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A case of MPO ANCA associated glomerulonephritis with interstitial pneumonitis complicated with
lung tuberculosis and pericarditis
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The main target organs of myeloperoxidase (MPO) antineutrophil cytoplasmic antibodies (ANCA) -
related disease are the kidney and lung.

This report describes a 71-year-old man with rapidly progressive glomerulonephritis (RPGN) and
interstitial pneumonitis associated with MPO ANCA. The patient was admitted to our hospital because
of bloody sputum, low grade fever and appetite loss on October, 1998. He was diagnosed as having
interstitial pneumonitis from the findings of chest X-ray and CT examinations. Moderate proteinuria and
hematuria, renal dysfunction (serum creatinine : 5.6 mg/d/, BUN : 58.0 mg/d/) and positivity for MPO
ANCA were noted. He was negative for anti-glomerular antibody and PR3-ANCA. Renal biopsy was
performed and revealed crescentic glomerulonephritis without deposition of immunoglobulins. Therefore,
the diagnosis of pauci immune type RPGN was made. Pulse therapy with methylprednisolone (1.0 g/day X
3 days) following oral administration of prednisolone (60 mg/day) found marked improvement of renal
function maintenance and interstitial pneumonitis, respectively. However, he died because of lung tubercu-
losis and acute tuberculous pericarditis during treatment with prednisolone. In this case, MPO ANCA
might have been directly associated with both RPGN and interstitial pneumonitis. Furthermore, chronic
lung disease, such as interstitial pneumonitis, is important as a preceding disease of RPGN. MPO ANCA-
related disease is more frequent in aged persons, therefore particular attention should be paid during their
treatment with an immunosuppressant.
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IRREE 1 1998 4 10 AFIAI L 0, fE, BRI, 10
kg DERERFABHIEL, %7210 H 22 X 0 $EE O ML
&ﬁbkt@,MEM%R%4P$FM%§%LKO%
DR, MIERFEFR80me/dl, MEZ VT F =2
mg/d/ & BHEREET, Mo X3k X O CT M2 T
BB 2ROz, 19 HOFERZRIIC XM FRFEEER 56.0
mg/d/, M3EF 27 v 7 = 69mg/dl & ERERBETNES
WWHEL Twicizo, [HH, FRFEFEARINABL L 57,
ABRRERAE © EREHH, B 180.0cm, {KH 55.8 kg, Ifil
£ 158/86 mmHg, JJk$r1 76/43-3&, {43 37.1 °C, IRAgHEE X
BEEAIMKRTH Y, K N /Kt 7 & 2 B L
728, Z OMOEBALICIZRE 1Z A SR T,
APBERARERT R (Table) © BRI THEE Q4), KIS
(3+), e TARMIBK A 1 #1811 100 {HLL F, Hifisk% 1
HEFIC 5~9 HR S, FIFERME LDz, RIEMTIX
FRIMEREL 247 X 104ul, ~NE 7O E >~ 78ym-«7}70/
b 229 %CIERKMIEAFREEMEZE L, BIRMA R 54T

&ff RPGN

i¥ HCO;™ 200 mEq// L fAEIMET > F —> X 25807z, [l
WAEFMREIC TE T V7 & UIMGE (2.7 g/dI), MMIEKRE
ZHF STme/dl, ME7 v 7 F = 6.8mg/dl LEEDEH
REREE, MEEOSRRZ (MG 8 ne/dl) 2D Tz, MIEF
HIRRA ST, CRP I 8.1mg/dl L |fEZEL, Vv~
4 FIFF297.9 U/ml, RAPA 2,560 5, MPO ANCA 779
EU/m/ & BEFTREZRO 10, YUk, Pt DNA ik,
c-ANCA B X OYURIRABEER (GBM) HifkiZRETH -
720 MOES X BB E T, OIEK & Mg AR, TR
i B MR R, M CT BE Cld Ml i ME % % 7
O, FERRANCEE MR L2l LTz,

AbeigiziE (Fig. 1) : BHEERTORRLET 2D 7
7z, ABEMH X Dﬁﬂﬁﬁﬁiﬁéfiﬁﬁﬁbf:o Eiz, BWihEE
D7z 10 H 23 HIC KR BRI A8 % [T L 720 JBEATIX
PAS Rettic T I3EDARERED 5 b I FLL Tk
D, 1 DORKEIC IO AE 2RO 72, MEIC i_lé}
DY VRBREEZFED 7208, S e IlE R OFT RIZER
W 5 Nig o Tz (Fig. 2) , BOEHIARE TR AE 2 BE R
FRD Lot s, BEBETAY X7 LD ED elec-
tron dense deposit ZFE STz, N5 DELEMFTE & MPO
ANCA S {# 20 & A5E Bl % [ 4 il 8 % & ff U 72 pauci
immune ¢ RPGN L 2H L 72,

