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Goodpasture fEMEH#E (Goodpasture’s syndrome,GPS) 13,
TEENE (Glomerular basement membrane, GBM) HifK(Z
KXoTHIERZIINDZUEY LI)IVF—0RET, Mg
I & BUHEELT R BRIR B 26 (Rapidly progressive glomeru-
lonephritis, RPGN) ZRi &9 5. ' FERERNE 0.5-1.8 N
100 5 AT, HFFEAE IR AT 20-30 i AL & 6070 et & ik
2 fFD.

Al B2 3 & 2B AR S GPS LB 1,
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fE - 525%, B HE 172 cm, {KH 66 kg.
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BUREE « 4B ABEd 54 10 A R Mitifa i & SR
NG GPS Llia sz, BIBERE X T 01 REOFHE
PNV A & MBETHEE 2T WRMRE A L 2. ZD%IT
RIBRE AT 01 REQNRME R & MEFrE ST TRERIZ L E
LTWz, &ZAM, TEEARRGN S 3 AMERICHE IR
RS - WV HIL L, KEBICNREEEE 72D, ZD%E
SN MR AN R U 72 72 00 M BefA I & 7n o 7=
ABRRSRERRR - EEH, RIR 372°C, M+ 200/95 mmHg,
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Table1 APRZRREAT R

m&E
Hb 5.1¢g/dL
WBC 9,900 / p L
Plt 4375 /pL
=24
BUN 86 mg/dL
Cr 8.98 mg/dL
K 5.3 mEq/L
CRP 0.41 mg/dL
PCT 6.08 ng/mL
KL-6 149 U/mL
¥ GBM Fifk 248EU
EEE
APTT 28.6 sec
PT-INR 1.05
PT &M 90%
HERZHRE
B-D- 7 Vi <2.8 pg/mL
h D H R (+)
27U T kavhAHR (=)
7 ANV FIL AP (=)
IFN- yilf# gt g (=)
IgMHA $ifk (=)
HBs $iJ5 (=)
HCV Pk (=)
HEV pifk (=)
VCMIgM (=)
IfiL 7 £ 2 (=)
VR 5% %6 normal flora
REFNRE
PR3ANCA (=)
MPOANCA (=)

PCT, procalcitonin; KL-6, sialylated carbohydrate antigen KL-6; P
R3 ANCA, proteinase-3 anti-neutrophil cytoplasmic antibody;
MPO ANCA, myeloperoxidase ANCA

Ik$E 80/min, SpO, 97% (F&F%E S L Y AV 5 T). Mk
% (Table 1) Tid, BUN 86 mg/dL, Cr8.98 mg/dL, K 5.3
mEq/L EBAREZROH M, Hbs5.1g/dL LHEEME R
LTz, 7z, JiGBMPUERIT 248 EU & EF L Tz,
TRV h=Z2036.08 ng/mL & ERLTHO, HIE%
BIRRE T > DA TR DA T, £OMIIRETH -
7=, PUFERMIBLE PR (Antineutrophil cytoplasmic anti-
body : ANCA) It TH o7z, M8 CT (Fig. 1) T,
MR ICH 7= 0K T 0 H I AFEERD .

ABR#R#ZE@® (Fig. 2) : W &M AL S 4 [8 O fiti g Hi i
XGPS OEBRICK DD EEZ BN, MIRENT MK O
A 5 QB NIFEIC L 5 A TIEREE HIC ICU
ANAE E o= Rk 2T NWE I OkEE K O 720
5, MEIRREIIEE BHED A THEFFATRE TH o /2. 3 Hill
oo T AEASH  CHTERAS MAE 2,880 ml) Z1Tly, [RIKFICIM
BT S 3 [A DX —Z ThafT U7z, MM 26 O Rl REME
EEEBLTAONKAL 0S5 g/day ZRIIEL, KiEETL R
—y 0> 90 mg/day (1.36 mg/kg/day), ZDH%I 707+

Fig. 1 ABtRBIEE CT 2B ICH0RIRZE LT O T A
NEDHHND.

