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A Case of Amiodarone Induced Multiple Complications
in Patient with Atrial Fibrillation
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Abstract

Amiodarone is an effective antiarrhythmic agent that being widely used for the management of
supraventricular and ventricular tachyarrhythmias, But long term amiodarone therapy can develop variety of
adverse effects which include pulmonary toxicity, hapatotoxicity, thyroid dysfunctions, corneal deposits, bone
marrow suppression, neuropathies, etc, There have been many reports about amoidarone induced toxicities
that affects individual organs, However, it is rare that about multiple organ damages concurrently in patients
with amiodarone therapy, We experienced that a case of amiodarone-induced multi organ complications and
their recovery after amiodarone withdrawal, Here, we are to report this case,
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Fig. 1. Initial chest X-ray shows multifocal patchy
consolidations in both lung fields.
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Fig. 2. A. Chest CT shows consolidations on both lung parenchymes and increased enhancement of both
pleura with pleural effusion. B. Bright liver; High attenuated liver on non-enhanced abdominal CT.
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Fig. 4. A. Follow-up chest CT at 1 month after
amiodarone withdrawal shows improved
consolidations and pleural effusion. B. The
chest CT also shows decreased liver
attenuation compared with spleen.
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