3CMR26. KYHE. 51H)

6 APSGN BEEAMHIMKIZB1) % SPEB (FITC : #%) &
NAPIr (Alexa Fluor 594 : 7%) DO H Y05, Merge 1%
TIRFIZHB L 2R DD Do

NAPIr {L7 - plasmin {% %25 APSGN LLAHIZ B Dense
deposit i (DDD)?"® % C3 % Ek & & % (C3
glomerulonephritis : C3-GN)* 3 72 b % C3 B iE R,
HSPN 7 &, M RERRETHALNS Z &
HHLTE72e INHIEMIZBWTH NAPIr L&
EBAL & plasmin {HED B EFALIZIZIZ—F L TEB Y,
FDOYA N — 75 1E APSGN & D HIN I AT fE
Tholze SHIZTNHIEF ORI MBE AT
ASO. ASK @ E5- % v, SRERIR I N gE
B A SN, BETI EETREDERO LR E
WO H H Z EAHHLTE e TNHDZ
Enb, FAld C3EAE. HSPN 72 & DOHER] O —H
R &S 12 X 0 NAPIe 255 ERAR 1208 % L plas-
min &7 % A U CRERBIFZE AT S NWEIET 5 —
WAHETLHIIOEEZ, 2O L) hREL
APSGN b & T SIRN T 52 & 2B LT
W32, ZORBIEEICHE L CHBMHTREE

(N ML s U IETN
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P72 550, NAPIr 2851372 U CE e 720 IR R 2
DbOBOMPE V)M TH 5o NAPIr (FIE IR 72
LB HEER O GAPDH L [A—WETH ), flixH
2 CERMIZER L SEMEE TRV RERD Y — %
HT AU REMDREZ 5N 5, fiE-> T, JLNAPIr it
PRI DIV O HEAE O GAPDH (2 b %8 3RS % 7%
T REMEA R V. RO COILEED T
b, FEEE, Mo RO GAPDH I2 BT b
plasmin (ogen) #&EIHMELHE SN Twa2, &
NEDOZ LG, MORMEIZL S IRGN IZBWTYH
HERRIZ GAPDH D475 & plasmin {H1ED A H L5
WHEMEDE Z BN D, T OHEEEDSIE LT SIRN
EVI)AFRIZIEL K &L LA K DIE < NAPIr
Pt AR BRIRE 26, L < 1 plasmin {574 BE 3 AR BR 1K
HREMFEREXT, IRGNOEEL—A% 2T LD
E#EZ Do

R DIE WV & D IRGN DIFIE :
IgA-IRGN & &

IV.

[

IRGN DFEATIEG L L C, HEHBRE - 7 N7 BRIE -
i Bk - MR E 2 EOMIBE. 7SVE - A b2
AU -EB- WS - MiEREDT 4 VA, FOM~
17X ELHREREIHRESI N TS
AN, PEATIEGE D EZ X o T IRGN DIFIEH A 12
BhbIEPHLNTNS,

E VAT 4 VA B19 (HPV-B19) (IR AL
PEDHK Y 4 VAL LTHISNSDS, I IRGN O
FRELTHER SN TS, HPV-B19-IRGN
. LIS L LIS UISKIEE - PP s S 1,
I Ff M (X APSGN & 5272 1) C3 DA T < C4
HIMED Z &%\, BEIL APSGN [Z IR L 4 fi%
ICIETH B o MURRFT R OFFRIT HEPTARE: T C3
PAMZIgM R 1gG 2 &b LIZLIZRMETH 5 2 &
B CEETHELEWPINE T EEICALNS
HTHAH, it 4 1L, HPV-B19 FEHhs 4 £ DL E
ORI D7 o Tk L. ARHIARIMAE . FRAT 8
AR L7 E B B L CB A MR (S & FEAERE & 4
RO 2 b7z o THRE L 2 72 MERFTRIZ. )
A AR A TR AN O BRI 2 1 5 SR ek
KRB REROMIME 7 2 LTz, R H oA
RTIE AT > L858 - fREEo ZHE L2 &
MPGN DO MIKEN L BT A SN Thbb
H—D A WA TH - TH, BEMMoREIC
X0 B 5K R AR ERE B L&D S
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MPGN fOFT RANEZED ) 5 5 2 L ZRTIERT
é)of:”)o

—J IS, TR BRI TA
PR JERE R C 8 AE L IMIE# AT DA % PV HL A
FIZ TgA TR & B O B BB MR BRI 2210
IgA-IRGN & K IIN MR EREE ROHR & L T
WREREIZ 7 > T\ b, IgA-IRGN I EH#E 124 < |
FER LI LIZATEARLEZ S/ L TBYEETDH
5Y, JBE - EFHFT R APSGN IZHEBLLTH Y.
ZARIFPEREE ) NG T E L. BET
[Zhump b A 5N 5. LA LEGHAETIE C3 D
M2 TgA DI IERE ZE D o ARB BT RITIRIE S
NTELHLWBEETH D, Koyama 512 K > TH
5 72 MRSA G 4R BRI 4250 & o Rl <
IgA BHE & ORI L 72 % & [AIFIZ IgA BHED
FAIEREF I L CORBICE G BIRIEVER L W
%o

