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1  |  INTRODUCTION

Brugada syndrome, described in 1992 by brothers Josep 
and Pedro Brugada, is a genetic arrhythmia syndrome 
caused due to gene defects involving the cardiac mus-
culature's sodium, calcium, and potassium channels, 
among others. Around 18%– 30% of defects are attributed 
to SCN5A gene mutation affecting the alpha subunit of 
the cardiac sodium channel.1 This syndrome is character-
ized by a typical ECG pattern of >0.2 mV of ST- segment 
elevation with a coved ST segment and negative T- wave 
in more than one anterior precordial leads (V1– V3) along 
with Right bundle branch block (RBB) in a structurally 
normal heart.2 This is accompanied by a risk of sudden 
cardiac death (SCD) due to ventricular fibrillation or syn-
cope resulting from polymorphic ventricular tachycardia 
(pVT).

Most patients with this syndrome are asymptomatic. 
Nevertheless, diagnosing the syndrome by its specific 
ECG pattern is essential, as the first manifestation of the 
disease may even be SCD. An implantable cardioverter de-
fibrillator (ICD) is indicated for patients who have had un-
explained syncope or have been resuscitated from cardiac 
arrest.3 Antiarrhythmic drugs like quinidine and catheter 
ablation of abnormal regions have been beneficial in sup-
pressing VT. This help to reduce the incidence of SCD to 
an extent.

The characteristic ST- elevation crucial for diagnosis 
may not always be present. It fluctuates with time and is 
precipitated by various factors.3 Most important among 
them are acute illnesses and fever. The syndrome can un-
mask itself in the event of a febrile illness, and as a result, 
the disease may present itself for the first time during such 
an episode.
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Abstract
Brugada syndrome is a genetic arrhythmia syndrome characterized by a coved 
type of ST- segment elevation in the ECG. The patients are usually asymptomatic, 
with unmasking of the disease under certain conditions. We are reporting the 
case of a patient diagnosed with Brugada syndrome, which was unmasked during 
an attack of dengue fever.
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2  |  CASE REPORT

A 56- year- old male presented with a 3 days history of in-
termittent fever associated with non- productive cough. 
The fever was initially controlled with anti- pyretic medi-
cations. The patient also had headache which was gen-
eralized and continuous in nature. He had no history of 
syncope, palpitations, chest pain, shortness of breath, or 
any other cardio- pulmonary symptoms. The patient is a 
known case of Type 2 diabetes mellitus (T2DM), and sys-
temic hypertension (SHTN), and was non- compliant with 
medications. There is no family history of SCD or any 
other cardiac diseases. This case has been reported ac-
cording to the SCARE criteria.4

The patient was febrile (102.7 F) and tachycardia on 
examination. A tourniquet test was done on the first day 
of admission, and approximately 15 petechial spots were 
noted on the left forearm (The rash was not clearly visi-
ble due to skin color). Otherwise, the findings were un-
remarkable. The laboratory findings showed positive 
Dengue NS1 antigen and IgM tests, with a platelet count 
of 187 × 103/μL. Blood investigations done on various days 
are shown in Table 1.

The patient was admitted and managed with intra-
venous fluids, broad- spectrum antibiotics (IV ceftri-
axone 1 g BD for the first 3 days), and acetaminophen. 
Subsequently, the complete blood count was repeated, 
showing a platelet count of 29 × 103/μL, hematocrit 
45.4%, hemoglobin 15.8 g/dL, WBC 8.24 × 103/μL, and 
lymphocytes 60.2% with suspected thrombocytopenia, 
large immature cells, and atypical cells. On Day 2 of ad-
mission, complete blood count showed a platelet count 
of 26 × 103/μL, hematocrit 42.6%, hemoglobin 14.8 g/
dL, WBC 8.56 × 103/μL, and lymphocytes 65.2% with 
suspected thrombocytopenia, lymphocytosis, and large 
immature cells. Serum electrolytes, urea, and creatinine 
were all within the normal range.

