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A case of microscopic polyangitis with sepsis due to pyelonephritis
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FEBNE 69 7%, 2. 10 4FR0 & U BRI, 3 4FR1 & D VBN D 72 ORI TROBBIZE S LT wiz, REM,
BIREREIETE 2B S N7z 2 L3 o 7208, 2004 4E 7 HICH) CBHEREREE 2 3B S Mtz (Cr 2.1 mg/dl) . [AI4E
11 A & D S8, 2500, SEHSMBR LI ofiEE22Z2 Lz 2%, WBC 19,540/ul, BUN 1159 mg/
d/, Cr7.5mg/d/, CRP263mg/dl THYH, 11 H20 HYBERBABL L o7z, ABERE, &R 39.5°C, HHAFT
JEEERY, IR TIEREN 2+, BRI 3+ (RBC 30~39/HPF), WBC %%{/HPF 238 T\ iz, IR » M¥EH;
E»SIF E. coli RS 1, FRESBGYEIC X 2 BUME & 2K L, 15 1Z meropenem trihydrate (MEPM) 5. %
Tolze Elz, BARIIH U TIIMIBGENT % Bt U 7z EMERIZ O &6, BEHEEDREE, MPO-ANCA H{#E (112
EU) X Y microscopic polyangitis(MPA) &2l L7z, REGRRE O BHEMAT R T, FAMRERIZOBEBERD
FIRbDHY, X7 a4 REEGIC L 2 BRFRIGES ém:o ZFDizd, Hr~ra7y) EEE S g/H XS5 B
LSRRI AF VTV R =Y 500 mg smiEiEEx 3 HE, 20k, 07V F=Ya Y 20 mg &5 %217\, MPO-
ANCA f#, HifR%, CrfHIZgEE, CRPEMTREL, IREBLEOFRD & o hkh 5Tz, BELIBYE %50
LCw3 ANCA BEME R TA 7 v A NIk EOREHIHNRGHR 217 5 ORI T 5 ) A 7 % [ml#ET 2 5
RNEETH L, o= ru7) VEBFEERGICLD, v UTh N EilHEaEm T & B E & 723 2
£ K, LRICMPO-ANCA 2RI ¥ 2 2N TEREFZ oM,

A 69-year-old woman, who had been diagnosed with interstitial pneumonia at 66 years of age, was
admitted to our hospital because of high fever, purpura occurring on her arms and legs, and renal
dysfunction. At the time of admission, her renal function had severely deteriorated (sCr 8.2 mg/d/, 24 h Ccr
6 m//min), she had a severe high fever (BT 39.5°C), back pain, a white blood cell count of 19,540/ !/, and
a CRP level of 26.7 mg/dl. Blood and urine cultures yielded identical strains of E. coli. We diagnosed
sepsis caused by pyelonephritis, and started intravenous meropenem trihydrate (MEPM) at 0.5 g/day. Her
renal dysfunction was severe, so we started hemodialysis therapy. Immunological examination revealed the
presence of ANCA-associated glomerulonephritis. Renal biopsy before steroid therapy confirmed the
diagnosis of pauci-immune-type crescentic glomerulonephritis. Based on purpura and interstitial pneumo-
nia, along with rapidly MPO-ANCA-positive progressive glomerulonephritis(RPGN) with acute renal
failure, we diagnosed microscopic polyangitis(MPA). To treat sepsis and severe pyelonephritis, we started
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intravenous immunoglobulin 5 g(100 mg/kg) /day for 5 days before starting immunosuppressive steroid
therapy (m-PSL 1 g/day, PSL 20 mg/day) for 3 days. These treatments improved her general condition

and immediately improved her renal function.

It is important to prevent infection during treatment using conventional immunosuppressive therapy.
These findings suggest immunoglobulin therapy to be a safe immuno-suppressive treatment that is
efficacious against ANCA-associated glomerulonephritis.
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ANCA BEEE R\, ML o i Par o 2R e 3 31 7

(anti-neutrophil cytoplasmic autoantibody : ANCA) % 7
woh, MERDREECEHSEL TwE EFEZNTL
%", ANCA BEHER CTIBWREDHZLT, SEIER
ligaREEE % 23 %, KB TIE MPO-ANCA Btk ChfifRZ
ZHL, BERTHEABREEREE X 2RO 2L, B
$EM% FEIMAE %8 (microscopic polyangitis © MPA) & D2
WKEDZGELE V. 7, FERRPENZE x5 2 &
MEVERESN TR D,

