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A case of MPO-ANCA-positive Wegener’s granulomatosis with hepatitis C virus infection
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KGN 77 0%, Bk, HEEA EIRIGEEH SRR 2 25 LB IIERE R LW S b ch o 7, HER
%2 A A%, BAKR, MROME L BRI T OO SHEANBNAN E o, M7 L7 F=vid4 AHT
0.7mg/dL %6 1.4mg/dL & EFL, Wl X SHECh Pl ic iR 2o 7, £7, HCV Hifkdshlk, HCV-
RNA FEfETh D, 7V A7 a7 55851, myeloperoxidase (MPO) ~ANCA 230t CTH - 7z, B CIx )
FATE R RERIAE 98 % 788 72 o SUPENIC SRR ZS & B 0, [RIEBAL O B BTl IS 28 R IR IZEFIH T & 250>
7eh3, BEIR, WS X SR T ORI LIRERE 2RO 2 s, TXY A T2 FEROBWEEICHE >
T Wegener WIFIEIE L Wi L7z, AT 80 A F/OVAEEB XORORA TR A FIEER, IMEZ7L7F=1F 1.0
mg/dL ¥ T L, BHMEREZR, Wil oREE b UEEL 7,

Wegener AZFIESE Tl proteinase—3 (PR3) ~ANCA 3Bk & 742 %2 2 & 3T H % 2%, MPO-ANCA FlkD
Wegener AIZFIEREDHI D A7 7o\, WT4E, HCV EEHIC ANCA FRIEZRDE L 2 £, Wegener FAIZFfIfE I
HCV BRSO Z 28I SN T B, HCV ST MPO-ANCA [t Wegener AIZRIEAE % FERE L 7 ASEERI1Z,
HCV &G & ANCA BHHIMAE 2 & o Bl 2 75 9 2 B VR WEER] & 5 2 6 hie,

A 77-year-old Japanese man was referred to our hospital because of the progression of renal dysfunction.
Two months prior to the admission he had been diagnosed with otitis media. Urinalysis showed proteinuria and
microscopic hematuria. Blood examination revealed renal dysfunction, hepatitis C virus (HCV) infection and
positive myeloperoxidase (MPO) ~ANCA. A chest CT revealed small infiltrates in the right middle lobe. The
renal biopsy demonstrated crescentic glomerulonephritis with tubulitis. He was diagnosed as having Wegener’s
granulomatosis according to the American College of Rheumatology classification criteria. Methylprednisolone
pulse therapy followed by oral prednisolone improved all of the otitis media, lung infiltrates and renal function.

Recently, a high prevalence of ANCA has been reported in patients with HCV. It has also been reported
that the prevalence of HCV infection is high in patients with Wegener’s granulomatosis. Therefore, our case
points to the clinical significance of HCV infection in ANCA-associated systemic vasculitis including
Wegener’s granulomatosis.
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Wegener PIZFIRLE (X, E5GE &fifiz 35 L 2 8RR
HEPESORE, SEARIEE HIRTE IR 5, 2F DN A XD

M5 R OBESEIEASFIENEINAE 2 2 = & § 2 BB MESIER
HTH 2", Wegener WIZEBNEIZ, antineutrophil cytoplasmic
antibodies (ANCA) @ 9 & proteinase 3 (PR3) ~ANCA 23Fz 14
&7 2 L% 0D, myeloperoxidase (MPO) ~ANCA it
D Wegener PIZEEIE b TIR 2\, $72, Vi C T4
7 A VA (HCV) A I ANCA BptEEhsmE e O L Ayl
HINTH Y, ANCA BHEIME 5 DI E 1S 2 HCV
BRDB G RRIN T 5

