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Successful treatment of atrial tachycardias with
flecainide acetate
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SUMmARY Intravenous flecainide successfully terminated atrial tachycardia in three patients.
Maintenance treatment with oral flecainide prevented the recurrence of tachycardia for up to three
years. These results suggest an additional use for flecainide which should be further explored.

Flecainide acetate is a new synthetic antiarrhythmic
drug which is classified as a Vaughan Williams class
IC agent.' 2 It has been shown to be effective in the
treatment of junctional arrhythmias3 and in certain
ventricular arrhythmias,4-6 but there are few pub-
lished data on its use in atrial arrhythmias. It seems
effective in the conversion of atrial fibrillation to sinus
rhythm, but is much less effective for terminating
atrial flutter.' We report three patients with atrial
tachycardias who were successfully treated by
intravenous flecainide and in whom sinus rhythm was
maintained with the oral preparation.

Patients and methods

CASE 1
A 23 year old man with the Wolff-Parkinson-White
syndrome (type A) underwent successful cryoablation
of a left lateral accessory pathway and incidental clos-
ure of a persistent foramen ovale. Nine days post-
operatively he developed frequent atrial extrasystoles
and episodes of atrial tachycardia and fibrillation,
with intermittent left bundle branch block. There was
no evidence of pre-excitation, and intracardiac elec-
trophysiological studies confirmed the atrial origin of
the arrhythmia. Tachycardia became incessant and
was not terminated by disopyramide 150 mg given
intravenously. Verapamil 5 mg intravenously pro-
duced only temporary suppression. On the twelfth
postoperative day flecainide 75 mg was given
intravenously and completely suppressed tachycardia
and the associated atrial ectopic activity. With
maintenance treatment with oral flecainide 150 mg
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twice daily he has remained asymptomatic for three
months and his electrocardiogram shows uninter-
rupted sinus rhythm.

CASE 2
A 57 year old man with an eight year history of recur-
rent attacks of palpitation and syncope was diagnosed
by electrophysiological study as having chaotic atrial
tachycardia. Thyroid function tests were normal.
Treatment, over a five year period, with digoxin, ver-
apamil, metoprolol, disopyramide, atenolol, sotalol,
and propranolol, alone and in combinations of two
drugs, proved ineffective at suppressing the attacks.
He was readmitted with an episode of tachycardia
which had started four days previously. On admission
his heart rate was approximately 200 beats/min and
blood pressure 95/70 mm Hg. Flecainide, 90 mg
intravenously, terminated the tachycardia, but it
recurred 30 minutes later at the slower atrial rate of
150 beats/min. A further 75 mg of flecainide was
given, which gradually slowed the tachycardia until
sinus rhythm emerged. He remained free of symp-
toms and was in sinus rhythm six months later, taking
oral flecainide 150 mg twice daily.

CASE 3
A 33 year old man was admitted with a two year his-
tory of palpitation, which lasted from one hour to
several days and was occasionally associated with
syncope. The attacks had increased in frequency,
occurring on alternate days. Prophylaxis with prop-
ranolol and disopyramide, either alone or in combina-
tion, was ineffective. Resting electrocardiograms
showed a narrow QRS complex tachycardia at a rate
of 160-170 beats/min and left ventricular hypertro-
phy on voltage criteria. Thyroid function tests were
normal. A first pass nuclear angiogram showed glob-
ally impaired left ventricular function, and at cardiac

164

 on M
ay 22, 2023 by guest. P

rotected by copyright.
http://heart.bm

j.com
/

B
r H

eart J: first published as 10.1136/hrt.53.2.164 on 1 F
ebruary 1985. D

ow
nloaded from

 

http://heart.bmj.com/


Flecainide and atrial tachycardia
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Figure Electrocardiograms and electrograms showing the effect ofintravenousfiecainide on automatic left atrial tachycardia (case
3). Beforeflecainide administration the left atial focus has a dischargefrequeny of135 beats/min (445 ms). During infusion there is
gradual slowing of the tachycardia rate with the emergence ofsinus rhythm at a rate of 113 beats/min (530 ms) after 48 s. Note the
change in atrial activation sequence from earliest activity in the distal coronary sims electrogram (DCS) beforeflecainide
administration to earliest activity in the high right atrinum (HRA) duringflecainide infusion.

catheterisation left ventriculography showed a large
cavity with general hypokinesis and ejection fraction
reduced at 25%. Intracardiac pressures were normal,
as was coronary arteriography.

Electrophysiological study showed an automatic
left atrial tachycardia. Intravenous flecainide 120 mg
slowed the tachycardia from 135 beats/min, and sinus
rhythm resulted after 48 s at a rate of 113 beats/min
(Figure).
With maintenance treatment with flecainide

100 mg three times daily he has remained symptom
free for three years. Excercise electrocardiograms and
24 hour Holter monitoring have shown normal sinus
rhythm.

Discussion

Initial studies of flecainide showed it to be effective
against atriWl and ventricular arrhythmias induced in
experimental animals by either chemical or ischaemic
methods.8 9
The electrophysiological effects of flecainide have

beenstudied extensively, and in general its effect on
conduction is more profound than on refractoriness.
In particular, it causes a consistent increase in the PA
interval, a measure of the intra-atrial conduction time,
by a mean of 22%. Increases in atrial refractoriness
have been shown,'0 but these are usually small and
fail to reach statistical significance, although Pop et
al found a significant increase of 17*5%." In the same

report flecainide successfully prevented the induction
of atrial tachyarrhythmias by programmed stimula-
tion in nine out of 16 patients studied.
Orning reported a single case of chronic atrial

tachycardia where temporary suppression of the
arrhythmia was achieved by intravenous flecainide.12
Somani reported the effective suppression of atrial
extrasystoles in two out of three patients given
flecainide intravenously but found no effect on
chronic atrial fibrillation in another two patients.'3
Nathanet al treated 10 patients with paroxysmal atrial

fibrillation with intravenous flecainide and produced
conversion to sinus rhythm in nine.7 By contrast, in
the same report, termination of paroxysmal atrial
flutter by intravenous flecainide was achieved in only
two out of a further 10 patients, although the atrial
rate slowed in all cases and slowing of the ventricular
response occurred in nine.

It is of interest that in two cases in the present
report tachycardia reversion occurred by progressive
slowing until sinus rhythm emerged and resumed
control. This is in contrast to the effect of flecainide
on junctional re-entrant tachycardias where termina-
tion is sudden and where there is a more pronounced
effect on the refractoriness of some of the individual
tissue components of the junctional re-entrant cir-
cuit.3 10 In case 1 flecainide successfully abolished the
repetitive atrial ectopic activity, which suggests that it
may also selectively suppress the enhanced automatic-
ity of ectopic foci.
The efficacy of flecainide against atrial tachycardias

shown by these cases suggests a potential additional
use for the drug, although comparative studies are

required to define its precise role.
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