D& nIMER % FIAZH L LR RERE1T5 2
X, FPERENET LI XA TOEETHD, ERERE F
BREAT 0 A N OREGEE L & R iliHRETd 5
B, RHETTH R ERIA R 4 (rapidly  progressive  glomer-
ulonephritis : RPGN)ERITIE, 50 %D B DSEGAE T L
DFLTL T 52, RPGN OFERIC BV TIE, R FEIE]
o6 7 A LB LB FENFRTHY, ZO%IA
WER) L 7 B T HRAER iR 2 7 5 L b b
»oTHEY, FEEFHNCERE O RERER T 280 2 335
ELE 72 %29,

S, BEBRC X 2 BUME &£ BAez & 72 Lz MPA
EPICHL, A7 wuA FEERERICORT Y~ 7aTY v
BEI 2GR, EELBREEFMRIES I L RR L
7L, REFRRRE I & ol ER 2 B L 7z O THE§
%o

| & Bl I

B Eoork ik

F R RE S5HB0RE DUBCEEE, AERD (S ke/
3AH)

BREAERE : 20 ik Ic RIER O 72 0 HIEYIRRAMMEST, 20 7%
RAZ JEHE S D 72  PHBER R T

Fig. 1.

Purpura on her leg

RIEHE - 4 5 Bl CIELS, il o BRI - L

IRE - EER T, 10 FREET X D RS % 5
FE Tz, 2000 4EEH & 0 FPE MR & O 2 W Ic CGRE
EEMZZ L Twieh, WIRIEIZIT> Cwihdrol, 4b
KitEBig T, EORIZEMET, 200348 HORF AT
BUN 13.4mg/d/, Cr 0.73mg/d/, BHaEEE IR
o lz, 2004 47 H12 BUN 38 mg/d/, Cr 2.1 mg/dl &7z
D, ZOEX DR IEEIED (15 ke) Lz,

1A H» o EL, EHAHEL, 19H X Dl
i, LB LI, STEC T TS/ 72, PL
AR, FoRYFURMKF SNz, L LERIZBHRE
F, 11 319 HO$RIIZ T WBC  19,540/4l, BUN 1159
mg/d/, Cr 7.5 mg/d/, CRP 26.3 mg/d/ Th o778, FHHE
IEEANC 11 F 20 H4RHENZZ, RIHESARE L %>
720

EHMR B KEI157cm, ffHES50kg, I 134/64



878 TR % BB\ BT U 7 AR 2 FE IS 58

Laboratory findings on admission

Table.
Urinalysis Blood chemistry
Occult blood 3+ TP
Protein 2+ Alb
Sediments AST
RBC 30~39/HPF ALT
WBC = |00/HPF LDH
Glitter cells 30~49/HPF CK
BUN
Protein excretion 0.9 g/day Cr
Renal function UA
24 h Cer 6.1 m//min Na
K
Peripheral blood Cl
RBC 2.8|X|06/yl Ca
Hb 8.5g/d/ CRP
Ht 24.3%
WBC 13,500/ ul Arterial blood gas
Neut 90.7% PH
Lym 3.9% pO,
Mono 5.3% pCO,
Eos 0% HCO,
Platelets 15.7 % 10%/ul

Serology

6.1g/dl ANA X 20
2.8g/dl IgG 1,092 mg/d/
29U/ IgA 238 mg/dl
23U/ IgM 67 mg/d!/
263 U/1 C3 115.0 mg/d/
567U/1 C4 32.9mg/dl
121.1 mg/dl CH 50 49.1U/m!
8.2 mg/dl MPO-ANCA 112 EU
I'l.4mg/dl PR 3-ANCA <I0EU

125 mEq/!
5.0 mEq/! KL 6 1,040 U/m/

88 mEq//

7.4 mg/dl Culture

26.3mg/dl Urine E. Coli
Blood E. Coli

7.422

92.1 mmHg

21.7mmHg

15.0 mmol//

mmHg, kI 95/53 %, iR 39.5°C, DHEFH % BEEE 7,
MRS 2 R L 72, I, B, B 3AEE T, RS
G R, T - KB IERRD Rh o fo, WA %
BTz, Fig 1 IZRT & S IV 8B 2780 72,

ABREREFT R (Table) [ JRAT R ClXEH 2+, 1M
3+, P T3 RBC 30~39/HPF, WBC=100/HPF, 2
Vv & —#ifid 30~49/HPF ERIR b EL Tz, MK—
MR IR ERIE AL [ Bk E A & IEERMEIE R MEE
RO Tz, £72, BUN 121.1 mg/d/, Cr 8.2mg/dl &
BXREL22 L THEY, 24h Cerid 6 ml/min THo7z, [
R#ER X U RPGN 23588 ANCA fHEZHIE LTz & 2 3,
MPO-ANCA 3 112 EU EBETH - 72,

