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= Abstract=

A Case of Microscopic Polyangiitis with Pulmonary
Hemorrhage and Rapidly Progressive Glomerulonephritis

Hae Sik Kwon, M.D., Young- Mock Lee, M.D., Ji Hong Kim, M.D., Pyung-Kil Kim, M.D,,
Hae Youn Kang*, M.D,, Soon Won Hong*, M.D., Hyeon Joo Jeong*, M.D.

Departments of Pediatrics and Pathology* The Institute of Kidney Disease
Yonsei University College of Medicine, Seoul, Korea

Microscopic Polyangiitis(MPA) belongs to a spectrum of systemic vasculits, and particularly
antineutrophil cytoplasmic autoantibodies(ANCA)- associated small-vessel vasculitis which is
characterized by involvement of the lung and kidney. The diagnosis of MPA is often difficult to
make, and delayed because of the variability of the clinical presentation. Renal biopsies have a
very important diagnostic and prognostic value in MPA. We experienced a case of microscopic
polyangiits which was confirmed by renal biopsy and positive serum perinuclear ANCA,
associated with alveolar hemorrhage and gastrointestinal bleeding. We began methylprednisolone
pulse therapy, combined with a low dose of cyclophosphamide and plasmapheresis therapy. ACE
inhibitor and Ca channel blocker were used when proteinuria and hypertention developed. On
admission, the patient's lab findings showed BUN 117 mg/dL, Cr 2.3 mg/dL, while on the 60th
hospital day BUN/Cr values fell to 20.8 mg/dL / 1.6 mg/dL and though proteinuria persisted, the
patient's condition was tolerable and is currently under observation on an out-patient basis. The
last lab values were BUN 26 mg/dL / Cr 1.6 mg/dL.

(J. Korean Soc Pediatr Nephrol 2001 ;5 : 213-18)

Key Words : Antineutrophil cytoplasmic autoantibodies, Systemic vasculitis, Renal biopsy,

Alveolar hemorrhage, Gastrointestinal bleeding.
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Chest X-ray: Focal air space consoli-
dation involving both lung

Fig 1.
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Fig 2. Chest CT: Muiltiple air space consoli-
dation, interlobular septal thickening and
ground glass opacity were observed in
both the upper & lower lobes. These
lesions showed no special predilection
site and were patchily distributed in
both lungs.
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Fig 3.(a) Renal biopsy(LM): A glomerulus shows
fibrinoid necrosis of glomerular capil-
lary wall with adhesion to Bowman's

capsule. There are multifocal mild
tubular atrophy and interstitial fib-
rosis with mononuclear cell infiltration.
(HE, X200)
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Flg 3. (b) Renal biopsy(LM): Intraglomerular
fibrin and a cellular
seen.(AFOG, X200)

crescent is

Fig 4. Renal biopsy(EM): Definite electro dense
deposit is not present.(X5900)
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