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revealed monomorphic ventricular tachycardia and
he was treated with direct cardioversion, which
restored the sinus rhythm after a down time of 15
minutes.

Introduction
Brugada syndrome (BS) is an autosomal dominant
inherited channelopathy which causes fatal
ventricular arrhythmias and sudden cardiac death1.
It usually presents after adolescence and is rarely
seen in the paediatric age group2. BS is known to
precipitate with febrile illness in children2. Here we
report a 3-year-old child with Brugada syndrome
presenting with fatal cardiac arrhythmia in the
absence of any precipitating event.

There was no history of preceding febrile illness,
head trauma or poisoning. Family history was
negative for sudden infant death syndrome or
sudden cardiac arrest. Following 8 hours of
admission to the intensive care unit, he developed
another monomorphic ventricular tachycardia which
reverted to sinus rhythm with direct cardioversion.
His basic haematological and biochemical
parameters, including serum calcium, were normal.
2D echocardiogram revealed a structurally normal
heart. His repeat ECG showed characteristic coved
ST elevation greater than 2mm in precordial leads
V2 and V3 (Figure 1).

Case report
A 3 year old previously healthy boy presented to the
emergency treatment unit (ETU) with sudden onset
of unresponsiveness of a few hours duration. On
arrival, he was in a state of cardiac arrest and
immediate cardiopulmonary resuscitation (CPR)
was commenced. Electrocardiogram (ECG)

Figure 1: ECG showing coved ST elevation in V2 and V3 leads
_________________________________________

The diagnosis of Brugada syndrome was made and
he was started on isoprenaline. Genetic testing was
not performed due to economic constraints. An age
matched implantable cardioverter defibrillator
(ICD) was not available for insertion. He succumbed
after five days due multi-organ failure as a result of
ischaemic insult following prolonged cardiac arrest.
ECG of family members revealed no Brugada
pattern.
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Discussion
BS is relatively a new entity described in 1992 by
Professor Pedro Brugada3. Even though the
condition is rare in children, BS was first described
in a 3-year-old Polish child with a background
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history of sudden cardiac deaths in the family3. The
condition is common among young Asian males4.
The prevalence of the condition varies between
1:2000 to 1:50004,5. Moreover, 10-20% of sudden
cardiac deaths in children are secondary to inherited
channelopathies including BS4. The gene
responsible for BS is identified as SCN5A and
number of mutations have been identified in the
gene since the discovery of the condition6.
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Clinical presentation of BS varies from the
asymptomatic stage to sudden cardiac death due to
ventricular fibrillation or ventricular tachycardia. In
between these two extremes, some children can have
syncope or palpitations2. However, in this child,
prior to this presentation, there were no such
episodes.
The diagnosis of BS is made based on the
characteristic ST segment elevation patterns seen in
right precordial leads. There are 3 patterns of ST
elevations is BS viz. coved type, >1mm saddle back
elevation and < 1mm saddle back elevation3. In this
child, coved ST elevation was noted in the V2 and
V3 leads. In addition, short PR interval, short QT
interval and narrow QRS complexes were more
common among children with BS7.
Treatment of the condition consists of lifestyle
modifications, antiarrhythmic treatment and ICD2. It
is important to manage febrile illness efficiently in
order to prevent cardiac arrhythmias and certain
drugs such as certain anti epileptics, anaesthetic
agents and antipsychotics should be withheld from
patients with BS. Furthermore, patients should
refrain from using alcohol, cocaine and cannabis7.
The drug of choice in electrical storms of BS is
isoprenaline and in refractory cases, quinidine is
added 8. In this child, though the cardiac rhythm was
normalizing with drug therapy, he was in multiorgan failure by the time he presented with cardiac
arrest. ICD is the treatment of choice of patients with
poor response to medical therapy2. Family screening
is an essential component in the management and
none of the family members of this child had ECG
abnormalities. Those who are detected with family
screening should be educated on lifestyle
modifications and preventive drug therapy8.
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