BREE AT R CIEBEREOPKBIE RS, B A XEe
REEARL Ta/e, OB X SRER Tl THE AR - $EiRe
EEREL TV, KIS - MIZFR® 25 -7z,

ABEEaE - mE, TEHITEE2RY, RIRZEL, &K
ERIGEETH D, REFE, MEETED S E. coli 3 HH
INzZ e kY, REGBEGIC & 2 BUliE & 228 L 72,
Meropenem trihydrate(MEPM)O0.5 g/ H#& 5 2 5dla L, 6
6 955 H I X fEE, Z D% WBC IZIEH L, CRP % 0.5 mg/
dl B TR L7z, 208, H 12 H» 513 ST &
WIRICEBE L7z, %72, ABERHICED T EBE B L L b
WIHK L7z,

B4 OV T, BUN 121.1 mg/d/, Cr 8.2 mg/dl, X
7Y R—Y ZAB2EL T D, ABRKED IS
WaEHA LT, FWHTEHS BT L7z T, Cr4mg/dl
BCREL, MWBEN 2L 72, BEEREOEN 2
T BHERETE L, MPO-ANCA [B1E b 3890, MPA L 2K
L7z, Zlitk, EbBICAT oA RERGEHELID, R
FEREGC L 2 BUMEDS IR L2 ERTH D, RYYEOFEMR
NS SNI, 2D, ATuAf NERSHHICHT Y~
0 7Y v EE % 5 g(=100 mg/kg) /H X5 HH(RE 5 &
Beg/H)EBEH L, Hr~7 a7y v 8E M,
MPO-ANCA {H, BHERITRETh-708, BEK TR
I 1 CRP IZEEMEAL L 72 I STEIDUE D72, BRUMLEE,
PREGERBERBZLOE 2 FHICEER 2T o7, NS h
Te R ERMRI 101, MEFALRERfE = 50, MR H A&
(Fig.2a) = 1 {, #AHEMEFEHAEE 1EED Twiz, BifEk
BRAKIZREIL L T/, MER, TEEOMIEREE Y- T
B Y (Fig.2b), WRME W bIFRERVPEN S, FHERMAMAE
bR s N7z (Fig 2¢), MHEIIR, /NEREIROICE B
»OHEERD I, MERFTRIZ L5 Tz, HOLHUERE
TEHRIET 07 ) RS ORE IZ A 5T, pauci-
immune type O BAEEHEE R L8 LTz, AEGIOR
B FAE ORRZR L, RO S 2216 L [RIRFIC R
BROWELEZOSNDIHMATH > Tzo REFNIIHEE D
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Fig. 3.
a . On admission

MPA Th Y, BAEMMT 1 BEEGZE DAY v F )
Lk RWTHEREREZFAO S 2, A7 a4 P30
APEEAF LTV R =V ars00mg/H, 3HM) 21T
W, BEEELTVY R=Y oy 20mg 2HHL k.

MPO-ANCA {EIZABERF 112 EU TH 7228, A71aA4 R
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Fig.2. Light microscopic findings of renal biopsy
a . Cellular crescent in a glomerulus (PAS staining, X 100)

b . Tubular-interstitial change with cell infiltration (PAS stain-
ing, X20)

¢ . Neutrophil cast(PAS staining, X 200)

oy 20, D
SEMI =

Computed tomography of the chest

b . Before discharge

FRGHE 1 2 ARG 72, EEEOKE CT Fr
B2 Fig. 3R L7ehs, ABghs & Ll LB 2 g 23380
STz, Z D%, BHEEIR Cr 3mg/dl B TWEL,
CRP 3T, REBEOFRS H 5N Twigw, Fig 4
WHRARS % 7R L 7z,
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purpura g
fever e
BVAS 188
m-PSL 0.5g/day
relbsgday YYYYV WV | PsL 20mg/day

~ MEPM ST

>} o
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Fig.4. Clinical course

BVAS : Birmingham vasculitis activity score, HD : hemodialysis, yglb : gammaglobulin, MEPM : meropenem trihy-
drate, ST : sulfamethoxazole « trimethoprim, mPSL : methylprednisolone, PSL : prednisolone

% = |

S, WIE & B2 250 L 72 MPA BF L T,
FFPUERGRE Ny~ a7 ) YEFIRFERL, 0%
O FEIIHIE L 2 LKL, MENT M L 2 72
MPA JER % #7E& L 72,

MPA OZMEHED 5 b, FKIEGITIEEERERED S b,
1) REHETHRERAR K, 2) MEMME 3) B -6
DA Ol - 32w e U, M R ik ARk
ZERD T, REFE TIE, 1) MPO-ANCA B4,
2) AR, I, BUN, CrfEd B, 3) MEE X KT
REEMEMA 2L Twe, £ FFHELLT |
~2AMANC ATRE 2RO 2IERIBZ L TED, —
MEHNT 13 ESGERGE N L W H3,  AREGNI PRESESE = & B
LTz, HEBIEYSW X 2 EEESHE? Tld Grade IV
T, PERARERCEL,

