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A Case of Amiodarone-Induced Pulmonary Toxicity
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Amiodarone is a potent antiarrythmic agent used in the treatment of refractory
tachyarrythmias and premature ventricular contractions. Amiodarone may be responsible for
the frequent and various side effects including comeal deposits, abnormal liver function
test,hyperthyriodism or hypothyroidism, bluish discoloration of the skin, neuropathies, and the
others. However, pulmonary toxicity is most sericus adverse reaction limiting the clinical
efficacy. Rescently, we experienced a case of pulmonary toxicity induced by low dose
10~-month amiodarone treatment for atrial fibrilation with rapid ventricular response. Lung
biopsy reveals interstitial inflammation, fibrosis, hyperplasia of pneumnocytes, and foamy
macrophages. Respiratory symptoms and abnormal chest X-ray findings were nearly
complete cleared after using steroid and withdrawal of amiodarone. We report a case of
amiodarone-induced pulmonary toxicity with literature review.
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Fig. 1. Initial chest radiograph shows multifocal

dirspace opacities hilaterally predominant
in the lung periphery.
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Fig. 2. Follow-up chest radiograph obtained 10
days after reusing of amiodarone shows
extensive airspace opacities in the both
lung fields.
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Fig. 3. A. High-resolution CT of the lungs shows
ground-glass opacities, airspace consolida-
tion and some interlobar septal thickenings
bilaterally in the posterior peripheral lung
fields. B. High-resolution CT of the lungs
in mediastinal window settng shows that
the density of consolidated lung is similar
or slightly higher to that of muscle.
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Fig. 4. Section reveals thickend and fibrotic inter
stitium associated with an infilterate of
mononuclear cells.Diffues fibroblastic pro
liferations and scattered foamy macropha
ges within alveolar ducts are also noted.
(H& E, =x40)

Fig. 5. Section reveals cluster of foamy alveolar
macrophages and hyvperplastic pneumaocy
tes in surrounding alveolar septa. (H&E,
#4001,
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Fig. 6. Alveolar macmpﬁagos within the alveolar
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space, showing many intracytoplasmic os-
miophilic lamellar bodies are noted.(EM,
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Fig. 7. Follow up chest radiograph obtained 10
days after withdrawal of amiodarone and
steroid treatment shows more clearing of
airspace opacities in the lung fields but
still notes linear and reticular densities in
the both lung fields.
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1Fig. 8. Section reveals fatty changes around
central veins(acinar zone 3), and adjacent
portal tract and hepatic plates are well
preserved (H&E, = 100)
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