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— Abstract —

A Case of Goodpasture's Syndromein a Foundry Worker

Min Gi Kim, Dong-Hee Koh, Sun Wong Lee, Min-Heui Jo,
Hee Yong YooY, Bo Yeon Kim?, June-Hyuk Lee?

Occupational Safety & Health Research Institute Korea Safety & Health Agency
Internal medicine of SoonChunHyang University Bucheon Hospital®

Background: Smoking, upper respiratory tract infection, genetic factors and hydrocarbons are known
as risk factors of Goodpasture's syndrome. We studied a patient with Goodpasture's syndrome who had
worked for 27 years in a foundry company. Based on a study on the work-relatedness of the syndrome,
we describe and discuss our study results.

Case: A 46-year-old man, who had worked as a foundry worker for 27 years and had a 12 1/2 pack-
year history of smoking cigarettes, was admitted into a hospital on 15th February 2006 with coughing,
chest pain and dyspnea. On admission, he had hematuria, proteinuria, severe restrictive pulmonary func-
tion disorder and rapid elevation of blood urea nitrogen/creatinine. Immunological examination showed
ANA (+), ANCA (-) and Anti-GBM Ab (+). Kidney biopsy showed pauci-immune crescentic glomeru-
lonephritis.

Mild bleeding was revealed through bronchoscopy and no vasculitis and granuloma were present on at
lung biopsy. Finally, we diagnosed the worker’s illness as Goodpasture's syndrome and carried out
hemodialysis and plasmapheresis.

In the workplace survey, the exposure level of respirable crystalline silica exceeded the TLV-TWA
(0.0106 mg/m?), which was calibrated for overtime.

Conclusion: Based on both the clinical test and industrial hygiene examination, we concluded that the
Goodpasture' s syndrome in this case was caused by long-term silica exposure.
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1.8~7.0x10° /uL), 8M&x 10.2 g/dL(ZFxA
12.0~17.0 g/dL)oIitt. AT L&A E 31%(FA
36~52%), AdF37} &% (Erythrocyte Sedimenta-
tion Rate, ESR) 110 mm/hr(ZFxx 0~22
mm/hr), 4% 544x10°/uL(F3Lx]  150~450% 10°/
ploeldtr., ddoarda/Ad oty d (X
8.0~12.0/0.6~1.3 mg/dL)e] 2¢ 15¥l+= 13/0.9
mg/dL, 29 259 21/2.0 mg/dL, 39 74 39/4.6
mg/dL, 3% 1249 44/4.4 mg/dL, ¥ gL 4¥ 17
Ao 75/3.4 mg/dLel %

2) WAL Y B E(34) 9 T (2+)7) B
Hem 3¢9 64 FENa(Fractional Excretion of
Sodium)7} 6.54%. ¥43|xe F wlg/Aoleld
(Total protein/Creatinine)®] H|7} 4868= HAAIF
dog =AU

3) AAgA A L 29 25¢9] A& (AntiNuclear
antibody, ANA)HANE FAdolen | dsDNAZA
£ 7.05 IU/mL(#ExA 0.0~5.3 IU/mL), FrtEc|=
A= 17 IU/mL(Eax] 0.0~15 IU/mL)$%. 3¥ 5
do] gSmA|, FRNPA, FSSA/RodA<} 54
T A £ 43 A (Anti-Neutrophil Cytoplasmic
Antibody, ANCA)E +/4°1le™ . SSB/Lad#l+=
FAoltt. 39 7€ Anti-GBM Ab#HAME 36.8
EU/mL(#1x 0~10 EU/mL)Z <¢Adoler, 3¢
129 MPO (MyeloPerOxidase)-ANCAZANE 74
A (borderline) o] AT,

4) #715AA WY BA =85 g% (Forced Vital
Capacity, FVC) 1.50 L(36%), 1x3t =84 37|%
(Forced Expiratory Volume in 1 second, FEV1)
1.32 L(41%), FEV1/FVC7} 88%, H¥ &4 A4k
sleta #4abs(DLeo/VA)S 4.13 mL/mmHg/min/L
(99%)th. 39 6¥9 DLco/VAE 2.38 mL/mmHg/
min/L (58%)%th.
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Fig. 1. Chest x-ray image taken on admission shows increased
peribronchial opacities on left lower lobe and left costophrenic
angle blunting.

Fig. 3. Bronchoscopy taken 3 weeks after admission shows
erythematous mucosal change and fresh blood on bronchi of
right middle lobe.
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Fig. 2. Dynamic chest CT taken on admission shows fluid col-
lection of small amount and multi-focal patchy consolidation
on left lower lung field. There are scattered ill-defined cen-
trilobular nodules on both lungs.

Fig. 4. Abdomen sonography taken on 3 month after discharge
shows normal kidney size and increased echogenicity on rena
parenchyme.
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Fig. 5. Molding by automatic machine.
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Fig. 6. Controlling a hoist on the pouring process.

=
ol
B ¢oz AP BAE
%
o

b

2
| r
;\—L(“
=
me X

>
S
R
r (o]
o3l
rd
—d
i
e
i
:(l>l£
[0
i

me ok
oo ol

=3 AoolM F 2 ¢
ARE #1131 8712 29 Aol Gl
&=}

1) =4 5 24 WU

230 Adshe 224 199 23 ¥ FUPIL
Yok 390 thato] AANEE, HBFARC Gl

AN RS 22184 23087 ER 3}

aluminum cyclone
method #7602l whgkeh”.

SEAAEAL JIAAE AFH 7 (SKC, Model 224-52,
USA)el 37 mm SKC aluminum cyclone(225-01-1)
< st PVC WEH<SQ ZE (37 mm, 5 #m pore
size) 2 XAt A=719 FEFe HFAFE EFAE
olg3sto] B 2.5 LE HPsdrt. Ao E3e
KBr& 715 AAs] €181 110~120 CollA a5
AxAZl T ARESTE AlEE wEE(muffle fur-
nace)°lA PVC e I8 2 f7]&S 600 CT= 2
AIZE Zot 33170t KBr 300 mge Al8ol 71k
aAbg g 236, 13 mm die® pellets 9HEo]
FT-IR (Fourie Transform infrared Spectroscopy)
Spectrophotometer (DA8, Bomen, Canada)z®
1000/cm ' ~600/cm '7HA] FALStY] FFEe] ~HE S
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