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BRIEEE - 20 %25 60 K E T 1 H 20 &,

RIGRE - FFelHEZ L.

BRI © 60 ey, EIMC A JRBEIC ABE L7z, AReh
AT Hb 60g/dl, Cr 12mg/dl, IiEHT GBM Hiikka
T, MPO/PR3-ANCA B, digbikBEtch by, [
FEVEMIR L] EBRrEhiz. AFuaAf KOV A, i
ZHTYE. 3y HTEREL, A7 04 FoREIrbh
7o. G2REREICIZA T O A FHukE 2 Y, EERICHEM S
7o, DA, WECEIE R EDEREZIT Tz, 71
BE, RERER, BT ) DTEEZS. MR
CT TH FEENig L B &, ¥xF 1) v (piperacillin)
BiE, T EY ) v (ampicillin) W ThREE %oz,
1 ABOWZR, DPENIIE E Zipr R (Hb7g/d) %
RO LR ORBERE L T odz. ARG, TR
WEEZTFZTEY, O, WAL S Nz, YRR,
W EE T, MFE 104/57 mmHg, MR 104/min, A
36.2C, W% 33/min, O. 12L/min W AT CREZ OB
IR L% S= B A (SpO2) 70~80%, ik L ~X)Vid Japan
Coma Scale I11-20 T& - 7.

MARTR © |AR, REIM, SEOAIM, BAE% R
@7z (Table 1). LDHAYEH L Cw722%, & K IMAEIX A
LNEHhol. TV TFITORETH), mEOK M
b je 3 ME % £ 5 RER E ILE % 72 72, Anion gap (33
LABRL Tz, 8RR ERIE S 2 0 95 Ol 2k
m, CRetE&EE (CRP) MEELANH Y, HEhEEGYE
DEPERRE S, MPO/PR3-ANCA, PikyuikizE
HTHo7z. BHXMEETHEME, /& Tz
waRoiz (Fig la).
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Table 1 Laboratory data on admission
Hematology Biochemistry Serology
WBC 9,000/l TP 5.9 g/dl ANA (=)
Neut 93% Alb 2.0 g/dl MPO-ANCA <1.0U/ml
Lym 6% A/G 051 PR3-ANCA <1.0U/ml
Mon 1% T-Bil. 0.7 mg/dl Anti-BGM Ab 121 U/ml
RBC 203 x10*/ul D-Bil. 0.5 mg/dl Mycoplasma IgM (=)
Hb 6.6 g/dl AST 59 U/L
Ht 19.6% ALT 27U/L Others
MCV 971l ALP 255 U/L BNP 189.2 pg/ml
MCH 325pg LDH 503 U/L
MCHC 33.7% v-GT 21U/L Blood gas analysis (O: 10 L/min)
Plt 204 x10"/ul BUN 1354 mg/dl pH 7176
Cr 12.02 mg/dl PaCoO, 24.8 Torr
Coagulation Na 141 mEq/L Pa0s, 64.9 Torr
%PT 476 K 4.3mEq/L HCO;™ 9.0 mEq/L
APTT 342s Cl 98 mEq/L BE - 179 mEq/L
FDP 72 ug/ml CRP 36.77 mg/dl Sa0, 83.9%
AT 56%
D-dimer 35.6 pg/ml Urinanalysis Bacteriology
Protein (4+) Sputum culture normal flora
Sugar (%) Blood culture negative
Occult blood (3+) AFB staining Gaffky 0
Urobilinogen normal TB-PCR (=)
RBC 20~29/HPF M. avium PCR (=)
WBC 10~19/HPF M. intracellulare (=)
Pneumococcus Ag (=)
Legionella Ag (=) Intratracheal sputum sampling
Cytology Class II
RBC (++)
Neutrophils (+)
Culture S. epidermidis

M. avium : Mycobacterium avium, M. intracellulare : Mycobacterium intracellulare, S. epidermidis : Staphylococcus epidermidis.