The patient had relapsing fever during his hospital 
stay, which was managed with IV and oral acetamino-
phen. The sequence of ECG findings was documented, 

showing RBBB with ST- segment elevation. The patient 
was stable at discharge and remained asymptomatic at 
3 months of follow- up. ECG findings were suggestive of 
Brugada syndrome type 1, which was unmasked by den-
gue fever (Figures 1 and 2).

3  |  DISCUSSION

Brugada syndrome is an inherited sodium channel de-
fect that gives rise to fatal ventricular arrhythmia and 
sudden death.5 Brugada disease is an autosomal domi-
nant inherited disease that runs in families. However, 
more than 60% of cases are sporadic. The gene involved 
is SCN5A which encodes the alpha portion of the so-
dium channels in cardiac muscles.6 There's not enough 
evidence to connect this disease with structural changes 
in the heart.5

There are three types of Brugada syndrome, which dif-
fer in their ECG presentation. Only Type 1, when present, 
is considered a diagnostic criterion, whereas the other two 
suggest the disease rather than diagnostic.7 Type 1 is char-
acterized by ST- segment elevation ≥2 mm in more than 
one lead in the pericardial leads (V1, V2, V3), followed by 
T inversion.8 Type 2 is the same ST elevation criteria but 
followed by biphasic or normal T wave, and Type 3 where 
ST elevation is ≤1 mm.9

Brugada syndrome can be considered a differential 
diagnosis when there is a family history, previous car-
diac arrhythmia, previous syncope, previous ventricu-
lar tachycardia, or fibrillation.10 A new scoring system 
was made to diagnose Brugada syndrome, namely the 
Shanghai Score System; this score used previous clinical 
research and data available to make the criteria.11 This 
score gives points for each: ECG change, past medical 
history, genetics, and family history. If the score is 2– 3, 
Brugada is a possible diagnosis. A score of ≥3.5 is a defi-
nite diagnosis.12

The Proposed Shanghai Score System for diagnosis of 
Brugada syndrome12:

On the day of 
admission Day 2 On discharge

Temperature 103 F 102 F 100 F

Platelets 29 × 103/μL 26 × 103/μL 56 × 103/μL

Trop T 0.01 ng/mL (normal)

CK- MB Normal

T A B L E  1  Blood investigations 
performed on various days following 
admission.
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F I G U R E  1  ECG taken at the time of admission (J point elevation of 2 mm from PQ with rectilinear ST depression with T inversion, 
satisfying the criteria for Type 1 Brugada syndrome, similar pattern seen in aVR, sinus rhythm at 78/min, QRS axis normal, QRS narrow 
complex, no atrial or ventricular hypertrophy pattern, QTc interval— 350 ms).

F I G U R E  2  ECG taken at the time of discharge (J point elevation of 2 mm from PQ with rectilinear ST depression with T inversion, 
satisfying the criteria for Type 1 Brugada syndrome, similar pattern seen in aVR, sinus rhythm at 70/min, QRS axis normal, QRS narrow 
complex, no atrial or ventricular hypertrophy pattern, QTc interval— 350 ms).
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Points

I. ECG (12- lead/ambulatory)

A. Spontaneous type 1 Brugada ECG pattern at nominal or high leads 3.5

B. Fever- induced type 1 Brugada ECG pattern at nominal or high leads 3

C. Type 2 or 3 Brugada ECG pattern that converts with provocative drug challenge 2

*Only award points once for the highest score within this category. One item from this category must apply.

II. Clinical history*

A. Unexplained cardiac arrest or documented VF/ polymorphic VT 3

B. Nocturnal agonal respirations 2

C. Suspected arrhythmic syncope 2

D. Syncope of unclear mechanism/unclear etiology 1

E. Atrial flutter/fibrillation in patients <30 years without alternative etiology 0.5

*Only award points once for the highest score within this category.

III. Family history

A. First-  or second- degree relative with definite BrS 2

B. Suspicious SCD (fever, nocturnal, Brugada aggravating drugs) in a first-  or second- degree relative 1

C. Unexplained SCD <45 years in first-  or second- degree relative with negative autopsy 0.5

*Only award points once for the highest score within this category.