Shlb bk, HCV )%m% 24U 72 MPO-ANCA B3
D Wegener IZFIERED 1 Hl 2 #E8E L 72D T T %,

E #

B F 7K B

F BR o OEITT 2 M & BIRRREAC T

BEAERE @ 55 7%l 5 B T0f, ATNLPTER, s 0,
T H & FIRINCEIR, 68 IR 5 FRINFED 72 & L BEIRR}
P

HIRRE Ik 5 e, MPRERL

WRE : MO - R H AN 2Z2 L, EElEEiEs
L O HROZWIC THIERIEDOIGH L 8T 2 — 7 2 fiE
SNIHYGEZRD po T, HREPRZ 2 A HE, 55

THFEZ V7 F =V 07mg/dL 2»6 1.4mg/dL & L&
L, Haiia BIs 280z 2 L 7)>6%ﬁ®f:
ABEL o7z, Fiz, fEEHIEERRIERPIME 3580
Nehrot,

ABRBEIRAE : &Y E 162.0cm, AT 45.6kg, I 140/82
mmHg, R0 68/7r, %, iR 36.7°C, EakiEH, HRAEIR
7 L. M ’5‘1—7“753"%’%% Tz, LEE, i

ST, MEEIc Tz <, MhEEZ L, AR
il & e 2 £ 9 ﬁé#ﬁ@&%mm% PRS2 EF T
Rel,

ABRBFRER R (Table) : MR TIRIREH 2+), IR
(3+)TH D, PRI TIE RBC 100 J;{J:/HPF, E’@Ei%
M TIE 2.6 g/gCr TH o7z, METIZEFEIREZFED
et clRiE 7L 7= 1.7 mg/dL BUN 18 mg/
dL & BRI T 2380 7%, CRP REMTH - 723, Kk
DOIE, Fy ru 7)) VIEE RS, £z, HCV difkds
Btk TdH H, HCV-RNA HiZ 2,100KIU/mL & EfETH >
oo 70F 707 I TH oD, A TORE
X T & 7% Do 7, MPO-ANCA (X 228 EU & &ifii, PR3-
ANCA (FFEVETH > 7o, B X #t < iy 1o =5 2 38
D7z, W CT TIEA S3, S4, S6 ICRELILIR & iRiHE
ZiRw 1z (Fig. 1),

ABRi#EE © AT 2 BB IK T 2300, #HGMERER
WhHsH L, MPFIcmEEyrzED 52 L LD Wegener A
TR & BE o 72, BT, B S EDREKED 5 B 2 i
PHTLLTED, Y 6 lMo%REkED 5 B 3 Il

PRSI N 2 S R o B L2 R0, UbizHNR2, P, 1 ENCRHENEE H RIE R 2 B o 7o, I8 R
BEAICHIRAD ), %7, MBI 50 4 2 IS hCl s fo, WECIRAE 20, 5
Table. Laboratory findings on admission

Blood cell count Blood chemistry 8.6 mg/dL Urinalysis
Ht 332% TP 8.1g/dL 3.0mg/dL  Protein 2+
Hb 10.9 g/dL Alb 3.8g/dL CRP 0.26 mg/dL Occult blood 3+
RBC 381x10%/uL  T-BIl 0.6 mg/dL Sediments
WBC 6,800/uL r-GTP 101U/L Serology RBC >100/HPF
Neut 70.5 % AST 311U/L 105 mg/dL WBC 5~9/HPF
Lymph 23.1 % ALT 17 1IU/L 27 mg/dL
Eosin 0.9 % LDH 2021U/L  1gG 2,641 mg/dL  Protein excretion 2.6 g/gCr
Mono 52%  ALP 2191U/L  IgA 482 mg/dL  eGFR 36 mL/min/1.73 m?
PIt 24.9x10%/uL BUN 18 mg/dL 1.4 1U/mL
Cr 1.7 mg/dL MPO-ANCA 228 EU
Viral marker UA 5.7 mg/dL PR3-ANCA <10EU
HBs-Ag - Na 135 mEg/L  ANA < X40
HCV-Ab + K 4.1 mEq/L Cryoglobulin Weakly positive