Fig. 1 (a) Chest roentgenogram on admission. Diffused infiltration was remarkable in the right lung,
and also distinguishable in the middle and lower fields of the left lung with negative silhouette signs
against the cardiac margins. (b) Chest roentgenogram on the 6th hospital day. Infiltration shadows
were found reduced. (c) Chest roentgenogram on the 7th hospital day. The patient was deceased.
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Holz. ABH¥HID 3HE#HTATTA F28VA, A
TEAT, B AZ AT, PLREEE L TA e % A (merope-
nem) 3g/H%EHKG5 L7 E4HHO1LHIETL F=Vn
> (prednisolone) 50 mg/H &iii%, WHZENEL, 20
NRALNMZEDEBEEZ ONLEENHI L2720, L
A7aFH4 v (levofloxacin) 500 mg/H riii e L7z,

INSDOEFITL Y, Pa0, 75~105 Torr (P/F ratio 125
~175), pH 7.328~7.368 L /NEEDR7=1, Cr, CRP 3
G, B X MEEFFIC b sl A BN Tz (Fig
1b). L22L, 7% HEMICMEIMET L. #lims
W, JNVT FLFY URiEc CHMEE EAES, KRB

Fig. 2 Macroscopic view of the resected right lung.
The pulmonary hemorrhage was noted in all lobes
and was especially dominant in the lower lobe; lobular
bronchi were occulted by the hemorrhagic sputa.
Similar findings were seen in the left lung, and the
weight of both lungs had increased remarkably
(right: 1,280 g, left: 680 g).
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ZIPICIREE b AL, X MEE (Fig. le) THMikE
DEALEDN, Fi0,100% TH SpO, AMETF L T X,
FEC L7, BRI, AT T4 FEGHTOMRAEMIE R
TPt GBM PuikR 1 & FIBI L, ERREYIC Goodpasture JiE
BERE LW L7z, 2B, 3 W4T o A IS 78 TR IR 1
&N eholz, KENFKRTOAERZRNL %
Mo 7o, SUE SO PR AR R 3 LAE % AL S & B fa b
Wb EEz, MTLED)o7.

IR L - W E R L, MBOZW L BHOR %
Br7-DIHBEKBEL, RIEORBELZHL. Mt
1240 g, /£680g L ERAML, RIS F AN
WA A S, FELE TIPS % CTHIZE L T 7z,
WA TIECHRICHE CTH - 72 (Fig.2). FlioFEL
WERMEINIMETH O EZ SRS, BEMEEIC
VAR L A P S I BRI R 28, R o> T I REAR
Waysaosi, 7)) YESHTH L TOF AV EO
R TH o7z, MBENIZEANEYFY v E2&h L
a7 7 —IYRMLTW (Fig.3 a). BldERL
TBY (A£250g 4£i230g), BAMEEMIZIEEKIE O LE
2 PE 9 B AR SR ERIRE KO L CTdh - 72 (Fig. 3
b). %3, i GBM HURITH 3 2 Hilads & OSRERAALIR
ORFEGMIL, MuabEzr &) Ttk e LT
WARERD R, Wia L7z, CoEFEIEEREZHL,
FAEMBBRE A SNz, MRS EREZB L, MBI
DUIFPEREEAA BNz, Wb BIEEZL & #% 2
Sz, IR RS, MIEE % 35512 Goodpasture JiE
R X BB I, BAREDHEA - #IT L CTIEC L
b LHEEE .

Fig. 3 Microscopic views. (a) Lung tissue. A diffused alveolar hemorrhage and neutro-

philic alveolitis with the capillaries disrupted in the alveolar septum were noted. Focal
fibrous thickening of the alveolar septa and a diffused alveolar damage pattern with
hyaline membrane formation and infiltration of the hemosiderin-laden histiocytes in
the alveolar space were also observed [hematoxylin-eosin (HE) staining, x100]. (b)

Glomeruli. Focal and segmental crescent formation and focal sclerotic change of glo-

meruli, associated with a thickening of the basement membrane (crescentic glomeru-
lonephritis), were observed (HE staining, X 100).
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Goodpasture SEFBEREIIHT GBM iz X v, e & &
RERIRDSRIICEE SN S, FEWICE NG HORIER
BTHo. HBERPEZIBICHEINTES T, /I
Webilez v 9 2%, FiEkidiigE, Wi, MR, ZIK,
IR, PR S Ch B, HIBTERBTH Y, FRICR
FEBIO X 9 ZFE A RN, Mg iR B A0 #AT LT
LES>RETREDLDOTFRARTH S, ML T
DIBEEMRPEBHALELE D2 bR B0,
$72, HiGBMyifkE ANCADO “EHMUFHLH Y, 2D
WA SICTPHRART, SMEATETHHERENS
WEENTWn5HY,

Goodpasture JEfEFEDOGEHEEE LTIlX, A7a A4 K8
VA, MR, RPEIHIF, BB &8 o5,
RIEFDOYE D, AT 84 K70V ZAHI MR ARE
ENRTW2D, E7HHOAMBREMCE YT TE R
Moz, MBELHRERATIRETH-72OTIREHA
LTwW5%. % 69wH®P/F ratio 175 & ABEHE TR D
HWEICR->TBY, Wl XMEETHHRENALNT
WOT, FREBIELTLE o7 fERHHICOWT
&, BREAZGPEL TR EEZLNIZDT, JAZH
TV &I L 72,

