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Microscopic polyangitis (MPA),

Myeloperoxidase anti-neutrophil cytoplasmic antibody (MPO-ANCA),

Usual interstitial pneumonia (UIP), Cyclophosphamide, Prednisolone
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Table 1 Laboratory data on first examination
Complete blood cell count AST 29 1U/1 Serology
RBC 383x10%/ul ALT 15 1U0/1 CRP 0.2 mg/dl
Hb 12.7 g/dl ALP 207 1U/1 ANA 1,280 x
Ht 37.3% LDH 217 1U/1 RF 46 TU/I
WBC 6,300/ul BUN 125 mg/dl KL-6 1,470 U/ml
Plt 16.1 X 10*/ul Cre 0.6 mg/dl Anti-DNA Ab (—)
Biochemistry Na 142 mEq/1 Anti-RNP Ab (—)
TP 7.7 g/dl K 39 mEq/I Anti-Scl70 Ab (—)
Alb 42 g/dl Cl 106 mEq/! Anti-Jo-1 Ab (—)
T-Bil 0.5 mg/dl PR3-ANCA (-)
MPO-ANCA (—)

Fig. 1
reticular shadows in bilateral lower lung fields.

Chest radiograph on first examination showed
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Fig. 2 Chest radiograph on admission shows reticular
shadows in bilateral lower lung fields with the appear-
ance of new lesions.
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Table 2 Laboratory data on admission

Complete blood cell count Biochemistry
RBC 305 x10/ul TP
Hb 9.6 g/dl Alb
Ht 28.4% T-Bil
WBC 7,300/l AST
Nt 75.3% ALT
Ly 13.6% ALP
Mo 10.4% LDH
Eo 0.6% BUN
Ba 0.1% Cre
Plt 23.7x10%/ul Na
Urinalysis K
Protein (+) Cl
Glucose (—) T-cho
Occult blood 3+) TG
RBC 50 ~ 99/HPF BS
WBC 10 ~ 19/HPF HbAlc
Granular cast 1 ~/100LPF

Serology
7.2 g/dl CRP 9.6 mg/dl
3.7 g/dl ANA 1,280 x
0.5 mg/dl RF 45 10/1
17 1U/1 CEA 2.0 ng/ml
7 10/1 KL-6 746 U/ml
178 TU/1 Anti-DNA Ab (—)
225 10/1 Anti-Sm Ab (—)
11.0 mg/dl Anti-RNP Ab (-)
1.7 mg/dl Anti-SSA Ab (—)
141 mEq/1 Anti-SSB Ab (—)
35 mEq/] Anti-Scl70 Ab (—)
107 mEq/1 Anti-Jo-1 Ab (-)
150 mg/dl PR3-ANCA (—)
90 mg/dl MPO-ANCA > 640 EU
93 mg/dl Blood gas analysis
5.3% pH 741
PaCOq 37.7 torr
PaO:2 85.6 torr
Sa02 96.5%

4 Aq

Fig. 3 Chest CT scans on first examination showed linear and reticular opacities with honeycomb lung in

the subpleural regions of both lower lobes (A). Chest CT scans on admission shows linear and reticular

opacities with honeycomb lung in the subpleural regions of both lower lobes including new lesions (B),

and with ground-glass opacities in both upper lobes (C).
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Fig. 4 Histopathology of video-assisted lung and renal biopsy specimens (H.E. stain). A: Usual interstitial

pneumonia pattern (UIP). Temporally heterogeneous lung injury characterized by alternating zones of

normal lung parenchyma (left upper lobe S!9). B: Honeycomb lesions were noted (left upper lobe S'*2). C:

The small vessel pulmonary vasculitis with destroyed intimal elastic fiber (left upper lobe S'*2). D: Renal

biopy specimen showed necrotizing glomerulonephritis with crescent formation.
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Abstract
A case of interstitial pneumonia preceding microscopic polyangiitis

Tetsuya Watanabe”, Haruhiko Matsushita”, Masato Uji"”, Tomohiro Suzumura”,
Keiko Nishida" and Kazuto Hirata”
YDepartment of Internal Medicine, Izumi City Hospital
“Department of Respiratory Medicine, Graduate School of Medicine, Osaka City University

We encountered a case of interstitial pneumonia preceding microscopic polyangiitis (MPA). A 64-year-old as-
ymptomatic woman was found to have interstitial pneumonia on a chest radiograph taken during a work-up be-
fore an operation for cataract. Six months later she presented with non-productive cough, low grade fever and re-
nal dysfunction. Interstitial pneumonia worsened with new lesions. The test for MPO-ANCA was positive, though
it had been negative six months previously. The histopathology of the lung by video-assisted lung biopsy showed
the usual interstitial pneumonitis pattern and small vessel pulmonary vasculitis. Renal biopsy showed necrotizing
glomerulonephritis. She was given a diagnosis of MPA and was immediately treated with methylprednisolone
pulse therapy and a combination of prednisolone and cyclophosphamide. She has remained stable for two years.
This positive inversion of MPO-ANCA, while interstitial pneumonia advanced, was of interest concerning the eti-
ology of MPA. We discuss the important topic of the mechanism of the development of MPA.



