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Introduction

FLECAINIDE

Flecainide is a class Ic anti-arrhythmic agent. It is contra-indicated in the presence of
significant left ventricular dysfunction or myocardial ischaemia.

Once commonly used, it is much less so today. Overdose is therefore uncommon, but
may cause life threatening cardiac toxicity.

In toxic doses it can cause:

° Significant depression of cardiac electrical conduction.
° Significant depression of cardiac contractility.
° Proarrhythmic affects

Preparation

Oral preparations are available in 50mg or 100mg
There is also an 1V preparation of 150mg per ampoule.

Mechanism of action

Flecainide is a class IC antiarrhythmic agent
It has potent sodium channel blocking effects.

Pharmacokinetics *

Absorption

° Oral absorption is prompt and mostly complete.
Distribution

) The mean volume of distribution is 8.7 L/kg, indicating that the drug is widely
distributed into the tissues.

Metabolism and excretion

) In healthy subjects about 30% of a single oral dose (range 10 to 50%) is excreted
in urine as unchanged drug. About 70% is metabolized by the liver. Metabolism



degradation of appears to be genetically determined. Poor metabolizes have lower
metabolic clearance of flecainide. However, since it is to a large extent, also
excreted renally, it is unlikely that a reduced metabolic clearance in poor
metabolisers is of any clinical significance, unless the patient also has renal
failure.

Risk Assessment

In adults, ingestion of more than 800 mg * (or about 10 mg/kg) * of flecainide may be life
threatening.

In children, ingestion of a single 50 mg tablet may be life threatening.

Toxicity correlates well with blood concentrations above the therapeutic range of 0.2 to
1.0 microgram/mL. This test however is not readily available

Clinical Features

The onset of clinical effects is rapid, occurring within 30 to 60 minutes.

Toxic effects include:

1.

GIT:

° Nausea and vomiting

CNS:

° Some sedation may be seen

° In severe cases, seizures and coma may be seen.
CVS:

The major aspect of toxicity will relate to the cardiac effects, which can include:
° Conduction delays.
° Brady-arrhythmias/ Cardiac arrest with VF, VT, asystole or PEA

° Hypotension.

Investigations

1.

2.

Blood levels can be done, (see above), but these are rarely available.
ECG:

Cardiac toxicity will be the most important manifestation of overdose, in
particular look for:



° Increased PR interval.

° QT prolongation (this may also occur to a lesser extent in patients on
therapeutic doses), with a consequent risk of polymorphic VT (torsades
des pointes), although this is a rare occurance.

° QRS widening (sodium channel blockade), this is a more ominous sign
and is the most important to look for.

Management
1. Immediate management of any ABC issues:
° Patients with seizures or coma should be intubated and ventilated.

2. ECG monitoring:

) All patients must have continuous ECG monitoring and regular 12-lead
ECGs.
3. Charcoal:
° Charcoal should be administered to any patient ingesting more than

800 mg (or children ingesting one tablet) if presenting within one hour of
the estimated time of ingestion and if conscious state is normal and they
do not have arrhythmias.
4. Hypotension:
° This should initially be treated with IV fluids.
° Adrenaline infusion may be required for refractory hypotension.
5. Sodium bicarbonate and cardiac toxicity: '
The mainstay of cardiac toxicity treatment is sodium bicarbonate. Conventional
anti-arrhythmic agents can be problematic and may aggravate arrhythmias and

conduction delays.

IV sodium bicarbonate should be given for significant cardiac toxicity, as
manifested by:

° QRS widening, (more than 120 msec).
° Arrhythmias.

Give 8.4% (= 1 mmol/mL) 1 to 2 mmol/kg IV boluses every 3 to 5 minutes,
titrated to a narrowing of the QRS complex or resolution of arrhythmias.



Bicarbonate infusions are not appropriate because the body will buffer the change.
Repeat boluses may be required over a period of 4 to 6 hours.

Standard advanced life support protocols should also be followed for VF or
asystole.

6. Resuscitation:

) Prolonged cardiopulmonary resuscitation efforts should be undertaken in
these patients, as they are often healthy individuals prior to the overdose.

° Cardiac assist devices and/or extracorporeal circulatory support
should be considered if available, for cases unresponsive to medical
measures.

7. Haemodialysis and haemoperfusion are not effective in eliminating flecainide.
8. Consultation:

Overdose with flecainide is uncommon, but potentially lethal and consultation
with a toxicologist should be undertaken if there is any doubt over a management
issue.

Disposition

All adult patients ingesting more than 800 mg should be admitted and monitored for a
minimum of four hours.

All children having ingested one or more tablets should be admitted for observation

Any patient with ECG abnormalities or significant clinical effects should be admitted to a
critical care area.

Asymptomatic patients with a normal ECG after six hours are unlikely to develop
toxicity.
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