HCV-RNA 2,100KIU/mL  Cl 100 mEq/L
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R ZTER L 7 REREE o R IS B W TRIE o 25+
A fL2sim <, U v oRBRkz L e LRI Z2 D 7
(Fig.2), F7z, SHEEHOCHE TIE X Y v X7 LI & R
BED—IBIC 1gG, IgA, C3 DFFVILE 2RO 7 (Fig. 3), &
FHAMBI T, A v XD LB DMIEEE D electron
dense deposit Z 78 %5 DA TH - 7= (Fig. 4),

HEEIC DWW T, BIERIRS IR I XL D (5 S PR o
ZRO TV DS, KBt ABEF I i{gﬁ‘@%ﬁﬁ%@iﬁ Iz,
EETEOHIE S R 7o, MR AIZW D 7o HD 6 D
B2ITE ) LAy, BIRICF 2 —7DHBEI N TV
T OMATTE D>, BRI AL L2 D 7o 7
DEM 2T o703, IEREIN G RIEFT O AT, W
AFATE Do T,

LR 6, AIEFNE, EREIR, W%Xﬁ‘»i@ﬁ”’
FORBEETRABH L2 LD, TX)AYTFF
W BITHE > T Wegener IIFFIE & ZWr L 72, X ?“11/7 %2
F=vmrs500mg/H, 3 HEDOZX 70 A POV 2%
T, BiFEE LTRO7L F=va v 40 mg/HH 6 Dl
Wz AT o7, HCV ERICH L Tld, Hiicodh A vy —
7 zu VBRI Tb R o T,

COEBICE D, REAIX 2.6g/¢Cr 5 03 g/gCr £T

Fig. 1. Chest computed tomography on admission (A) and
one month after the administration of steroid (B)

Fig. 2. Light microscopic findings of renal biopsy showmg crescent glomerulonephrltls
(A : PAS stain, X40, B : PAS stain, X200) and tubulitis(C : PAS stain, X 400)
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Fig. 3. Immunofluorescent microscopy showing focal mesangial staining of IgG, IgA, C3

Fig. 4. Electron microscopy showing a few electron dense

deposits in the mesangial area

W, MR B L, M2 L7 F =l 1.0mg/dL &
TG L 72, MPO-ANCA fifilZ 228 EU 225 10 A7 H# 121X
11 EU & IEHHiH £ TR T L7 (Fig. 5), £72, M CcT T
B 5N I SEE L (Fig. 1), BEHHEHEL 7=,
F7, RO IO oo/, BET7L F=Y
vy 5mg/HEZWNIRPTH 528, FRGREBEL w5,

£z ¥

ARG HATER B 8 8 X VAU Ef TV R ERIAEF 4 %2 32
&, WA FEINE K ° Wegener RIZFHAE %2 %E > 72, #il
I AR E A SF IR I R 2 AT 2 9, [EAAERA
PEIAE 2 T FEHED Wegener A2 JEE 32 W7 HE C 13 fifE
ENIER S o fehs, Bk, B X SR TR &
FAR - MIROEEHRIERD S, 72XV AH ) I FH42DZ
W7 B 1 HE V> Wegener PAIZEIESE & 2 L 72,

AREHI Tl HCV Bk osBatecdh, 2vA7ua7) v
bIEHBLETH -T2 e S, VAT a7 ) Ik BIME
ROEHNH T ons, LaLEiEdrs, 7V4A7u7) v
MAETH SN S X 9 &8, BAET R iR T 370 %
olo, BB LT, EERO “HEb 4 & DRk
TEPEARERIA B R O 50, &S TN TSN
KT, 74 v =7V v T4 v 7RiE@Es sy, F
HARTEZ R R BRI 8 R IRANE R OWRZEZ D TED,
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miPSL S0 mp/fday

PEL (mgfday)

g (g ]
= SO | MESAL]

== [RPmg/dL]