ANCA fEDE L, BAEMRIT R THFAE L 72 R ERKE 0%
oz, ERHEISHIREETH D EZ Y > BRI

Laboratory findings on admission

Table.
Urinalysis Blood chemistry
protein 2+) TP
glucose (=) Alb
occult blood 3+) AST
sediment ALT
RBC > |00/HPF Al-P
WBC 5~9/HPF LDH
granular cast (+) BUN
Hematological test Scr
WBC 8,100/ ul
RBC 247X 10*/ul Na
Hgb 7.8g/dl K
Hct 22.9% Cl
PIt 10.7X10%/ul Ca
ESR 21 mm/hr P
Blood gas T-Cho
pH 7.305 Fe
pCO, 40.2 torr TIBC
p0, 86.8 torr ferritin

HCO, 20.0 mEq/!

6.7g/dl Serological examination
2.7g/dl CRP 8.1 mg/dl
211U/1 RF 297.9U/ml
161U/1 RAPA 2,560 X
1251U/1 1gG 2,589.4 mg/dl
203 1U/1 IgA 399.4 mg/d!/
57 mg/dl IgM 84.6 mg/d/
Cs 81.3 mg/d/
6.8 mg/d/ C, I1.6 mg/dl
138 mEq/! CH 50 35.9U/ml
3.9mEq/! ANA 40 X
106 mEq// Anti-DNAab <2.0U/ml
7.5 mg/d!/ c-ANCA <10 EU/m!
3.9mg/d/ MPOANCA 779 EU/m!
106 mg/d/ 1C(Cyq) 3.8 ug/ml
8 ug/dl Anti-GBMab <5EU/m!
160 wg/d!
135.8 ng/ml
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Fig. 1. Clinical course

BT, B ol 28 kD, WS s
DHEETH 2 EF 2, HEE L TI0H 27 Ha» 5 methyl-
prednisolone 1g/HIZ Xk % 3 HRD SV AFEEEIT WV, #
€1 & L C prednisolone (LA, PSL)60 mg/H DW= 1T
Vv, HmRICHE L7z £ 25 MPO ANCA OE TS0 5
hize KR X #REH b Fig. 3 O ABehks O AME 2 Hul &
U7 i U, PSL Bt T I3 St % 728
Wiz, &z, MF 7 V7 F=vb—EXwE o707
O, 12 QPANC Vo Te ABNTERE 2B L 72, L L %
D, F5GE EREEDOBG 2D KU BEENFEET L
Telz®, 199941 H 9 Hh o MKENT % FHh L 7o, RS
HE S PUEEEGC & 0 SR 2R L e, 27 10 Many glomeruli showed global sclerosis, and cellular crescent
DEIRDERG O 04 7 F =2 SHRH S iz R OK: was also observed. (X 40 (original), PAS staining)
BIEIVEEEEREE SN, ZD7z%, INH 200 mg/
H, RFP 300 mg/H Q¥ zpta L7z Pk
MATBHIR Y], FHRREIXZEL TWwizcht 3 A 15 HiZZAR0F
e K2 & 72 L, ME X G E I CTE LI L if
IO RAA SN, /oL a—TELEO.LERD
P 280 1z, LEEZERNC CLER MM, EH 5.6g/dl,
B 64 mg/dl L BT, MRS IR Y Y ANREMTH
D, ADA EMEIX 405 U/1 LBE FHL Tz,
UEORR LY, SRR LU > IMELFAER L2
W UsEH ORI BN 21T o 72 & 25, OIRRIZZE L%
BOEVH DDl 5 S IMOBEEIFED Sz, LrL, 3
H 17 Hiz g MEk B 2,000/l 12 & F, CRP 16.6 mg/dl/
& b5 USRI A M EEEERE (LU, DIC) & fF5%
LDICRa7THE), AVYVBBF77EARASY v b, P4
B 25 Lo eI R 3 3 H 22 HAE T L7z, Fig.3. Chest X ray on admission

e

Fig.2. Renal biopsy tissue
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FRERAREANC CLAMENS HE R0 TIIIME R 7 & OFFEK
RIEFTRIE 2 <, EHEEILE L ED 2o,
Ziehl-Nielsen 4012 TRV EE S iz 72 0, Ktk
DR L2l L7z (Fig. 4),
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ANCA BIEE %13 RPGN 2823 23 Z £ 23% <, LXK
DEWEEREBRTH Y, 1982 41z Davies 512 & - TH)
WTCHGE SN, BPIEHRRBEEZEZONIH, 20
BOERIC A A L, Glassock & D43 HIC X 5 &,
BT T3 MPO ANCA % L £ i3 c-ANCA D ANCA
BAHEE K5 RPGN OJFRRE & L TIR D ZWERB L 2o
Twa2Y, MPO ANCA BE#EfE B O R ae 13 B 2% 95 %
TROLEETHD, BRI OREERS & L T3z 60 %
Theb% <, BRCAREROD & 5 7 VR4 Ml H o 45
EREV, BRI, Zho OKEE %R IERI K
DI EFNC A2 LEkE IC % <, RERIG, &I,
BAREOBENH L, BEE CEITEAR, SEERLEP-S
7o LA L TH DO, Hogan & 3 ANCA BIEB A IC BT
2 i ML IX FE T MR % 8.64 fEAM S ¥ 2 LG L Tw
27,