A7 7 2 R% 500 mg (7.6 mg/kg) ZFHEL TEMEAZ
o7, HRMABHIED THODIZ, THED ST &4l
NI ZRdEEE) ZEHALUZ (058 /day). 105 HIC
R U 72K CT Tl B ORLRE &9 0 1 7 Z2idk
i# L (Fig. 3), $1 GBM HifRI3% 18 /% HIZ 66.8 EU £ T
KFLTWA FI9WHIZY A M AHOTA IV ZFUEMN
iz, Ao 70E) Q0mg ZRHZES L~
5522 HITIZMARIEA 382 CE T LA L, WEICHEDRS
BHaRBO O CT 28, WilfiEic 258y 2%
®7= (Fig. 3). MREWIBRA TIL, B-D-glucan A3 600 pg/
ml EEFHICERLTHO, 7AXRIFIVZAFUENGHET
ot FEEMAETIE mEEEZ2EY MNaETho
M, WEEERGEETIE, Aspergillus fumigatus IS SN 7=,
H17 7 oF2 (150 mg/day) Kkt 7zE—LA (1 g/day)
OF%EZEBMBLUZ. F72, WBCA2500 /uL ETETFL
TWieew, TRk o = —FMEFER 2R L 2. D
K13 GPS O AR K OV BUBRIUIE D FERE 7R < RE L, 45 42
i HICMR R & 7r o 7z,
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GPS I3, PiIGBMPiRKIC k> THIE I INDZ IR Y
LIIVF—NHEINT, HifdHifmE RPGN Z28:#ET 5. i
GBM Fiff I3 2 RSB R EEO VI O 5 — 4
YT swEsa 7Y Y GHIRTH D, MehDRKE
THELTWAPIREIE b —TNEHT 5 Z & TH GBM
PUikNEA SN, THEY LIVF—I2 & > THifd i %
RPGN M5 E R Z 5. > §i GBM RN #IEFiRE T
FfifeL i B B, BORERAS R EEICHRIRICIER L T d 2 &N
HHMTh s, BEEIAR Cr<5.7 mg/dL DA, 5%
DEFEREBEWEEDRERIIHIC UM% TDH D, A
g Cr>5.7 mg/dL M DIMEE N DB WG, 5 ERD
HHEREBHBEERGERIZ0% & 50% Th 5. RFEHEIAR
Cr>5.7 mg/dL 2 D MIRSE TN BERIGEIL, S FEHROE
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Fig.2 APBif%#%i8 ABPC/SBT, ampicillin/sulbactum; CFPM, cefepime; CPM, cyclophosphamide; GCV, ganciclo-
vir; ITCZ, itraconazole; MCFG, micafungin, MEPM, meropenem; PSL, prednisolone; VRCZ, voriconazole

Fig.3 ARG a AR, b 8 1096H, C.2522%H, d. 5536 H
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PIFIRTE & M HRIE & 1T o T2, SUEIIHIERICBI L Tid,
FCBHEEZE R L CTIRGREZRETIHLENHS. &
FE DB AR T B R BB AFNCBNWTIE, #ES 7o
T+ A7 7 2 REFRTH5E, #58% 20-30% &
5 Z LK 0 i R - R AR TR &2 2 &
MHFEINTND, BHEERD 2T &, AHEREO
BHEAEIRIFIC RN o 1208, EHED AN A i BRis >
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U7z, BN Sty 1)V A3, FiEWEEMEHT
5 EICK0BEEMREE SN,

MBS M FEACHIT S IR & LT, Hif ke I fili
f i OENE X 5N 5. AEFITIE, M LEES
DOIEMEACREREIRF [ Z 150 AT E ICEMR T 5 2 & TH
& PHE Z [EkEd 5 2 LM TE .

i I & 2 MR EE DAL I LT, K[E NI
KD NLIFAEENNE S 725 2 EME . fiflaifiss
ELWEAI, SHBAESXFa—TE WS
X0, HM RO KARENZRAGA T O 2B < ik
PEEP I X 2 HF L DUYGE, FHFiKGENEIEIC K 5 1L M)
Ry cEd. —FT, EAMICE SN N TIEEE
H R O HEICTERNBETH S, SEOEHTIE, K
BEiRE D Hilf DIREE & MEARAEN S, A TIERE I 7T
WCHBERLADOATRBE RS2 EE L. BN RERH
Bk MR A T o 72 2 & C, AR IRk
BALT 52 <R L ATREND B D, FEFITRU T,

ANTIERAE PRI X BRI R A EZE L 7208 5 EEETAR
RICELANCHEY MG ETDY ZENEETH 5.

B 5T GPS 1T 2 EMRMEFFEIEICBT 2 T E T >~
ZNIMDHTZ L WONEIRTH 5. i GBM FiikDpEEN
6-OMATHRIZERLT DI EME, KEARBORIBELYE
2T 04 RERGREMEIEEZ 6-9 MALL Lkt 5 2 &
M%<, P GBM Filk DR AEME D R 7200 T & % fif
BllansdEEBRFL T S SREIOERM TIE, KO
PSL 25 mg/day TiBBE &720, SR THBODR N & & hf
RURNSEHETT>TnD.
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A Case of Goodpasture’s Syndrome with Recurrent Alveolar
Hemorrhage Successfully Treated with Repeated Immunosuppressive
Therapy and Plasma Exchange
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Abstract

Goodpasture’s syndrome (GPS) is an autoimmune disease in which antibodies attack the glomerular basement
membrane in lung and kidney, and is characterized by alveolar hemorrhage and rapidly progressive glomerulonephritis.
Reccurence of this disease is rare due to the high success rate of remission induction and maintenance therapy. We
report a 52-year-old man with GPS who had undergone steroid therapy and hemodialysis, and was in remission. Oral
steroid use became increasingly difficult due to his nausea and vomitting. He was admitted to our hospital because
alveolar hemorrhage recurred. Early intervention such as immunosuppressive therapy, plasma exchange therapy and
careful management of his respiratory status enabaled his safe discharge. When immunosuppressive therapy is
stopped shortly after induction of remission, GPS will occasionally relapse, and it is necessary to keep this possibility in
mind.
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