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INTRODUCTION
Amiodarone is an antiarrhythmic drug often 
used to treat tachyarrhythmias. However, in 
modern times it is less commonly used to treat 
atrial fibrillation with rapid ventricular rates 
(RVR) due to alternative therapy with AV nodal 
blockers being widely available, safer and better 
tolerated. One of the most feared complications 
of amiodarone is pulmonary toxicity. 

CASE DESCRIPTION

•  89-year-old female with T1DM 

•  Recently discharged from an outside hospital with 
new diastolic heart failure after an episode of DKA 
and atrial fibrillation with RVR

•  New medications: amiodarone 400 mg bid and 
bumetanide 1 mg daily 

•  Admitted two weeks later with dyspnea/hypoxia

•  No infectious symptoms, no evidence of heart 
failure exacerbation, unexplained leukocytosis and 
negative procalcitonin 

•  CXR: concerning for bilateral pneumonia 

DISCUSSION

Amiodarone is the most commonly prescribed 
antiarrhythmic drug in North America. However, it is also 
associated with several adverse drug reactions, including 
amiodarone pulmonary toxicity (APT). Amiodarone is 
lipid soluble and tends to accumulate in highly perfused 
organs. Lung damage is induced by a direct cytotoxic 
effect and by an indirect immunological reaction. 

The lungs of a patient with ATP will show a mosaic 
pattern of diffuse bilateral inflammatory infiltrates with air 
bronchograms, diffuse interstitial ground glass opacities, 
and varying degrees of interstitial fibrosis leading to the 
pathognomonic “head cheese sign” seen on chest CT. 
Labs may be remarkable for an unexplained leukocytosis. 
The most severe manifestation of APT is a rapidly 
progressing diffuse pneumonitis with an ARDS picture, 
which our patient developed.

Although toxicity can occur at any time, the greatest risk 
is in patients with high total cumulative doses, such as 
>400 mg/d for >2 months. Historically, when patients 
were routinely put on high doses, the incidence of APT 
was 5-15%.

However, even at lower doses, the incidence is still 
reported at around 2%. APT is more frequent in men, 
and increases with age and co-morbidities, such 
as pre-existing lung disease and supplemental O2 
exposure. The drug of choice for treatment is high dose 
corticosteroids.

•  Increasing O2 requirements despite empiric HCAP 
antibiotics

•  CT Chest: notable for “head cheese sign,” 
pathognomonic for hypersensitivity pneumonitis

•  Transferred to ICU, intubated and ventilated 

•  Amiodarone discontinued.  Treatment with high dose 
corticosteroids.

•  Death attributed to respiratory failure from acute 
amiodarone pulmonary toxicity 
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