Days 1 all

MPO-ANCA [EL} 128 75

130 180 240 L

15 <10

Fig. 5. Clinical course
PSL : prednisolone, mPSL : methylprednisolone, U-pro : urinary protein excretion, SCr : serum

creatinine concentration, CRP : C-reactive protein

ANCA BIEIME R 23Tk L& 2 6 iz,

—#RIIZ Wegener PIZFHENE Cld PR3-ANCA 23051k & %%
52DV, REEFID X 912, MPO-ANCA »3F5Mk: &
RBBIHF 102 TRD SN EWHEISNT LS, WHD
BRI DE DWW T, MPO-ANCA 5D Wegener A
TEIESE Tk PR3I-ANCA Bz b, EHER S HRAER,
BEREHEIR & oo 7 BRAE DFIESHE DD 20 2 &, B
RRCEHREE S T TITIER T LT3 2 0%\, 72 K o
DH 57, FkkIC, BAEBRPTRICE O TEE OMHELR IR
M A 2 £ DEMIEN A 2P E w2 Eb|ESINTY
28, AREG OB AT RAZ, M0 A AR Tk
TH Y, R OZEECHE DR 2 M A I 520
Tw7eds, Uy RRRoREZHE->TE D, HIEEIED
RN L B2 SNz, BERRIZ A T o4 FIRRIC X DI
H7 L7 F = UfEIE 1.7 mg/dL 25 1.0 mg/dL £ THE%
BT, £, MOBRMEDIHRRICE DEPLICKEL T
B, RAEHMAE S ETHERR L Toievgs, o )
RETEDSE O & bz,

Wegener A3 EIE CEAE R O F AR IZ2HEH O 19~
61 % & I, Z ORI IFBHMERH RO FERDLEE
BETH Y, BRI 8%t ME I N T w3, Bk
SR & L CNHIMAE R, WHICHT 2 H A Ron

BEBEZONTE I, KIEGIS, AB IS RIS
PEHEEZ 2L, A70aAf FIRRICIGELZ E0s, NH
MERDERPRB I T,

JTAE, HCV B4t E ANCA L oBIdlinsiEfiiSncEh,
184 ¢ MIIF2EH S HOV Bl 7 ) 4 7'a 7' v e D f&
FZDHI 10 %12 ANCA DSBIETH - 72 EME I T3,
S 51T, Cojocaru 6%, 67 flld HCV B 7 ) A 7a 77
VIMFED 13 %I MPO-ANCA, 4 %I PR3-ANCA 23051 T
HolLHLELTWw3EY, E512, HCV EYLHERE 516 fl0
9B 278 ilH% PR3-ANCA 2 BalETh o7 L ot b b
22 —J5 Lidar 5 1%, Wegener FIZIEEIC 1) 2 HCV #i
FOBERIZ30%TH D, EFEHICHSERICH NI L%
WHLTWw3Y, 2o 0Wh 5 HCV S & ANCA B
M A & OBBEHASRE X 1528, FEEIC IS R DMK
WEE M Tb TR 2 WG IE A 72w, HHS 13, C gk
FREHET7 YA 70 7)) VIEZE S L, MPO-ANCA B3
D AR R 2 GO L 1 Plels LY, o
bRAMOWME %2> T ™ KEERNE, Mk
ANCA BIHIME R Z R L7, 7 V470 7)) v gtk
T, ZDEHRAEIRICZ L7z, HCV BEEHEE IS &0F L 72
ANCA BE#E 4R 2>, Hi7e % co-incidence 7> DHERT X HE L \»
EEZ 6T, HOV B E# T3, B MilabgrE s %
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L7 S S RPUAFELREORIMDHRE ST 525,
FM 2 X A = R BEAH A D% 1 S8, HCV &GS
ANCA Z 8T 25 ORHP 2 D2 WL DT £
n5H, KEEHFNE, HCV G ANCA BHEUMAE % & D
2RI 2 BRE ORER] & £ 2 ST,

#® &

4 nl, HCV JEF 8 #1224 U 72 MPO-ANCA B3tk o
Wegener PIZEIERED 1 H 2 #8287 L 72, JL4E, HCV R
IZ ANCA IR E W 2 EPE SN TE D, HCV B
ICFERET A I 2810 ANCA BEIME R D BT RE L
b,
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