IV. Genetic test result

A. Probable pathogenic mutation in BrS susceptibility gene 0.5

Score (requires at least 1 ECG finding)

≥3.5 points: Probable/definite BrS

2– 3 points: Possible BrS

<2 points: non- diagnostic
Abbreviations: BrS, Brugada syndrome; SCD, sudden cardiac death; VF, ventricular fibrillation; VT, ventricular tachycardia.

Several studies linked the new discovery of Brugada 
syndrome with fever.13,14 Fever is one of the precipitat-
ing factors for developing arrhythmia in Brugada pa-
tients. Brugada will be unmasked in different diseases, 
such as tonsillitis or pneumonia, when accompanied by 
fever, which may lead to fatal arrhythmias and possible 
death.15 18% of Brugada patients who died from cardiac 
arrest had documented fever.16 It has been discovered 
that the gene SCN5A encodes Thr1620Met, which forms 
the alpha unit of the sodium channel in the heart, is af-
fected by temperature. The higher the temperature, the 
faster the decay of this protein, and that's what reveals 
the syndrome.17 Another study indicates that Brugada 
ECG changes are 20 times more obvious when associ-
ated with high fever.18

The only definite treatment for Brugada is an ICD, 
but ICD has limitations and cannot be used in all cases. 
In such cases where fever unmasked Brugada syndrome, 
supportive treatment is recommended, using antipyretic 
and antiarrhythmic quinidine.19

The list of published case reports (Table 2):

4  |  CONCLUSION

The characteristic ECG findings of Brugada syndrome 
are more pronounced in febrile illnesses such as dengue 
fever. It could be that the inflammatory response and 
electrolyte imbalances seen in dengue fever potentially 
triggers or unmasks the Brugada syndrome ECG patterns 
in susceptible individuals. Increased sympathetic activ-
ity and temperature- dependent ion channel dysfunction 
could also play a role. Patients presenting with arrhyth-
mias can be managed accordingly to prevent progres-
sion and complications. In conclusion, Doctors treating 
patients with febrile illnesses should have a high index 
of suspicion and be ready to manage it. Febrile illnesses 
need to be managed adequately. Further studies should be 
done to understand more about the degree of association, 
other precipitating factors, and treatment modalities.



   | 5 of 7SIVANANDAM et al.

T
A

B
L

E
 2

 
Sh

ow
in

g 
th

e 
lis

t o
f p

ub
lis

he
d 

ca
se

 re
po

rt
s w

ith
 si

m
ila

r p
re

se
nt

at
io

n.

