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We experienced a rare case of membranous glomerulopathy (MN) with myeloperoxidase antineutrophil cyto-
plasmic antibody (MPO-ANCA) -associated glomerulonephritis. A 79-year-old woman was admitted to our hos-
pital because of pyrexia, microscopic hematuria, massive proteinuria and positive MPO-ANCA on June, 2007.
We diagnosed her as MPO-ANCA-associated vasculitis accompanied by nephrotic syndrome. Intravenous meth-
ylprednisolone sodium succinate (500 mg/day for three days) therapy and oral prednisolone (40 mg/day)
improved her fever, hematuria, serum CRP and MPO-ANCA titer. Renal biopsy was performed and light micro-
scopic examination of a renal biopsy specimen containing 21 glomeruli revealed global sclerosis in 3 and thick-
ened basement membrane in 18 of the glomeruli. Fibrocellular crescents were found in 2 and segmental necro-
sis in 1. Immunofluorescence microscopy showed granular staining with IgG and C3 along the capillary walls.
Electron microscopic examination disclosed subepithelial dense deposits in the thickened glomerular basement
membrane. To investigate the pathogenesis of MN, IgG subclass was examined by means of immunofluores-
cence microscopy. IgG1 and IgG4 were deposited on the glomerular capillary walls, which suggested secondary
MN. However, this patient refused to take any medicines and had no disease such as infection or cancer which
cause secondary MN. MPO staining was performed to investigate the relation of MPO-anti-MPO antibody
immune complex in the pathogenesis of MN. The results showed only a few MPO-positive cells in the glom-
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eruli and MPO stains on the glomerular capillary walls near the MPO-positive cells. These findings suggested
that the patient had MPO-ANCA-associated glomerulonephritis superimposed on idiopathic MN.
In the case of nephrotic syndrome with MPO-ANCA, we should consider the coexistence of other types of

glomerulonephritis, especially MN.
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ANCA B3 28 13 M3 Hh (2 B vh BR A e B B4 (anti-
neutrophil cytoplasmic antibody : ANCA) 25588 5 11, ANCA
DIIEICBG L Tw3 EEZLNTREHERTH 5,
ANCA BB R OB T, SO REIcB W T, %
7a 7 O OMEEE L LIFIEEAERD 6N
72> pauci-immune B OBIEMEE H AR R 2 2T 5,
7, HAREZRTZZL1EH DD, 7 u—UiERlEz
B3I LIEMTH S, —I7T, MREEE LB RERA LR
BE LR DIEE A RIS L iRk tic k h Bl n
DBIBTH % BRVEEAE O Bk, HOLTIUARICR LT,
IgG B L O C3 DO F AN ICHREREE 130 > CTHEALR IS
L, 70 —¥iERElz 5292 2 L% 0,

Slb b atiE, myeloperoxidase (MPO) IZ 513 % ANCA
(MPO-ANCA) Bt D % 7 v — BHEMERE & 5 U 72 B B
D 1Bz L 7o, REEGHREERTH 5 BERHEIC
ANCA B E R Z&0FT 2 2 LiIdfmTh D, HELIEH
b, JNEZL & THRE T %,
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BEAERE : o4 Jiilis IS B R, BEIRINZ: L, HIE R e L

RREE © 2006 4F 4 H ¥ COMEEZEICIE, RIET T RE
RSN L x0T, 2007 4E 5 HE X D 38°CH
DFEE TIROREEZ AR L 72, EEEZZZ L, CRP 16
mg/dL L EETH Y, BYSE» RO YU EVE OB G %2Z
J7eo U USEIREGE 75 <, S0, RBRAOR B L 72,
BH, RACHOCEAR, BEEENINKZ EiE, 18
M, Vv~ FELHBHREOZKT7TL F=yar s
mg/ HDPIE S 7, Lo LIEIRSGER T, CRP Sl I3FE
#it L, MPO-ANCA 194 U/mL (Binding Site #I: %! MPO-
ANCA 8 @ BEMEfH<9.0U/mL) & HifEZ R 0 7272 0,

MPO-ANCA BHHLINE R 8 b i, 6 H A4 RHI LR &
otz

ABRBFIRAE © &R 153 cm, R 45.4 kg Upalifoh A Tk
HI A L), I 120/68 mmHg, JR#A 96 [0]/43 - %, {4k
i 37.6°C, RAkIEIH, ®bhze L, BAIEEZR L, BBil,
i NI E W 2R R 7o, IREERE I = e <, IRBR
KO FIMP EIE % B0 o fz, D - BlCEES LR 7%
Lo MEERPH - BRCURENE RAF, iz L, &2 b
WL T RERE 2, WHERTORD Bd o7,

