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Four Fatal Cases of Amiodarone-Induced Pulmonary Toxicity
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The lungs are frequently the site of adverse drug reactions because of their higher oxygen concentration,
the distinctive properties of the pulmonary circulation, and the close proximity of the alveolar epithelium to
the blood. Amiodarone, an iodinated benzofuran derivative, is an effective antiarrhythmic drug commonly
used for refractory tachyarrhythmia. However, it has a wide range of adverse effects, the most serious of
which is lung disease. Most patients present with the insidious onset of dyspnea and a nonproductive
cough, and generally recover after withdrawing the drug. We recently experienced four fatal cases of
amiodarone pulmonary toxicity. Therefore, we discuss these unusual drug-induced pulmonary toxicity
cases with a review of the relevant literature. (Tuberculosis and Respiratory Diseases 2002, 53:662-672)
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Fig. 1. Case 1. A. Chest X-ray obtained on admission, showing increased alveolar and
interstitial opacities on the right whole lung fields and the left lower lung field. B.
CT-scan lung windows showing increased alveolar and interstitial opacities and a
spontaneous pneumothorax.
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Fig. 2. Transbronchial lung biopsy specimen of case 1. A. Organizing stage diffuse alveolar
damage showing foam cells surrounded by inflammatory cells (H&E, A, x100). B.
Illectron micrograph of alveolar macrophages and type II pneumocytes containing many
lamellar bodies (B. X 2,500).
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Fig. 3. Case 2. A. Photograph obtained on admission, showing an increased opacities on right
middle and lower lung fields. B & C. CT-scan lung windows obtained on admission
showing an increased attenuation of a consolidative lesion at the right lower lung (B)
and increased liver attenuation (C) on the precontrast phase.
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Fig. 4. Case 3. A. Chest X-ray showing multifocal patchy areas of ground-glass opacity
scattered in both lung fields. B. High resolution CT scan of the chest showing increased
liver attenuation on the precontrast phase.

Fig. 5. Transbronchial lung biopsy specimen of case 3. A. Foamy alveolar macrophages with
finely vacuolated cytoplasm (H&E. >400). B. Electron micrograph of the alveolar
macrophage containing lamellar inclusions. (> 10,000).
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Fig. 6. Case 4. A. Chest X-ray showing bilateral pulmonary consolidations and effusion. B. CT
scan of the chest showing increased attenuation of the lung parenchymal consolidations
and the liver on the precontrast phase.
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The Relationship Between the NF-kB Activity and Anti-inflammatory Action
of Surfactant in the Acute Lung Injury of Rats

Chang Hyeok An, M.D.. Young Joo Cha, M.D.", Kyoung-Hee Lee

Chul-Gyu Yoo, M.D.”, ByoungJun Lee, M.D., DoYoung Jeong, M.D.,
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Department o Internal Medicine and Department of Laboratory Medicine*,
ChungAng University College of Medicine,
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Background : The therapeutic effects of surfactants on acute lung injury derive not only from their
recruiting action on collapsed alveoli but also from their anti-inflammatory action in the alveolar space.
This study evaluated the anti-inflammatory action of a surfactant in an acute lung injury model of rats by
measuring the WBC count, IL-18 and IL-6 level of bronchoalveolar lavage(BAL) fluid. In addition,
neutrophils were recollected from the BAL fluid and the NF- # B activity of the neutrophilic nuclear protein
was evaluated.

Methods : Male Sprague-Dawley rats weighing approximately 300 gram were divided into 3 groups,
which consisted of 6 rats respectively. In the control group, normal saline(3ml/kg) was instilled into the
trachea twice with 30 minute interval. In two other groups, acute lung injury was induced by the
intra-tracheal instillation of LPS(5mg/kg). Thirty minutes later, either a surfactant(ST group: 30mg/kg)
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