JfSZS & B R OFHEDOBIRIZEA S » Tld e 25, RPGN
DEEEAL T 2 AN B MM RE DAL 2 L O|mEY b D

D, AFEFIDH MPA OIBERIC X D PR b s
ERL7z,

MPO-ANCA 51T RPGN 252§ 23858, Sgilhg
FOAERFCBO CRELYEE TH D, AEH OB AR
T, RIERBICEARERERD721E 0, FRAERC I
HHERFIE 2380, RGOS 2 KL Tw 2 FTH &%
ZoNic, BPEOBED A TEN M T 2 2 LN TE
2 Edn s, AERIOBHREEALOFKIZ DTk MPA @
BEENEEICH D, B L D EE S ATREE S S
VW, DX BREELBREEEML T BERTIX, AT
04 RO G HIHIEE I & D BRI 2 R e
%o T e, BESEA MPA OB HIDSER D5 % 5 %
DS YHEBELC R ZLEND B, BEFEEEEENE
ROPFEMZIETIZ, ANCA BHEME K12 B 1) 2 EYE
IR ESER L CTH DY, FEIIGEIRE 2T 5581, H
FRBER SO T BPoR 2 QBB S 2 MHE L
Twnw3,

—F, BEFEEM IR AE R BRI 3 2 KEA >~ <
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a7 ) AREOEIMESHEL S TSR, W 2»DH
TR B0 R B L CHRERBR M Thh, %
NoDEBICEWT, ZOFENIEHEINODOH 5, i
fF, ANCA B#EIME R T 2 KRES >~ 707 ) U
FEOME R 7% &5 I FRBEMEI AR I T 557,
OBEOIRETY, {EROTIEIHEIFRE 21T Bilc KEAD
v=ru7) EE Gy a 7Y > 400 mg/kg/day X 5
HE) 2732 2 L2k b, RIEFRERMIEIHONS
ZEDVHESN TS, MEREBERFICHT 52 KES
yxrua7) SREORRFEBOEF L, 1) HCH
izt 2514 74 8 A THRC X 2 HRIER, 2) IL-
1, IL-6 7% £\ 9 2 RS A B e AR £ 2 v A

N A GBI & BERERR AT, 3) v u T -,
IFHERD Fe V2 75 —~OFEHER I X 2 FREHNH,
4) THfE, BHEfEOBERETRE, 5) X — PR L&
PO 2HUE, b wbhTni,

ANCA B D RPGN T, SEfTRGAT o 0 ORI
& D MPO % PRI DPIFHIBRL HER D RMEICFE T S 1,
ANCA &K LT, #FHER - BAER O BUSTRL R 05 R 35 DT
Mz L, MENKMRE2EGEL, SRIEREEER O
PoYAREREE T EFEZONTWE Y, £, E
RDBEHEPET VIV ATIE, H\ MPO iEH: & i LI
HERMEER L CB D, IME R OFEE I E ARk B 5
LTWwsEnbilTwa, ANCA B IS R O FiE
FO—DIZBIYED b ohnTB Y, REFICBWTIZL,
PAFNER, Vo~ ra 7)) VERRFERTL I ECED
flREh, CRP OREMALZRRFL, BT S BT & 7o 1k 8
WV, LaLans, SEodaEsr~rua7 ) o 8HE|
BE5TI1x, BEHIRICANCAEIZEH L kpol 2 &
5, HIROKEY <=7 a7 ) GO X S R MER I
TLEEEHAEE T 2WREREVEFZ 5 d,

ANCA BHEIMERICOWT, KEHFr~7a 7)) v
FBOWmEPHAINE D, REEATEEWI ens, E
BROBEFIS CIIEDICHITTE v, REFID X 5 12E
TEFRYYE % Z I F R & L7z ANCA B M AE A E B
LTH, BYEDZLENL, MPA OYIHIEABHGE L L
T, YEThHoTv A r~ra7 ) VERERERITO I &
&, BYSEERA S L) 2 TCHOEELEFEZ D,

PRIE Gy > & O BRI GE & RPGN % 2 L 72 72  MPO-
ANCA ZHZE L, MPA OZWNICZE > IAER] % 85k L 72,

p=1111]
bl

EEREYYE 2 &P L T b ANCA BIEIME R TA T
A N3 EOREIIHIAR 21T 5 BROBRIEICH T 2 )
A7 ZEET ZRRNEETH 2, v~ r7u7 ) o HHE|
BH5i2 kY, v UTb iz EIGIE A T b B
MuEET9 2 Ln<, L4812 MPO-ANCA ZaMlhs ¥
LIEMWTEIEZZ oI,
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