ABRBIRERMER © Table 1278 T X 9 IS KM UM A Mk %L
14,000/uL & ERL, ~EZBRE Y 74¢/dL & EY A
RO, AR TIFREN 5.0g/dL, TV T7 IV 1.8
g/dL EFHIRT LT, MIEREEFE L 18.9 mg/dL,
JL7F=vIF06mg/dL TH-7z, I L AT H—)E
Ik 228 mg/dL £ RLEMETH o7, F7z, AEIFREME X
333 mg/dL, HbA, 7.7 % & EMETH > 7, IRIRETIEZE
DEARGI g/ H) 2D, RILETIE 1 HEFICE D%
BRARVEIMIR, % & OERIFA: 2589 72, CRP 13 7.2 mg/dL,
MPO-ANCA % 425 EU (Nipro 1% MPO-ANCA {3 : &
HEAH <20 EU) & HfECH - 72, PORBRIBILRIYTAE, Yk
Pifk, YLDNA YUk, 7V A 7v 7Y vidwdnd gtk
Hote, Abilks, K X G H TR REEY2RO T,
AR CIXE OIEE X O A RICREHT R Z R 7%
"o,

LRABRBZE : + 70— XIEMEEEZ > 72 MPO-
ANCA By o BEBEERY 2 F6 114 28 (microscopic polyangitis
MPA) E#ZWi L, Fig. 1 IZR"T X ICABRERH X EIERE
2784 R OLAEE(XF AL 7L K=Y a Y 500 mg/
H, 3 HiEERHRS) 217, %k 7L F=var ¥ (PSL)
40mg/HZBIB L 72, ZHUC X DIRENL, WiEiddss, %
72 MPO-ANCA (3T L, M/RIZIHAD, CRP b FEikfL L 72,
L LEARZIEYT 28 1~2g/HRESEF L, T
FIEOWEIZAS N D>z, TDO AR 10 HE
AW AT L 7o BAEMTERIS 7R ER IR 1E 21 T, 3
il D LBk 1c iR L 2 B 7, D 18 o RERkikT
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Table Labaratory data on admission

Peripheral blood T-Bil 0.4 mg/dL Serology
WBC 14,000/ L AST 151U/L CRP 7.2 mg/dL
Band 25 % ALT 14 1U/L MPO-ANCA 425 EU
Seg 90.5 % LDH 185 1U/L PR3-ANCA <10EU
Eo 20% T-Cho 228 mg/dL Anti-GBM antibody <10 EU
Mono 25% TG 150 mg/dL Anti-nuclear antibody X 40
Lym 2.5 % FBS 333 mg/dL Anti-DNA antibody 2.3 1U/mL
RBC 253x10%/uL HbA,, 7.7 % I9G 1,385 mg/dL
Hb 7.4 g/dL IgA 202 mg/dL
Ht 26.0%  Urinalysis IgM 119 mg/dL
Plts 23.9%x10%/uL pH 7.5 C3 108 mg/dL
Blood chemistry Protein (3+) C4 17 mg/dL
TP 5.0g/dL Protein 5.3 g/day CH50 43.6 U/mL
Alb 1.8 g/dL Occult blood 3+) Cryoglobulin (=)
UN 18.9 mg/dL Glucose (4+) RF 182 IU/mL
Cr 0.6 mg/dL Sediment
Na 136 mmol/L Red blood cells >100/HPF  Chest X-P
K 4.0 mmol/L White blood cells  0~19/HPF no abnormality
Cl 100 mmol/L Epithelial cells 10~19/HPF
Ca 7.2 mg/dL Granular casts 10~19/WF  Ultrasonography
iP 1.6 mg/dL Waxy casts 1~4/WF Kidney no abnormality
UA 3.8 mg/dL 24hCer 79.5 L/day
w5, 500 g 3 “l L e - D SRERAE TSI Hi PR B AR 2 %2 3R
] i X -3
— :JI_;JWH-L—E T e &, 2 1’@7ﬁ‘f3ﬁfzm:_?oblf 0i%§%ﬁ%ﬂﬂj‘]
S L L TR T D HETEK Z RS 7, Fig. 3a 1T/
E2ema GRS B B By T T e e & ICHOEHUALE TR, SRERIAGRI
oigia . BEIZI > T 1eG & X O C3 O ERLIRIL
MIPC-ANGA 1L &5E1 1621 EOELI B, 1gG ¥ 77 7 ARETIE
e e w— 6 et IeG1 (Fig. 3b) & IgG4 (Fig. 3¢) 283t 12
ERP{mgddL) —— W Th o7, F/ Fig 4 IR T X
Urirmiry prosesndp dag | B L TN, . )
0 i U2, T BB L TIEORIR IR B R
- dilimcigli e B> M & S B b % IS dense
16

