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Fig. 1 (a) Chest radiograph on the first visit demonstrated diffuse reticular shadow in the bi-
lateral lung. (b) Chest CT on admission demonstrated peripheral ground-glass opacities with

honeycombing lesions (short arrow).
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Fig. 2 Histopathological findings of the biopsied lung specimens. (a) Microscopic remodeling of alveolar archi-
tecture and occasional lymphoid follicles (arrows) were found in the left upper lobe [hematoxylin-eosin (HE)
stain, X20]. (b) Interstitial thickening with lymphocyte infiltration and loose fibrosis was seen in the left upper
lobe (HE stain, x100). (c) A low-magnified view of the left lower lobe revealed subpleural interstitial fibrosis
and microscopic remodeling suggestive of usual interstitial pneumonia pattern fibrosis (HE stain, X20).
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Fig. 3 Clinical course.
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Fig. 4 Pathological findings of the autopsied lung. (a) Coronal slice of the right lung showed focal hemor-
rhage dominantly in the upper lobe and subpleural honeycombing (arrow) in the bases. (b) Many neutro-
phil infiltrates were found in the left lower lobe (HE stain). (¢c) Photomicrograph shows extensive alveolar
hemorrhage (HE stain, X40). (d) Necrotizing vasculitis was present in the left lingual (HE stain, x400).
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Abstract

A case of interstitial pneumonia developing alveolar hemorrhage with immediate seroconversion
of MPO-ANCA after cessation of immunosuppressive agent

Akimasa Sekine*”, Eri Hagiwara? Koji Okudela®, Tomohisa Baba® and Takashi Ogura®
*Department of Respiratory Medicine, Kanagawa Cardiovascular and Respiratory Center
bDepartment of Respiratory Medicine, National Hospital Organization, Ibarakihigashi National Hospital
“Department of Pathology, Graduate School of Medicine, Yokohama City University

A 66-year-old man came to our hospital with chief complaints of chronic cough and dyspnea in December
2002. Chest CT revealed peripheral and dorsal reticular shadows in the bilateral lung. Although no angiitis was
observed in lung specimen obtained from surgical lung biopsy, myeloperoxidase antineutrophil cytoplasmic anti-
body (MPO-ANCA) results were very high (348 EU/L), and MPO-ANCA-related interstitial pneumonia was di-
agnosed. With oral prednisolone and cyclosporine, radiographic findings and respiratory function tests were im-
proved, and MPO-ANCA became negative. However, renal disorder resulting from the side effects of
cyclosporine developed in September 2007. Although it was improved with cessation of cyclosporine, MPO-AN-
CA became positive in October 2007 and increased gradually with no new symptoms. In January 2008, the pa-
tient developed nasal hemorrhage, hemosputum, fever, and cough. Despite intensive therapy, he died, and the au-
topsy revealed alveolar hemorrhage with necrotizing vasulitis, leading to a diagnosis of microscopic polyangiitis
(MPA). This case indicates the importance of strengthening immunosuppressive therapy when a seroconver-
sion of MPO-ANCA occurs after changing therapy, even though long remission has been achieved without any
emerging symptoms.