V. BEDODREFHNERICLIRENDEL:
C3 BIE

T8 FEOBIRN - BREMN 2 ZERIZ X 2 REFN 2T
BOEVIFRLT 2HEMICHEY S 25 L L LICH
FEDORIEIZHHETHLDEEZ OND, EIfilin
7205, TEESMAGIHEAOBEN LR S X
) BB ORISR E % b OERI T, EEE RS
o THIE L 72 BMEARIRIEE KOG T 5 2 £ 7% <
BIEL C3 BENCHERET L RESIRE S Tw
B0, C3BE L 1F, fERMPGN & LT—#E&h
TWREHN S, BRI CREME~ DR 7
07 YOkEZITEAEROT C3OARDEN
LA R RT &) FE GRS ) HEh
72H L WIEEMATH Y. DDD & C3-GN % &8,
MIE Ttz K H 12, —5 D C3BFREICB W T
FHRERIR N~ @ NAPIr ik 75 . plasmin % 14 25 APSGN
FEBI L FAED /Sy — 2 THALNTY | C3BRED %
AT RGN & 7 o THRIET B —HEVFAE
T5HILEDHMREEI NG,

C3 BIEDHREM SN E 7251 L T
ZEHHD ., BRI KD B EYE 7 RIS ISE
L EOR D720 BIET 5 IRATREE % &0 X
NIRRT B ERHmODH DL EZATH D, Thb
LR & ORGIEDNFIEICBE G- L7z C3 BE L
LCEBZWET &, MR EAERTA
PEREREEROERIE LTE S 2 IHE? LD

£ B3k Ham

Ul
s

BoE e INFTRIL TEZDIIIIED M) A —
2% 5 BAHEHRIIHRE L TV B2 2 hb 5T,
HEORRELER WAHEEFORE) 2L 0E
TN TORKMAKEERT (FFE ARG 255
Bt B 7O BRI L L ERIARIEIE L CL E
VIRV TH DA —H CTHRFEICBIRT 2 EGE
B E2IIHEY B IERR T 2 720108 RS B
IELTLEILED H D, HIEHTRA L 72 HPV-
B19-IRGN fliZ F 122D X 9 HERIT, A
TR 5139 D HPV-BI9 D7 A L DBE S
ADBERD DG BHRAN TR ke L
I35 W 1gM BUBUARAT O Fife, AR RIAE., B 20
PRI RO BIE 7 EASEIER S 7z
EOIEEOTEFROE NI FA—EETH- T
HILK S N2 ARERAIRZNT K & e 25054 U 4 1T R
PEx RIS % BRI WIERI RS 2 /05 5. — Bl
A DHREBR L7 16 BB TH 2o HHEREGD
%, EABOBREZ R CEEOREHR ) &
AL THSE, C3 AR MLl Al DA T =0 JR 5
HWHT R EDMRAE I GO A TIEEAL L 72888
R, BAEMOEG CENBMEE X)) - Hohuk
% (C3 D AJERIREGYE) 7 £ 2051 APSGN 23
ZHNT2AVEBETIEN 7 ®Z & { MPGN (C3-GN)
b HE LW T D deposit DA % 788 FFZ
TOWEWIELEOLRD o720 T bbb EEE %
BRCTLUWEOTWRICL > TIWBICER R LT
LA % D 2 vy MPGN (C3-GN) ([ZHBLL 723 W
MR T deposit # 72 L 9 5 Z & &RIRIET 5 EH]

_EM 5000

(X#k38. £YRE, 51/

7 WEE 7 WP F R L 72 APSGN B E B A AL e
APSGN |[ZH¥# 972 FRZ T @ deposit 13 H L3, R
UM R B SR BRI S 0 W] 2 deposit 25 A
Y
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Tdh-72% o RENIHRER 2 ERO A TREEIER
Lt%%ﬁu#%mmmk%%m:$wtt#\
L) 5 BRAT B & AR BCRE O A h S 1 APSGN &
C3-GN (MPGN) & @fﬁﬁ iR O CHEETH 5,
Heptinstall O EIFHFAEF IS FROGLE 2D ) . EF
RAE A FEAIC 7 4 1 — u:chE AR 720 Tl
JRHLEE CTdH > TH APSGN & MPGN 0§ Bl A3 AR 1]
RERFEGIA D 5 Z EH T E N TV 5
Pathology of the Kidney, 6™ Ed. Vol 1, p 357)o & 512
ARG B & 7% B D 7% APSGN B TH > C
b MFERAMOIEELIZ 10 7 L E & v BHIH
L IEGF S SN TB P, APSGN &
C3-GN (MPGN) ORI FEIIERRIT R % HbE T
LEEL W DB D, —F Long HlIE, 66 DT N
v BRI R AE B E 12 A S 172 [gA-IRGN I2B W T,
A EFEL L 72 BB T oA % D 7 v MPGN
FeDZFE L\ WNFE T deposit % 7280 72 EH % ik L T
WY 640)0

(Heptinstall’s

B b

IRGN (&, JERGE &\ ) SR DB S5k L CREIR
B - MR FICED X ) BB EG2H DD, TD
D, MR OE N, FEEOEFOE, JHHDE
w&&biof EDENIEDLDLOH), Lotz
FUCE L CHEELRHEREZ ML T2 BEREE
LWz B, 4 1d APSGN OB RERER T & 2D
FIEREF 783K L C & 7225, 2 OfENTIL APSGN O
FEREREE 1L 1) Tld 7% < IRGN &f%IZBIFRT 28T L
WEMAEARDDOH D, L LAV HEHMEHTN
ET—<RHLREINTEBY ., I OHEY fif
L APSGN ORERFOEFEZHONIT L L
75, IRGN & BT EMEARIRAKE i D FEIER
Fe R OZERE T & 70 5 2 & 2R L 72\,

X 73

1) HEETT. BHEE  SWRIRMEE SR B,
RFTWA AR 56 CRINEM, RERE &
M) 3-30, BlEE (RE0 1995

2)  RHEE, AR, T, HEET.
REASHE AR« VA RIS R SR ERIR T g0 BT
HARRRR BOUEEmeE (F20) T s
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