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A Case of Goodpasture’s Syndrome with Normal Renal Function

Sung Kyoung Kim, M.D., Jin Kook Lee, M.D., Kyeo Rae Joo, Sung Eun Hur, MD., Jeong Hoon Kim, M.D,,
Young Kyoon Kim, MD., Sook Young Lee, M.D., Seung Joon Kim, MD., Chi Hong Kim, MD., So Hyang Song, M.D.,

Sung Hark Park, MD., Young Jin Choi, MD.!

Department of Internal Medicine and Clinical Pathology], College of Medicine, The Catholic University of Korea, Seoul, Korea

Goodpasture’s syndrome is a disease that is characterized by hemoptysis, anemia, and glomerulonephritis with
renal failure. Goodpasture reported a case of a young man who expired as a result of a pulmonary hemorrhage and
glomerulonephritis at the recovery phase after an influenza infection in 1919. In 1958, Stanton et al. described a
combined case of these two diseases as Goodpasture’s syndrome. Since then, antiglomerular basement membrane
antibody(anti-GBM Ab) has been confirmed to play an important role in the mechanism of this syndrome, and it
was reported that this syndrome was an autoimmune disease. The triad of alveolar hemorrhage, glomerulonephritis
and circulating anti-GBM Ab forms the basis of a diagnosis of Goodpasture’s syndrome. When patients are affected
by disease, the relief of symptoms can be accomplished by eliminating the anti-GBM Ab from the circulatory system
through hemodialysis, plasmapheresis and immunoabsorption. However, the patients usually die from a massive
pulmonary hemorrhage when the diagnosis or treatment is delayed. The incidence of Goodpasture’s syndrome is
common in the western world, but it is extremely rare in Korea with only five cases being reported. In three of these
cases, pulmonary hemorrhage and renal failure was the initial manifestation. Therefore, hemodialysis or plasmapheresis
were absolutely essential treatments. We report a case of Goodpasture’s syndrome in Korea with a normal renal function.

(Tuberc Respir Dis 2006: 59: 86-%)
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Figure 1. Initial chest X-ray. Chest PA shows multi
focal patchy consolidations in both lungs.
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Figure 2 Iniad chest CTlung sefing. Chest CT shows
extensive  multifocal  consolidations  in both  lungs, su
goestive the multifocal pneumonia.
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Figure 3. Findings of smears from bronchial washing fluid. (A) Many enthrocytes were showed (H & E  stain,
x400. (B) Some hemosderindaden macrophages were  showed (Prussian  blue stain  for iron, x400). These findings
are consistent with pulmonary hemorrhage.

Figure 4. The light microscopic findings show characteristic features of focal and segmental necrotizing  glomer
uonephritis  : (A)  Segmental domerular necrosis  with  disrupted  capillary  walls  with  hyaline  materials  (Jone’s
PA-methenamin  silver  stain,  x400. (B) A domerulus with  fibrocellular  crescent  and  segmental  sclerosis  (Jone's
PA-methenamin silver stain, x400).
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Figure 6. Serial chest X-ray folow up. (A) Chest X-ray on the 8h hospital day shows more progression of the exten
sive oonsolidations in both lungs. (B) Chest X-ray on the 10th hospital day shows more progression extensive
oonsolidations in - both lungs. (C) On the 20th hospital daylthe 8h day after steroid treatment), gradual regression  of
entensive alveolar opacities in both lungs are noted. (D) Chest Xray on the 30th day after dischargelthe 60th  day
after steroid treatrment) shows much resolution of the extensive inhomogeneous ground glass opacities in both lungs.
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