Fi
rs

t a
ut

ho
r

T
it

le
 o

f t
he

 s
tu

dy
D

em
og

ra
ph

ic
 

fe
at

ur
es

Pa
st

 h
is

to
ry

D
ur

at
io

n 
of

 il
ln

es
s

In
ve

st
ig

at
io

n
T

re
at

m
en

t g
iv

en

K
iv

an
ç 

Ya
lin

20

Is
ta

nb
ul

Br
ug

ad
a 

ty
pe

 1
 E

C
G

 u
nm

as
ke

d 
by

 a
 fe

br
ile

 st
at

e 
fo

llo
w

in
g 

sy
nc

op
e

24
 ye

ar
s, 

m
al

e
N

on
e

1–
 2 d

ay
s 

fe
ve

r
EC

G
 se

ru
m

 tr
op

on
in

 
el

ec
tr

oc
ar

di
og

ra
ph

y
A

nt
ip

yr
et

ic
s

Sc
ot

t P
 G

ro
ga

n21

G
er

m
an

y
Br

ug
ad

a 
sy

nd
ro

m
e 

un
m

as
ke

d 
by

 fe
ve

r
20

 ye
ar

s, 
m

al
e

N
on

e
5 d

ay
s

C
om

pl
et

e 
bl

oo
d 

co
un

t, 
ch

em
is

tr
y,

 
ca

rd
ia

c 
bi

om
ar

ke
rs

, u
ri

na
ly

si
s, 

ch
es

t x
- r

ay
, E

C
G

Br
oa

d-
 sp

ec
tr

um
 a

nt
ib

io
tic

s, 
in

tr
av

en
ou

s f
lu

id
s, 

ac
et

am
in

op
he

n,
 IC

D

Sa
nd

hy
a 

M
an

oh
ar

16

U
SA

Fe
ve

r-
 in

du
ce

d 
Br

ug
ad

a 
sy

nd
ro

m
e

74
 ye

ar
s, 

fe
m

al
e

U
ri

na
ry

 tr
ac

t 
in

fe
ct

io
n

3 d
ay

s
EC

G
, e

ch
oc

ar
di

og
ra

m
, b

lo
od

 
w

or
k

48
 h

 o
f i

nt
ra

ve
no

us
 a

nt
ib

io
tic

H
ir

ok
i N

ak
am

ur
e22

Ja
pa

n
A

 su
cc

es
sf

ul
ly

 tr
ea

te
d 

Br
ug

ad
a 

sy
nd

ro
m

e 
pr

es
en

tin
g 

in
 

ve
nt

ri
cu

la
r f

ib
ri

lla
tio

n 
pr

ec
ed

ed
 b

y 
fe

ve
r a

nd
 

co
nc

om
ita

nt
 h

yp
er

ca
lc

em
ia

46
 ye

ar
s, 

m
al

e
U

lc
er

at
iv

e 
co

lit
is

3 d
ay

s
EC

G
, C

T,
 C

BC
, p

ro
vp

ca
lc

ito
ni

n,
 

el
ec

tr
ol

yt
e

A
ce

ta
m

in
op

he
n,

 ta
zo

ba
ct

am
- 

pi
pe

ra
ci

lli
n,

 v
as

op
re

ss
or

s, 
m

er
op

en
em

, a
nd

 v
an

co
m

yc
in

 o
n 

D
ay

 5
. I

C
D

 in
 3

0 d
ay

s

C
ar

ol
in

a 
Is

ab
el

 S
ilv

a 
Le

m
es

 e
t a

l.,
23

Br
az

il

Br
ug

ad
a 

pa
tte

rn
 u

nm
as

ke
d 

du
ri

ng
 C

O
V

ID
- 1

9 
in

fe
ct

io
n

66
 ye

ar
s, 

m
al

e
N

on
e

9 d
ay

s
C

om
pl

et
e 

bl
oo

d 
co

un
t, 

el
ec

tr
ol

yt
e 

le
ve

ls
, m

et
ab

ol
ic

 p
an

el
, 

tr
op

on
in

, D
- d

im
er

, C
T,

 
co

ro
na

ry
 C

T 
an

gi
og

ra
ph

y,
 

EC
G

C
ef

tr
ia

xo
ne

, a
nt

ip
yr

et
ic

s

G
an

dh
i S

 e
t a

l.,
24

C
an

ad
a

Th
e 

m
an

ag
em

en
t o

f B
ru

ga
da

 
sy

nd
ro

m
e 

un
m

as
ke

d 
by

 
fe

ve
r i

n 
a 

pa
tie

nt
 w

ith
 

ce
llu

lit
is

74
 ye

ar
s, 

m
al

e
H

yp
er

te
ns

io
n,

 
dy

sl
ip

id
ae

m
ia

, 
BP

H
, c

el
lu

lit
is

6 d
ay

s
C

om
pl

et
e 

bl
oo

d 
co

un
ts

, 
el

ec
tr

ol
yt

es
, r

en
al

 fu
nc

tio
n 

te
st

s, 
tr

op
on

in
s, 

C
X

R
, b

lo
od

, 
an

d 
ur

in
e 

cu
ltu

re
, E

C
G

C
ef

az
ol

in
, a

ce
ta

m
in

op
he

n

O
rh

ay
 M

ir
za

po
lo

s e
t a

l.,
25

U
SA

Fe
ve

r u
nm

as
ke

d 
Br

ug
ad

a 
sy

nd
ro

m
e 

in
 p

ed
ia

tr
ic

 
pa

tie
nt

5 y
ea

rs
, f

em
al

e
N

on
e

2 d
ay

s
C

om
pl

et
e 

bl
oo

d 
co

un
t, 

co
m

pl
et

e 
m

et
ab

