Tuberculosis and Respiratory Disease Z¥ ] 3357123 Vol. 38, No. 4, December, 1991
O &80

A S E28E do) dvR A opid Y 1

A7

i X Hd-9 & .0 E 4

et o FHeh e et d
d ¥ -5 A

AAFAR Y

= Abstract =
A Case of Microseopic Polyarteritis Associated with Recurrent Pulmonary Hemorrhage
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Pulmonary hemorrhage is a feature of several immune and idiopathic disorders. The specific
etiology of this disease is determined by clinical, serological and renal pathology.

Microscopic polyarteritis nodosa is a vasculitis of small vessels which is characterized by involve-
ment of the lung, kidney and skin in young individuals. Its clinical manifestations differ from classical
polyarteritis nodosa. It should be considered in differentiation of recurrent alveolar hemorrhage and
hematuria. We reported a case of microscopic polyarteritis nodosa which was confirmed by renal

biopsy and positive serum antineutrophil cytoplasmic antibody, associated with recurrent alveoclar
hemorrhage and hematuria.
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Fig. 1. A. PA chest film showed ill-defined patch and reticulo-streaky densities in both lung fields.
B. Follow-up chest film (2 weeks later) showed disappearance of previously noted reticulo-

streaky densities.
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Fig. 2. Lung tissue from transbronchial lung biopsy showed hemor-
rhage with vascular and inflammatory cell infiltration and
interstitial fibrosis. (H & E, X200)

Fig. 3A, B Renal biopsy showed segmental necrosis with focal epithelial crescent formation.
In the necrotizing segments some neutrophils are infiltrated but cellular proliferation
is not found. The glomerular basement membranes appear within normal limits and
capillary lumen are patent except the necrotizing segments (Fig. 3, Methenamine-
Silver, x400). There are no positive deposits on PAS and Masson-trichrome stains
(Fig. 4, Masson-trichrome, X 100). The tubules are destroyed in focal with interstitial
infiltration of neutrophil and lympoplasma cells.
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Fig. 4. Antineutrophil cytoplasmic antibodies exhibit a rosette-like
staining pattern. (immunofluorescent stain, 1:128)
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Fig. 5. Clinical symptoms, biochemical and serologic tests in clinical courses.
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