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INTRODUCTION 

Amiodarone is highly effective for treatment of 

supraventricular and ventricular tachyarrhythmias.
1
 It has 

few proarrhythmic effects.
2
 Torsades de pointes (TdP) is 

an uncommon complication of both oral and intravenous 

amiodarone.
3
 However, occurrence of TdP has been 

observed during chronic amiodarone treatment in 

conjunction with electrolyte disorders.
2,4

  We describe a 

case of amiodarone induced recurrent TdP within few 

days of oral loading in a young boy suffering from dilated 

cardiomyopathy. 

CASE REPORT 

A 16 year old boy presented with complaints of sudden 

onset palpitations and dizziness in the emergency room. 

Patient gave history of dyspnea (NYHA class II). He had 

a blood pressure of 90/64 mm Hg. ECG revealed 

ventricular tachycardia (Figure-panel A). Sinus rhythm 

was restored by 200 J of synchronized DC shock. His 

ECG after cardioversion showed a heart rate of 65/minute 

and QTc interval of 435 ms (Figure-panel B). 

Echocardiogram showed dilated left and right ventricles 

with global hypokinesia and ejection fraction of 25%. 

Patient was strongly advised implantable cardioverter 

defibrillator (ICD). While waiting for the same, he was 

started on metoprolol 25 mg BD along with oral 

amiodarone 800 mg/day for 7 days followed by 400 mg 

OD. On 9
th

 day of initiation of amiodarone, he 

complained of dizziness and palpitations.  The ECG at 

that time in monitor showed TdP at a rate of 200 beats 

per minute (Figure– panel C). Sinus rhythm was restored 

by 300 J of synchronized DC shock. His serum potassium 

level was 4.4 mEq/L and serum magnesium was 1.52 

meq/Lt. ECG analysis after restoration of normal sinus 

rhythm showed significant prolongation of QTc interval 

to 590 ms (Figure-panel D). ECG’s done in the 

intervening period showed serial QTc prolongation. In 

absence of other precipitating factors and predisposing 

factors, it was thought that TdP was due to amiodarone 

induced QTc prolongation. The drug was immediately 

discontinued and beta blockers were initiated. Patient had 

another episode of torsades and ventricular tachycardia 

the same day in evening. However, serial ECG’s after 

stopping amiodarone revealed normalization of QTc 

interval. Our patient consented and received (ICD) a 

week later and has been doing well since then. 

 

ABSTRACT 

Amiodarone induced proarrhythmic effects are rare. We report a 

case of amiodarone induced torsades de pointes in a young boy 

aged 16 years occurring early after initiation of oral amiodarone. 

This case underscores the need of careful electrocardiographic 

monitoring early during amiodarone therapy to avoid a 

potentially fatal arrhythmia. 
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Figure 1:  Panel A- ECG showing ventricular tachycardia at the time of presentation; Panel B- ECG in normal 

sinus rhythm showing a normal QTc interval; Panel C- ECG showing torsades de pointes in patient after starting 

amiodarone; Panel D- ECG after cardioversion of torsades showing prolonged QTc interval. 

 

DISCUSSION 

Amiodarone increases action potential duration and 

prolongs refractoriness by blocking delayed rectifier 

currents. The unique pharmacokinetic properties of 

amiodarone account for delayed clinical effects but early 

electrophysiologic effects within 1-2 days.
5
 Overall 

incidence of TdP due to amiodarone is 0.7%.
2
  In fact, 

amiodarone is considered safe even in patients with 

previous drug mediated torsades.
2
 TdP in patients on 

amiodarone develops only in presence of factors 

prolonging APD like dyselectrolytemias, severe 

bradycardia, antiarrhythmics and nonantiarrhythmic 

drugs.
6
  There are several reasons for low incidence of 

TdP due to amiodarone despite considerable lengthening 

of QTc and substantial bradycardia. These are 

lengthening of repolarization
2,7

, abolition of calcium 

dependent early after depolarizations, shorter 

prolongation of repolarization in purkinje fibers than in 

ventricular muscle and due to suppression of preceding 

ventricular ectopy.
8
 Infact, there is a nonlinear 

relationship between development of torsades and degree 

of QT prolongation
7
 with no critical QT duration above 

which patient is at risk of developing torsades or below 

which the patient is safe.
8
  

The present case deserves attention as our patient 

developed torsades quite early after administration of oral 

amiodarone only and that too in absence of any 

predisposing factors and electrolyte disturbances. This is 

quite unusual. Furthermore, TdP and ventricular 

tachycardia recurred highlighting the prolonged QTc 

interval for some time even after amiodarone 

discontinuation. After normalization of QTc interval, the 

arrhythmias didn’t recur.   

This report highlights the early occurrence of a rare but 

potentially fatal arrhythmia after amiodarone and 

emphasizes the need for careful monitoring especially 

electrocardiographically to avoid any impending fatal 

arrhythmia. 
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