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Clinical Summary 

Our patient who was on long term amiodarone treatment presented with a 10 day history of cough and dyspnea. Chest X-ray showed multiple pulmonary infiltrates. HRCT depicted patchy areas of ground glass attenuation and areas of consolidation, with a peripheral and peribronchovascular distribution, associated with dilated bronchi. The amiodarone was discontinued and the patient treated with corticosteroids. 

Clinical History and Imaging Procedures 

The patient presented to the emergency room a ten day history of malaise, low grade fever, unproductive cough and dyspnea. Physical examination revealed: body temperature (38,50C), tachycardia and diffuse lung crackles. There was a history of auricular fibrillation for which the patient had been treated with amiodarone (400mg/day), but there was no known occupational exposures. Chest X-ray showed multiple infiltrates in both pulmonary fields with ill-defined borders and linear opacities predominantly in lung bases. There was also elevation of left diaphragm and plate atelectasis (Fig 1) parallel to the diaphragm extending to the pleural surface. HRCT demonstrated ground glass attenuation and areas of consolidation throughout both lungs with a peripheral and peribronchovascular distribution; some of these areas were associated sometimes to dilated bronchi (Figs 2, 3, 4). The patient underwent bronchoscopy with biopsy, which revealed thickening of interlobular septa and intra-alveolar accumulation of macrophages with foamy cytoplasm. Discontinuation of the drug and treatment with corticosteroids resulted in a marked improvement of pulmonary function in the subsequent days. The patient is in the second year of follow-up and continues to have normal pulmonary function and chest CT. 

Discussion 

Amiodarone is a drug with iodine moieties, very useful and effective in the treatment of tachyarrhythmias. Unfortunately it is associated with numerous side effects: rashes, photophobia, hepatitis, pulmonary toxicity and cardiotoxicity. Pulmonary complications show a dose relationship, with no reported toxicity with less than 400 mg daily. This reaction occurs following 1 to 10 months on the drug, with a median duration of 6 months. Making the diagnosis of pulmonary toxicity is very difficult because symptoms are insidious and nonspecific (malaise, fever, shortness of breath) and are easily confused with infection, cardiac failure and pulmonary infarction (1). Radiographic signs include areas of consolidation or interstitial disease, which are nonspecific. Without knowledge of drug exposure, several diagnoses need to be considerate([2). Usual CT findings are also nonspecific and include ground glass opacities in association with fine intralobular reticulation. Foci of consolidation have also been described. More characteristic is the presence of high attenuation parenchymal-pleural lesions (82-174HU), predominantly located at the periphery of the lung and at lung bases, which weren’t visualized in our case (3). Some histologic patterns are usually associated with amiodarone induced pulmonary lung disease, namely NSIP and COP (3,4,5) . NSIP is a mixture of signs of active inflammation and long-standing chronic fibrous changes, being histological divided in three sub-types accordingly to inflammatory or fibrotic predomination. Typical HRCT features include areas of ground-glass attenuation with a subpleural distribution and involving predominantly middle and lower lobes (80% of the cases) sometimes associated with a reticular pattern (50% ) or to bilateral, subpleural and symmetric consolidations (30%) (3,4,5). Idiopathic cryptogenic organizing pneumonia (COP) is characterised histologically by the presence of plugs of granulation tissue in the lumen of the distal air spaces -respiratory and terminal bronchioles, alveoli and alveolar ducts- associated with a variable degree of interstitial and air space infiltration with mononuclear cells and foamy macrophages. The most common HRCT appearance of COP consists of bilateral patchy areas of consolidation or a combination of consolidation and ground glass attenuation in a predominately subpleural and peribronchovascular distribution. Many atypical radiological presentations have been reported including multiple linear or ring shape opacities and multiple large nodules or masses (3,4,5). Liver, spleen and myocardium attenuation is also increased in some cases, with attenuation values ranging between 90 and 110 HU [3]. Treatment includes cessation of amiodarone and corticosteroids, but in some cases the disease still progresses to respiratory failure (1, 2, 3). 

Final Diagnosis 

Amiodarone pulmonary toxicity 

 

MeSH

1. Lung [A04.411] 
Either of the pair of organs occupying the cavity of the thorax that effect the aeration of the blood. 

2. Anti-Arrhythmia Agents [D18.097] 
Agents used for the treatment or prevention of cardiac arrhythmias. They may affect the polarization-repolarization phase of the action potential, its excitability or refractoriness, or impulse conduction or membrane responsiveness within cardiac fibers. Anti-arrhythmia agents are often classed into four main groups according to their mechanism of action: sodium channel blockade, beta-adrenergic blockade, repolarization prolongation, or calcium channel blockade. 

3. Lung Diseases, Interstitial [C08.381.483] 
A heterogeneous group of noninfectious, nonmalignant disorders of the lower respiratory tract, affecting primarily the alveolar wall structures but also often involving the small airways and blood vessels of the lung parenchyma. "Interstitial" refers to the fact that the interstitium of the alveolar walls is thickened, usually by fibrosis. This group of diseases is usually inflammatory. (Dorland, 27th ed; Wyngarden, Cecil Textbook of Medicine, 19th ed, p396) 
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· Figure 1 

X-ray
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Chest X-ray shows multiple infiltrates in both pulmonary fields, without predominant distribution, linear opacities predominantly in lung bases, elevation of left diaphragm associated with plate atelectasis 

 

· Figure 2 

HRCT
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HRCT shows patchy areas of consolidation and ground glass attenuation in peripheral and peribronchovascular distribution.

 

· Figure 3 

HRCT
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HRCT shows areas of consolidation predominantly with peribronchovascular distribution, associated with dilated bronchi. 

 

· Figure 4 

HRCT
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HRCT shows peribronchovascular consolidations in lower lobes.
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Chest X-ray shows multiple infiltrates in both pulmonary fields, without predominant distribution, linear opacities predominantly in lung bases, elevation of left diaphragm associated with plate atelectasis 

 

Figure 2 

HRCT

[image: image7.jpg]



HRCT shows patchy areas of consolidation and ground glass attenuation in peripheral and peribronchovascular distribution.
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HRCT
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HRCT shows areas of consolidation predominantly with peribronchovascular distribution, associated with dilated bronchi. 

 

Figure 4 

HRCT
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HRCT shows peribronchovascular consolidations in lower lobes.

 

To top 

[image: image10.png]


 

 

Home Search History FAQ Contact Disclaimer Imprint 

[image: image11.png]


[image: image12.png]


[image: image13.png]