ol
ic

 p
an

el
, e

le
ct

ro
ly

te
s, 

tr
op

on
in

s, 
C

X
R

, E
C

G
, 

ec
ho

ca
rd

io
gr

am

A
nt

ip
yr

et
ic

s

Fr
en

ch
u 

K
 e

t a
l.,

26

U
SA

Br
ug

ad
a 

sy
nd

ro
m

e:
 d

ea
th

 
re

ve
al

s i
ts

 p
er

pe
tr

at
or

50
 ye

ar
s, 

fe
m

al
e

Es
se

nt
ia

l 
hy

pe
rt

en
si

on
, 

hy
pe

rl
ip

id
em

ia

– 
C

om
pl

et
e 

bl
oo

d 
co

un
t, 

co
m

pl
et

e 
m

et
ab

ol
ic

 p
an

el
, e

le
ct

ro
ly

te
s, 

EC
G

H
yd

ra
tio

n,
 e

le
ct

ro
ly

te
s, 

an
tip

yr
et

ic
s, 

qu
in

id
in

e,
 is

op
ro

te
re

no
l, 

au
to

m
at

ic
 im

pl
an

ta
bl

e 
ca

rd
io

ve
rt

er
- d

ef
ib

ri
lla

to
r (

A
IC

D
)



6 of 7 |   SIVANANDAM et al.

AUTHOR CONTRIBUTIONS
Lokesh Koumar Sivanandam: Conceptualization; for-
mal analysis; funding acquisition; methodology; project 
administration; resources; software; validation; visuali-
zation; writing –  original draft; writing –  review and ed-
iting. Hima Bindu R. Basani: Investigation; project 
administration; supervision; validation; visualization; 
writing –  original draft; writing –  review and editing. 
Vivek Sanker: Investigation; methodology; project ad-
ministration; resources; supervision; validation; visualiza-
tion; writing –  original draft; writing –  review and editing. 
Shamal Roshan: Methodology; software; supervision; 
validation; visualization; writing –  original draft; writing 
–  review and editing. Marah Hunjul: Project adminis-
tration; resources; supervision; validation; visualization; 
writing –  original draft; writing –  review and editing. 
Umang Gupta: Investigation; methodology; software; 
supervision; validation; visualization; writing –  original 
draft; writing –  review and editing.

CONFLICT OF INTEREST STATEMENT
The authors have no conflict of interest to declare.

DATA AVAILABILITY STATEMENT
The data supporting this article's findings are available 
from the corresponding author upon reasonable request.

ETHICS STATEMENT
Ethical approval was not required for the case report as 
per the country's guidelines.

CONSENT STATEMENT
Written informed consent was obtained from the patient 
to publish this report.

ORCID
Lokesh Koumar Sivanandam   https://orcid.
org/0000-0002-7831-4822 
Hima Bindu R. Basani   https://orcid.
org/0000-0002-0681-6030 
Vivek Sanker   https://orcid.org/0000-0003-0615-8397 
Shamal Roshan S   https://orcid.
org/0000-0003-3394-2531 
Marah Hunjul   https://orcid.org/0000-0003-4653-1598 
Umang Gupta   https://orcid.org/0000-0002-7911-8663 

REFERENCES
 1. Antzelevitch C, Brugada P, Borggrefe M, et al. Brugada syn-

drome: report of the second consensus conference: endorsed 
by the Heart Rhythm Society and the European Heart Rhythm 
Association. Circulation. 2005;111:659-670.

 2. Brugada P, Brugada J. Persistent ST segment elevation and sud-
den cardiac death: a distinct clinical and electrocardiographic 

syndrome: a multicenter report. J Am Coll Cardiol. 
1992;20:1391-1396.

