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=Abstract=

Two Cases of Microscopic Polyangiitis

Kyoung Eun Song. M.D., Seung Guan Im, M.D., Sook Kyoung Jo, M.D.,

Youn Mu Jung, M.D., Joon Hyuck Choi, M.D., Seung Soo Sheen, M.D.,
Yoon Jung Oh, M.D., Kwang Joo Park, M.D.,
Sung Chul Hwang, M.D., Hyun Ee Yim, M.D.’

Department of Pulmonary and Critical Care Medicine, ]Departmerw o Pathology,
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Microscopic polyangiitis is a systemic small-vessel vasculitis that is primarily associated with necrotizing
glomerulonephritis and pulmonary capillaritis. Lung involvement is characterized by a diffuse alveolar
hemorrhage. However, rarely central nervous system involvement has been reported to be occurred with
the microscopic polyangiitis. Relapse of microscopic polyangiitis are reported to be more frequent than
those of polyarteritis nodosa, often after a reduction or discontinuation of the therapy. We would like to
report two patients with microscopic polyangiitis. One presented with clinical manifestations of both lung
and central nervous system involvements and the other was a case of recurrence during steroid tapering
following the steroid pulse therapy. (Tuberculosis and Respiratory Diseases 2003, 55:623-630)
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Fig. 1. (patient 1). A: PA chest film shows air space consolidation suggesting a pulmonary

hemorrhage in Right lower lung field. B: PA chest film 8days after admission, shows more
aggravated air space consolidation. C: Chest CT lung-window setting shows diffuse multifocal
air-space consolidation and ground glass opacity in both lung fields sparing subpleural area.
D: Renal biopsy shows leukocytoclastic angiitis involving small vessels in medulla. (H&E

stain, *400).
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Fig. 2. (patient 2). A: Renal biopsy shows Focal segmental necrotizing glomerulonephritis. (H&E stain,
x400). B: PA chest film shows bilateral ground glass opacity in central portion. C: High
resolution Chest CT shows extensive ground glass opacities in the both lungs. D PA chest
film shows progressively improved bilateral ground glass opacities.
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