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Flecainide is an established antiarrhythmic agent for atrial fibrillation (AF), but monotherapy
without atrioventricular nodal blockade can precipitate atrial flutter (AFL) with 1:1
conduction. This may result in a wide QRS complex tachycardia due to use-dependent
conduction delay, mimicking ventricular tachycardia (VT).

We present a case of a wide QRS complex tachycardia in a patient with paroxysmal AF on oral
flecainide monotherapy, initially interpreted as VT and managed with intravenous
amiodarone. Class IC antiarrhythmic agents may cause progressive QRS widening because of
the use-dependence phenomenon. This case underscores the importance of integrating clinical
context with ECG analysis and acute and long-term management approaches in symptomatic
paroxysmal atrial fibrillation.
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Aleteo auricular de clase IC que se presenta como una taquicardia de complejo
ancho: lecciones de un caso clinico
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Aleteo auricular
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La flecainida es un antiarritmico de uso establecido para la fibrilacién auricular (FA), pero la
monoterapia sin bloqueo del nddulo auriculoventricular puede precipitar un aleteo auricular
(AA) con conduccién 1:1. Esto puede resultar en una taquicardia con complejo QRS ancho
debido a un retraso de la conduccién dependiente del uso, simulando una taquicardia
ventricular (TV).

Presentamos un caso de taquicardia con complejo QRS ancho en un paciente con FA
paroxistica en monoterapia con flecainida oral, inicialmente interpretada como TV y tratada
con amiodarona intravenosa. Los antiarritmicos de clase IC pueden causar un ensanchamiento
progresivo del QRS debido al fendmeno de dependencia del uso. Este caso subraya la
importancia de integrar el contexto clinico con el analisis del ECG y los enfoques de manejo
agudo y a largo plazo en la fibrilacidn auricular paroxistica sintomatica.
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1. INTRODUCTION

Wide QRS complex tachycardias are a diagnostic challenge
in clinical practice. The differential diagnosis includes
ventricular  tachycardia (VT) and supraventricular
tachycardia (SVT) conducted with aberrancy (either due to
functional or pre-existing bundle branch block) or via an
accessory atrioventricular pathway. VT accounts for most
cases and is associated with considerable risk to life [1].

A detailed electrocardiographic evaluation facilitates the
differential diagnosis. Findings such as atrioventricular
(AV) dissociation capture beats and fusion beats are
considered highly suggestive of a ventricular origin.
Additionally, diagnostic algorithms like the Brugada
algorithm (based on precordial lead concordance, RS
intervals > 100 ms, and morphologic criteria in V1-V6) and
the Vereckei algorithm (focused on lead aVR) have been
validated with high sensitivity and specificity in selected
cohorts. However, there remain wide QRS tachycardias in
which a definitive diagnosis cannot be established,
particularly in patients under antiarrhythmic therapy, where
the accuracy of the algorithms is reduced [1-3].
Antiarrhythmic drugs commonly used to maintain sinus
rhythm include those from class IC (e.g., flecainide) and
class Il (e.g., amiodarone) of the Vaughan-Williams
classification. These agents can cause wide QRS
tachycardias, either by prolongation of the QT interval (class
III) or via the “use-dependent” phenomenon (class IC) [4].

It is also essential to integrate the clinical context. A prior
history of myocardial infarction, congestive heart failure, or
recent angina markedly increases the positive predictive
value for VT [1].

We report the case of a patient receiving chronic flecainide
therapy who developed a wide QRS tachycardia due to a
use-dependent phenomenon, which was initially managed as
VT. We discuss the importance of a detailed ECG analysis
and patient’s clinical context, together with therapeutic
considerations extending beyond the acute phase.

2. CASE REPORT

A 62-year-old man with hypertension and a history of
cavotricuspid isthmus (CTI) ablation for recurrent episodes
of atrial flutter (AFL) in 2015. Since the procedure, he has
been experiencing 2-3 symptomatic episodes of paroxysmal
atrial fibrillation (AF) per year. At his most recent
evaluation, laboratory findings were unremarkable and
echocardiography showed preserved left ventricular ejection
fraction without evidence of structural heart disease. His
long-term medications included apixaban, lisinopril and
flecainide.

In May 2025, he presented to the emergency department
with an episode of palpitations longer on duration than
usual. As symptoms persisted, an extra dose of flecainide
was taken, without success.