 3. Harrison's Principles of Internal Medicine. Vol 2. 12th ed. 
McGraw-Hill Professional; 1990.

 4. Agha RA, Franchi T, Sohrabi C, et al. Guideline: updating con-
sensus surgical case report (SCARE) guidelines. Int J Surg. 
2020;84:226-230. doi:10.1016/j.ijsu.2020.10.034

 5. Oliva A, Grassi S, Pinchi V, et al. Structural heart alterations in 
Brugada syndrome: is it really a channelopathy? A systematic 
review. J Clin Med. 2022;11(15):4406.

 6. Campuzano O, Brugada R, Iglesias A. Genetics of Brugada syn-
drome. Curr Opin Cardiol. 2010;25(3):210-215.

 7. Zhang Z, Chen PS, Weiss JN, Qu Z. Why is only type 1 electro-
cardiogram diagnostic of Brugada syndrome? Mechanistic in-
sights from computer modeling. Circ Arrhythm Electrophysiol. 
2022;15(1):e010365.

 8. Priori SG, Blomström- Lundqvist C. 2015 European Society 
of Cardiology Guidelines for the management of patients 
with ventricular arrhythmias and the prevention of sud-
den cardiac death summarized by co- chairs. Eur Heart J. 
2015;36(41):2757-2759.

 9. Wilde AAM, Antzelevitch C, Borggrefe M, et al. Proposed 
diagnostic criteria for the Brugada syndrome. Eur Heart J. 
2002;23(21):1648-1654.

 10. Brugada R, Campuzano O, Sarquella- Brugada G, Brugada J, 
Brugada P. Brugada syndrome. Methodist Debakey Cardiovasc 
J. 2014;10(1):25-28.

 11. Kawada S, Morita H, Antzelevitch C, et al. Shanghai score 
system for diagnosis of Brugada syndrome. JACC: Clin 
Electrophysiol. 2018;4(6):724-730.

 12. Antzelevitch C, Yan G- X, Ackerman MJ, et al. J- Wave syn-
dromes expert consensus conference report: emerging concepts 
and gaps in knowledge. Europace. 2016;19(4):665-694.

 13. Ortega- Carnicer J, Benezet J, Ceres F. Fever- induced ST- 
segment elevation and T- wave alternans in a patient with 
Brugada syndrome. Resuscitation. 2003;57(3):315-317.

 14. Porres JM, Brugada J, Urbistondo V, García F, Reviejo K, 
Marco P. Fever unmasking the Brugada syndrome. Pacing Clin 
Electrophysiol. 2002;25(11):1646-1648.

 15. Antzelevitch C, Brugada R. Fever and Brugada syndrome. 
Pacing Clin Electrophysiol. 2002;25(11):1537-1539.

 16. Manohar S, Dahal BR, Gitler B. Fever- induced Brugada 
syndrome. J Investig Med High Impact Case Rep. 
2015;3(1):2324709615577414. doi:10.1177/2324709615577414

 17. Dumaine R, Towbin JA, Brugada P, et al. Ionic mechanisms 
responsible for the electrocardiographic phenotype of the 
Brugada syndrome are temperature dependent. Circ Res. 
1999;85(9):803-809.

 18. Postema PG. Fever and the electrocardiogram: what about 
Brugada syndrome? Heart Rhythm. 2013;10(9):1383-1384.

 19. Roomi SS, Ullah W, Abbas H, Abdullah H, Talib U, 
Figueredo V. Brugada syndrome unmasked by fever: a com-
prehensive review of literature. J Community Hosp Intern 
Med Perspect. 2020 Jun 14;10(3):224-228. doi:10.1080/2000
9666.2020.1767278