deposit Z D 7z,

DI o BT 2 5, B HEK
2o 72, EMEEOE () & 2L 72,
. Z D%, WEMEEEIC K LT PSL 40
L R o) ; mg/ HWIRZ fikfe, S STV
o m:_;_-:a : u.-ﬁ:; ; ‘: |:| - : ke == mﬁ;— v 20mg/ HZHFM L7, ABEES 19

o H I BEBERAV IR 2 L, ABESE

- . Flg 1. Clinical cou-rse . . . D FEHICIEELIRDEELL 72, D
SBT/ABPC : sulbactam/ampicillin, MPO-ANCA : myeloperoixidase-anti-neutrophil e
7-® PSL % 30 mg/ HIZJ& &, MPO-

cytoplasmic antibody, PSL : prednisolone, m-PSL : methyl prednisolone
ANCA 3 60EU ¥ T{XF LiRBE &

FOE ANEDREEEDNIE & spike TR Z R &, WHEF S sote, wEt, BHEEEIXIERTH D, oBEWROAH
PHMEL Twie, EIZERIICHRHE L 2580, HERE FEED Ietp o fe, FEEREZ 5] SHE 2 JIGE, S
R SGEMBERIEZ 5> T, Fig. 2 IR X912, 1d OBG, EHEEOAH S A Sk o7, FERFEZED
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4Fig. 2. Light micrograph

a : Segmental necrosis (1<) and spike formation
(299) (PAM stain, X 400)

b : Fibrocellular crescent formation (PAM stain, X
400)

VFig.3. Immunofluorescent microscopy
/ a. Granular deposition of IgG along the glomeru-
f: lar capillary walls ( X 400)
b. Granular deposition of IgG1 along the glom-
erular capillary walls ( X 200)
c. Granular deposition of IgG4 along the glom-
erular capillary walls (X 400)

Fig. 4. Electron microscopy Fig. 5. Light micrograph showing MPO-staining
Electron microscopic finding showing subepithelial dense deposits in the in the glomerulus
thickened glomerular besement membrane. ( X 12,000) MPO-positive cell (19). MPO staining along the
T :electron dense deposit, GBM : glomerular basement membrane, glomerular capillary wall (2) near the MPO-posi-

Ep : epithelial cell, US : urinary space, Ed : endothelial cell tive cells.
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T IR M IRIE 2 58037, F 7 BT Wb b BERRA
& 25 RIREREED S ko, Z D MPO-
ANCA 13[&:( L PSL 12.5 mg/ H & Tk L 72,

B, ARHITIERERIAD MPO Ytttz TRl HIETIT W,
SRERIEN MPO [ PERIIE & FREFEED MPO JRIFED A i IC >
VTR L 72, MPO B oIS, 9 —R¥ifke LT
Rabbit anti-human myeloperoxidase (Dako Cytomation, Den-
mark) %, X¥i& & L T Biotinylated goat anti-rabbit immu-
noglobulin(=F L 4 N4 A% 4 =V A, HA)ZMH\», st
et Hematoxylin 2 W TR ez 75 723, 2 Dff
F MPO Rt Tld, BIZETE 7 10 HDRERED S L 6
IZ, Fig. 5 12T & 9 124 %o MPO B D JRTE, & &
O MPO BRI 65 O SR ERA R EE D —FBIC MPO Btk
Fiiziol,

z =

AENE, TEOREE, FHAEAK, KEAIE &aL
AT 0 —)VIMIER X OB AR CIEERE D Rz 8o 72 2
XD, 27 u—XlEREE R L RERETHh o, —
Ji, JEEN, fidE, CRP Ftk, MPO-ANCA ik, ¥ X O'BH
MEIIMIR, EARZRD - L, Ao
REREBE RO RERD -2 L, 72, BKRM L T5E
ODAZEFERE 2RO ol % E LD, MPO-
ANCA BG1ED MPA 23k b4 2 5 iz,

