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Diffuse Alveolar Damage Associated with Polymyositis
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Jal Sung Park, M.D.,* Deuk Lin Choi, M.D.* and So Young Jin, M.D.**
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College of Medicine, Soonchunhyang University, Seoul, Korea

Interstitial pneumonitis may be the presenting manifestation of polymyositis-dermatomyositis
(PM-DM), or may occur later in the evolution of disease. The clinical picture is characterized by
non-productive cough, dyspnea and hypoxemia, The chest radiograph demonstrates interstitial
infilirates with predilection for the lung bases, often with an alveolar pattern in addition. We
experienced a case of polymyositis associated with diffuse alveolar damage(DAD) that was proven
in open lung biopsy. The patient was a 52 year-old woman who was presented with 6 months’
duration of generalized ache, edema on ankle and wrist, non-productive cough and mild dyspnea.
She had typical symptoms and physical findings of interstitial pneuminitis, and elevated muscle
enzyme levels in serum with characteristic histologic findings of myositis on muscle biopsy. She
also had typical interstitial lung disease pattern on high resolution CT and restrictive pattern on
pulmonary function tests. The findings of open lung biopsy was compatible with diffuse alveolar
damage(DAD). She failed to respond to the therapeutic trials with corticosteroid and cyclophospha-
mide, and finally expired due to acute respiratory distress syndrome.
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Fig. 1. Plain radiograph shows consolidation on bila-
teral lower lung fields, hazy infiltration on
right upper lobe(A), and aggravated diffuse
hazy density in both entire lung with obliter-
ated diaphragmatic shadow(B).
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Fig. 2. High resolution CT shows alveolar opacifica-
tion and ground glass opacities on peripheral
portion of both lung fields. Wall thickening of
bronchial system are also shown.
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Fig. 3. Low power view of open lung biopsy shows
diffuse pulmonary edema and marked inflam-
matory reaction. (H-E, X40)

Fig. 4. Most alveolar spaces are lined by necrotic
cells(A) with occasional hyaline membrane
formation (B). (H-E, X100)
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Fig. 5. Electron microscopy discloses necrosis and
denudation of pneumocytes(uranyl acetate and
lead citrate, X3.000).

Fig. 6. Muscle biopsy shows interstitial edema, infil-
tration of mononuclear inflammatory cells,
and degeneration of muscle cells with nuclear
internalization.
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