VR PR 2 R O T AEFAMENC 2% < 3R S, FifiHif
OB % H T 2 EHIE MPO ANCA o B3 U 7= [ i 75 fifi
HIMBICE CEOfELIc L 2 b D EHZ 5 B0
it 0D BEAE 0D 25 S EF O VB MR R O ERIEBIAED & 2
A2RETH %, BR S 1E MPO ANCA B DB % & &
MR OGP % 20 flskE L CEB D, FKEKFO—D I
MM N Il EE DS RHE Z s Tnwd 2 Lk
5%, MPO ANCA OB5 U 7z i BRI A P Bl e e
DRV IR I NTARER, FEMEMREE LIz v S et %
HEHI L T %9, Hiromura & |35V fT 2 O s 5§
fit L7z MPO ANCA 0D RPGN 4 | o, BE
PR 25 & B R OBEME I DV T, ANCA XRG4 O
ETHRICEE S N, PR ICBEE L 72 A v R RGBS K AE
MR 2 & R READ X = X LH ANCA DFe4: & RERIK
BROERDO NIV —ER>TW5, HDW0iE ANCA i
MEMMAFIERIC T T I 5> T, oot
TTICHELREZ Tw5 E0) 2 DODRHEINL T TS,
F 7z, MPO ANCA GO ffithIM TiE, B THRIREEM
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FEMEIMAE RHSE T, B A o W24 o i Sl H I 8
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Light microscopic section of pericardium speci-

Fig. 4.
men (X500 (original), Ziehl Nielsen staining), show-
ing tubercle bacillus (allow).

SXLAFHES LI ENT VLR WY, fiHlEOREE X
ANCA BIHEB R OFIE, ER L FEELHELZET 20
EFEZHND,

MPO ANCA B#EE R OFEIXFFICEmE IS W &
PEHISN TV L2, KEFDH TR THAEL T,
COEHA B EERE TIRBRIEORBERNGE L, Zhn
MPO ANCA EAEDFRN E %570 LB SR TV B0,

BECHL RS T EDORBIIBOSNTES T,
B A AR R 2 2512 U e S & BRI R 2 BRI I B
L, BEE2IT> T ZENEETH S LEbNR S, &
SIFE LT R 2RI HEOEEE LT, ANCAED
EWZ EDBHLDT, ANCA fHZEEFEMEOIEE L L
T, SV REHEEETD AT U4 N KEEEPSL  40~60
mg/H), Y270 75X 773 F(CY), 7H¥FF 7V~
(50~100mg/ H) 12 & 2 Sy iHIZEGF I X 2 5877 7% 5%
MENRE 21TV, GHEDOZWRD 1~2 % HiZ PSL 30
mg/H LA E, CY % 75~100mg/H L F 1, BHEAE &
ANCA [HEOZEB 2#2F 12 L s N o582 L, SR
MAEDET, BREZ20~60%LEXRTH L0, X
S EMEIE PSL 7.5~10 mg/ H OMERFEE 2 i, &K
AE~S FREEIRIABEBIZE T2 2 enEE L nwl L
ZIIBL T3,

KIEGI DB b BB MR % & 0f L 72 MPO ANCA &
EOEF Tho7z 7z, FFTAT uA FRKEEEETT-
oo SRIEHNHIEESE A B U C IR MAE RAERERED 1R I f
TEHMTHY, FC X 2EESRCEI TV ERBS A
Tw 273, ANCA BHEE R % v i S & AT
OFEFINE, AT SoIE TR D il 28 S0 UM 75 & D Jkge
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ER &9 2 D% L, Thdt ANCA BEMERD 2 K
FERD—D £ 75 T 5 7e OAEFITIIEH L 25 7o,

FHREFIAFKRIC L VSET 2 2 3Ho L TH S, 2
DIz, SERIFEHEVPZHICET 5 &5 BEFITI,
HHIWCHIE T & %2 CRP RIMikx EQREDAR, 51
X ANCA OHIERTTS 2 L REGFROWEDHF L L
TEBEEFZOND, T, SERIIFERPBERL EOEN
FEDOI Y Fa =B FRICKE S phrboTL % b
219,

F 7z, AFERFE RPGN OEF RS ik, /M0
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B L CIREYE, FRCUTEEMmL 22 b 5 #i 0 5 6f
WL TCHERET 208 N H B EHF 2 5Nz,
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