AT ERE O T RSNz, BIFEYE 2 H IR %
ATz, 7, RBRkED MPO Yt T 10 D SKEBRkAD
25 6 fHDARERIEIC MPO FrtEflld D JR{E 2589, S 612
Z DI D A ERRRERBE 12 MPO B ERT L2 38 72, IgA
T 8 VA TR R Gt D SR BRAR IS 28 TR BRI 12 MPO Btk
DRI A& & 1 5 23, {REEEND MPO WA IFAD &
Nnzpnt? o Zhucxi LT, MPO-ANCA BB 4 Tl 41
& b MPO BHHEMINEANZ L, 2 DULEE D SR ERA R 12
MPO DILHE DD SN2 EHE I N T2, Ko
MPO FEflEE & O MPO D JRJTEIX, MPO-ANCA BHHIE
RTRD LML I L Tk, 51, A7uAf F
BRI K D ANCA HiiAlioME T 3 2 1A v BEIERAY R
X L 7, PR ROE T3 % B o BERET Y LR 2 H AR
BERDLZERHTHL, INH6DIE XY, KplE
PEEFREIC ANCA BB RIGHF L7 L F 2 ST,

ANCA (3, 1982 4EIZ Davies 5512 & o Ttk e %
BRKE 2 0 BF M Icf) o CRHE S 47z, ANCA B
BRD R THHEIZS V> MPO-ANCA BIEME %1%, F

g 642 ik &g IC % <, BB 113 LRk
%\, K970 By ETES TR BRIR B SERE R (rapidly pro-
gressive glomerulonephritis : RPGN) % £33, FRAT (3
MERIMER (3058 T, BREMBEOHBIZ M 23, EAIR
EBE~TEETH 2 2 L%, 270 —YiEREHEZ 2T
52 LI 1.6%EIERICTETH 25, BHIFITIE, ek
TIFBIREARIRAE 282 HIRER Z2 80 2 B103% 48t
UL T, SRERRICEN R fE 7 a 7Y v itk
D7\ pauci-immune B TH 5, —H T, RIEEEIX 40~
50 IRARDABIEICS <, 70~80 % T+ 7 0 —LhEER %
Y27, BT R, AR T RERE RIS D IS,
spike B %2 0 5 . HOLHUERIETIE 1eG 8 L O C3 DIRHER
BENDOFFRCRILE 2 B0 5, B FHMEIT R TIX, dense
deposit 23 L FIc O F AtEICEIZmEN2), 2oL kD,
KD 27 v —LIEGERE, BREBEIC X > T &R &
NrfEERsEwEE LoD,

ANCA PHHE RICHREHOBRIOBREZGIT2 2 &
IWTH 203, AR, BEMEEE, IgA BRED GG S
NTLBYY bbN DALY, HHIMEZ Rk
ANCA BIHIE 2 & IR BHE O SO Iz AP %2 G0 T, Zh
T 28 BIDSHG 4L TV ZBI0INI6IS0) by 17
11 ERRHMEICE S, FEERIX 60.7 K TdH > 7z, ANCA
DY T E A TN, MEAOCHAIC X B E T b
18 #5110 5T P-ANCA P51, 8 #5lC C-ANCA BT dh -
7. ELISA I X 2 #5237 S 7z 18 Tl 16 {123 MPO-
ANCA Btk Th o7z, %7 v —BhiEfERE % 2 L T il
1 14 61(14/28 1 50 %) TdH > 72, 28 Bl FHIL, 12 H(12/
28 1 43 %) DIRBEREIZSGE L TEB D, 7 41(7/28 : 25 %) D3
FEREIZALTH > 72, 911(9/28 : 32 %) KRB AL L 7
h BRERERE IR TH o 72,

JEVERSE IS B B 1eG ¥ 7% 4 7O, FilkT
1% 1gG4 D RBMEGIS 1gG4 B35 <, —RPETIE% R
% 1gG V77 AN B EHE SN T3, AUE
BT, SRBRRGREERE 120 > TREROIRIC, 1gG4 7213 T
IgGl bR < Pt I i, “RMEBEEE b m I e, £ 7z,
ABE 1 AERTOfEESWTCIEIREE 13 74 <, I Rzl & F
RRICIREH 2RI N, oLk, BEEBER
ANCA BHHEIME R FEAED 1 4EDIN, & 72 (X MRS I 60 L
el pEZoN, WFOBEBICIEOFE,SEE L T
22 b EZ oz, MBI LTS RGE, 3],
Ml L B L CHRRET 2 2 sl E nTw B, L,
AHITIEIH S R EGuE, A%<, 72 AR
DAL CTIEEENES 2 £330 sy, H@Eo KOS
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