Goodpasture FEMEREIL, BRI XD BEEIE SN2
&, ETFRIZELZVWE SN TWSYY, Biesenbach
SICE B84 H (9~1864 H) I2b 7% BEHHAT
WFEFERIZND E L >TWSEY, LA L, iz Ak
W7o, R, BRERE L P GBM BURD 7 4 1 — 3
VETH B, Tz, FIHIEG RUEUR"Y & AR I2A L
7o —AHESNTED, RIEB S EIATERTH -
7o REMEATE .

ASEFNG 11 4RI [t i) o5k % %21 T
WhAS, BEOBERBENASNTEY, Goodpasture fiE
BEHETHo7-Z B EZOND. MEFOBRARE T
GBM HUADMRIN T E o 2R S 5. Sl
EFx Y MI20I3ENPLMEHIN TS DOT, KEIX
91%THY, TNUFOF v bOEEE Ln>TWwb,
F 72, MiET O GBM AN BETH > T, Mk
BIZHL GBM VUL A SHER S N 2L H DY, [HE%
PERR I | & U TRl 2T 2 RER O 72 20 (S ASE
BEPEIN TV B URENED D 5.

Goodpasture FEBEHEDFFREIZ X T 7AW 22 AL WS,
FERIIEE A RO & kO LIc X > TAL
LUFREREO/NIEREZE Z SN TWET . HIZHE
N, $7I2HLA-DRB1*1501 & X " DRB1*1502 & o Bk
P SIN TV, RIEFIZB W THRAIHREI
FToTWRWwA, 11 EHOTEY — K95, KREMIZ %

ALMPDOFEREZFESTED, BEYI X o TENHTEL
L, HEf7% Goodpasture SEEHE L L THAE LD TId %
WhtEZOLND.
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NTW7z28, Mk 2 7% ) FNLIHEETH 5721712,
BRI/ LI TH -7z RSN D, AIGHE
IR EA L COAAREFIITEICHA SN2 L id4K
ERDbNDA, MilgHime X 95 125K S B D &<
R E N TV AR WERBRICE L T, BEMEICL 2280
BBMBIENARAREEZONL. PREDd, 14121
W, WE X B E, R, ZMprE, BUN, Cr, #it
GBMIthkZF v 7352 EDRLFTLVWTHAHIY. 2
) L EMRaEsgcloT, e TR VIET
FiT&bEw) M€ vy 2w, ez
AR TWE I LKD), BEFNRELZHR LA
HFEMICHMEZZZ TS, HE50EPLYDITFED 7
EHICHEMEZZ 2810 5 L v o AT 20 72 ] BEl:
BHY, BB - B TR TE LI LB EIONS.
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Abstract
Goodpasture syndrome: Eleven years of remission resulting in a relapsed alveolar hemorrhage

Naohito Suzuki and Haruhiko Nakajima
Division of Respiratory Medicine, Ageo Central General Hospital

This report examines a unique case of Goodpasture syndrome, an anti-glomerular basement membrane (an-
ti-GBM) antibody disease, found in a male patient. At 60 years of age, the patient was admitted to a hospital be-
cause of massive hemoptysis. His illness was initially diagnosed as “idiopathic alveolar hemorrhage,” serum with
a negative anti-GBM antibody, and recovered through steroid pulse therapy and plasmapheresis. Steroids were
then tapered and ultimately stopped when he turned 63, and he continued follow-up appointments with a general
physician. At 71, the patient was taken by ambulance to our hospital in an emergency with both massive hemop-
tysis and dyspnea. He also showed severe anemia and severe renal failure. Serum tests demonstrated that the
anti-GBM antibody was positive, ANCA was negative, and ANA was also negative. He was intubated and under-
went mechanical ventilation, steroid pulse therapy, hemodialysis, and transfusion on site. Nevertheless, he died
seven days after being admitted. The autopsy revealed a diffused alveolar hemorrhage with neutrophilic alveoli-
tis and vasculitis, and crescentic glomerulonephritis. This case suggests that the diffused alveolar hemorrhage
may have been a relapse even after an extended period of remission. Where the patient suffered from an alveolar
hemorrhage, the case stands as an example warranting long-term follow-up by a pulmonologist in all future cases
of alveolar hemorrhaging.