At presentation, the patient was hemodynamically stable,
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with a blood pressure of 110/77 mmHg and a heart rate of
179 beats per minute (bpm). An electrocardiogram (Figure
1) was obtained, with an initial impression of VT. An
intravenous bolus of amiodarone was administered,
followed by continuous infusion. Emergency laboratory
testing revealed no significant abnormalities. An adequate
reduction in ventricular rate was achieved, slowing the
rhythm and unmasking an AFL with narrow QRS and 2:1
AV conduction at 100 bpm (Figure 2). The patient
ultimately reverted to sinus rhythm.
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3. DISCUSSION

Class IC antiarrhythmic drugs such as flecainide exhibit use-
dependence depressant effects on fast sodium channels,
reducing maximal upstroke velocity (phase 0 slope) of the
cardiac action potential [5]. They have a high affinity for
sodium channels in the open state. As heart rate increases,
the degree of sodium channel inhibition also rises, leading
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Figure 1: Atrial flutter with 1:1 conduction in a patient on oral flecainide (pill-in-the pocket strategy). Wide QRS complexes
mimicking ventricular tachycardia.

The cardiology service was consulted. After a detailed
evaluation of the ECG tracings and consideration of the
clinical context, the leading diagnostic suspicion was Class
IC—induced AFL conducted with aberrancy. The patient was
admitted to the cardiology ward for monitoring, treatment
adjustment, and consideration of an electrophysiological
study.

Transthoracic echocardiography demonstrated normal left
ventricular systolic function and a severely dilated left
atrium  (indexed  volume of 56 mL/m?). An
electrophysiology study was performed, which successfully
induced typical counterclockwise AFL. CTI re-ablation was
carried out, restoring bidirectional isthmus block.

Patient was discharged on amiodarone for rhythm control,
apixaban for stroke prevention and his antihypertensive
therapy was optimized. Follow up with an
electrophysiologist for evaluation of catheter ablation was
scheduled.

to greater conduction slowing during tachycardia. On the
surface ECG, this is reflected as QRS interval prolongation.
Moreover, flecainide can convert AF into AFL with slowed
conduction, facilitating 1:1 atrioventricular conduction at
very high rates if the AV node is not protected. The resulting
wide QRS complexes can mimic VT, potentially leading to
inappropriate management of the tachyarrhythmia [4, 6].
To mitigate this risk, current AF guidelines recommend
concomitant use of AV nodal-blocking drugs such as beta-
blockers, verapamil, or diltiazem [7].

Initial ECG showed a wide QRS regular tachycardia at 190
bpm, mimicking VT. If uncertainty is present, the safest
approach is to manage it as VT [1]. In our patient, an
amiodarone bolus followed by a continuous infusion was
administered. The ventricular rate slowed and AFL with
narrow QRS and 2:1 AV conduction emerged.

The clinical context of absent structural heart disease,
flecainide use, and hemodynamic stability supported the
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consideration of AFL with 1:1 conduction and ventricular
aberrancy as an alternative diagnosis to VT. Given the
patient’s stable condition, it might have been useful to
employ AV nodal blocking drugs such as metoprolol or a
calcium-channel blocker like diltiazem. In this setting,
amiodarone may enhance sodium channel blockade
(through a use-dependence effect independent of
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criteria with contextual clinical analysis. When in doubt, the
safest strategy remains to treat the rhythm as VT until
conclusive evidence is obtained.

Class IC antiarrhythmic agents should be co-administered
with AV nodal blocking agents, such as beta-blockers or
calcium channel blockers.
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Figure 2: Atrial flutter with 2:1 atrioventricular conduction at 100 beats per minute.

flecainide), resulting in further QRS widening and potential
clinical deterioration [1].

After the acute phase, diagnostic re-evaluation identified the
true nature of the arrhythmia and allowed planning of a
definitive approach with CTI re-ablation.

For long-term rhythm control, antiarrhythmic drugs remain
a fundamental pillar in symptomatic paroxysmal AF, though
their utility is limited by moderate efficacy and possible
systemic side effects [8]. In the latest clinical practice
guidelines, catheter ablation (typically via pulmonary vein
isolation) has been established as a highly effective option
to reduce AF burden and improve quality of life in
symptomatic patients. It is now recommended as a first-line
strategy for rhythm control in this population (Class I, Level
of Evidence A) [7].

4. COCNLUSIONS

In summary, a wide QRS tachycardia requires an integrated
diagnostic approach that combines electrocardiographic
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