 20. Yalin K, Gölcük E, Bilge AK, Adalet K. Brugada type 1 elec-
trocardiogram unmasked by a febrile state following syncope. 
Turk Kardiyol Dern Ars. 2012;40(2):155-158. doi:10.5543/
tkda.2012.01725

https://orcid.org/0000-0002-7831-4822
https://orcid.org/0000-0002-7831-4822
https://orcid.org/0000-0002-7831-4822
https://orcid.org/0000-0002-0681-6030
https://orcid.org/0000-0002-0681-6030
https://orcid.org/0000-0002-0681-6030
https://orcid.org/0000-0003-0615-8397
https://orcid.org/0000-0003-0615-8397
https://orcid.org/0000-0003-3394-2531
https://orcid.org/0000-0003-3394-2531
https://orcid.org/0000-0003-3394-2531
https://orcid.org/0000-0003-4653-1598
https://orcid.org/0000-0003-4653-1598
https://orcid.org/0000-0002-7911-8663
https://orcid.org/0000-0002-7911-8663
https://doi.org//10.1016/j.ijsu.2020.10.034
https://doi.org//10.1177/2324709615577414
https://doi.org//10.1080/20009666.2020.1767278
https://doi.org//10.1080/20009666.2020.1767278
https://doi.org//10.5543/tkda.2012.01725
https://doi.org//10.5543/tkda.2012.01725


   | 7 of 7SIVANANDAM et al.

 21. Grogan SP, Cube RP, Edwards JA. Brugada syndrome un-
masked by fever. Mil Med. 2011;176(8):946-949. doi:10.7205/
milmed- d- 10- 00458

 22. Nakamura H, Sato Y, Ishii R, Araki Y. A successfully treated 
Brugada syndrome presenting in ventricular fibrillation 
preceded by fever and concomitant hypercalcemia. Turk 
J Emerg Med. 2022;22(3):163-165. doi:10.4103/2452- 2473. 
348439

 23. Lemes CIS, Armaganijan LV, Maria AS, et al. Brugada pat-
tern unmasked during COVID- 19 infection- :a case report. 
J Cardiol Cases. 2022;25(6):377-380. doi:10.1016/j.jccase. 
2022.01.003

 24. Gandhi S, Kuo A, Smaggus A. The management of Brugada syn-
drome unmasked by fever in a patient with cellulitis. BMJ Case 
Rep. 2013;2013:bcr2013009063. doi:10.1136/bcr- 2013- 009063

 25. Mirzapolos O, Marshall P, Brill A. Fever unmasked Brugada syn-
drome in pediatric patient: a case report. Clin Pract Cases Emerg 
Med. 2020;4(2):244-246. doi:10.5811/cpcem.2020.2.44418

 26. Frenchu K, Flood S, Rousseau L, Poppas A, Chu A. Brugada 
syndrome: death reveals its perpetrator. JACC Case Rep. 
2019;1(1):55-56. doi:10.1016/j.jaccas.2019.05.016

How to cite this article: Sivanandam LK, Basani 
HBR, Sanker V, Roshan S S, Hunjul M, Gupta U. 
Brugada syndrome unmasked by dengue fever. Clin 
Case Rep. 2023;11:e8005. doi:10.1002/ccr3.8005

https://doi.org//10.7205/milmed-d-10-00458
https://doi.org//10.7205/milmed-d-10-00458
https://doi.org//10.4103/2452-2473.348439
https://doi.org//10.4103/2452-2473.348439
https://doi.org//10.1016/j.jccase.2022.01.003
https://doi.org//10.1016/j.jccase.2022.01.003
https://doi.org//10.1136/bcr-2013-009063
https://doi.org//10.5811/cpcem.2020.2.44418
https://doi.org//10.1016/j.jaccas.2019.05.016
https://doi.org/10.1002/ccr3.8005

	Brugada syndrome unmasked by dengue fever
	1|INTRODUCTION
	2|CASE REPORT
	3|DISCUSSION
	4|CONCLUSION
	AUTHOR CONTRIBUTIONS
	CONFLICT OF INTEREST STATEMENT
	DATA AVAILABILITY STATEMENT

	ETHICS STATEMENT
	CONSENT STATEMENT
	REFERENCES


