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Amiodarone is widely used to control fatal arrhythmia. However, amiodarone therapy is associated with a relatively
high incidence of pulmonary toxicity, up to 5 to 10%. Typical symptoms are nonspecific and often manifest as nonproductive
cough, dyspnea and interstitial infiltrates in patients with acute pneumonitis or chronic fibrosis. However, hemoptysis
is a very rare symptom of amiodarone pulmonary toxicity. We report a case of amiodarone pulmonary toxicity, who
presented with hemoptysis and was successfully treated with the cessation of amiodarone, with review of the relevant

literature. (Tuberc Respir Dis 2006: 59 413-417)
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Figure 1. Pain chest radiograph at admission demon-
strated  bilateral  infiltrate on midde and lower lung
field.

Figure 2. High resoluion chest CT shows ground glass
opacity on both lower lung field.
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Figure 3. Marked infiltration of foamy alveolar macro-
phages and mononuclear cell at  alveolar space in

transbronchial bronchoscopic lung biopsy specimen
(Hematoxylin—eosin stain, magnification x400)
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Figure 5 Plain chest radiograph  demonstrated  the
resolution of bilateral infiltrates  on initial  chest  X-ray
1 month after cessation of amiodarone.
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Figue 4. Typical stagnaton of lipid like materia in
foamy macrophages. This finding is  frequently  noted
as amodarone  pumonary  toxicity in  transbronchial
lung biopsy(Papanicolau stain, magnification x400).
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