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The Impact of Syncope During Clinical Presentation of
Sustained Ventricular Tachycardia on Total and Cardiac
Mortality in Patients with Chronic Chagasic Heart Disease
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Objective - To assess the impact of syncope during
sustained ventricular tachycardia on total and cardiac
mortality in patientswith chronic chagasic heart disease.

Methods - We assessed 78 patients with sustained
ventricular tachycardia and chronic Chagas' heart
disease. The mean age was 53+ 10 years, 45 were males,
and the mean ejection fraction was 49.6+ 13%. The
patients were divided into 2 groups according to the pre-
sence(Gl=45) or absence (Gl1=33) of syncopeduring sus-
tained ventricular tachycardia.

Results - After a mean follow-up of 49 months, total
mortality was 35% (28 deaths), 22 deaths having a cardiac
cause (78.6%). No difference was observed intotal (33.3% X
39.4%) and cardiac (26.7% x 30.3%) mortality, or in
nonfatal sustained ventricular tachycardia between Gl and
Gl patients (57.6% x 54.4%, respectively). However, the
presence of syncope during recurrenceswas significantly
greater in those patientswho had had the symptomfromthe
beginning (65.4% x 18.1%, p<0.01).

Conclusion - Syncope during the presentation of
sustained ventricular tachycardiaisnot associated with
anincreaseintotal or cardiac mortality in patientswith
chronic Chagas' heart disease. However, syncope during
therecurrence ventricular tachycardiaisgreater in pati-
entsexperiencing syncopein thefirst episode, of sustained
ventricular tachycardia.
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Identification of patientsat highrisk of cardiacdeathis
fundamental in cardiol ogical investigation. Theimportance
of syncopeduringtheclinical presentation of sustained ven-
tricular tachycardia, asaprognostic factor, was extensively
studied in patients with coronary artery disease, and it was
considered aworse prognosis when compared with hemo-
dynamically well-tol erated sustained tachyarrhythmias®®. In
chronic chagasic heart disease, however, the relevance of
syncopeduring clinical presentation of sustai ned ventricu-
lar tachycardiaisnot totally understood, anditsincidenceis
variableaccordingtoreportspublishedintheliterature®.
The objective of this study wasto assess the impact of
syncope during the clinical presentation of sustained ven-
tricular tachycardiaon total, cardiac, and sudden deathin
patients with chronic chagasic heart disease.

Methods

We consecutively assessed 78 patients with chronic
Chagas heart disease after an episode of sustained ventri-
cular tachycardiaintheclinical el ectrophysiol ogy section of
the Hospital S&o Paulo of the Universidade Federal de Sao
Paulo. Forty-five patientsweremal esand 33werefemal es,
their mean agebeing 53+10years(29to 74). Themeanleft
ventricular g ectionfractionwas49.6%+ 13% (24t0 76),and
24 (30.8%) patientshad ejectionfraction < 40%. Inthispo-
pulation, 11.5% of the patients had advanced heart failure
(NYHA functiona classlli or V).

All patients had their diagnosis of Chagas' disease
confirmed by serological tests, and the presence of heart di-
seasewasconfirmed by aterationson the 12-lead el ectrocar-
diogram, chest radiography, ambulatory electrocardiogra-
phicmonitoring (Holter), echocardiogram, radionuclideven-
triculography, and left ventricul ar angiography. Monomor-
phic spontaneous sustained ventricular tachycardiawasre-
corded onanelectrocardiogramor onHolter monitoringinall
patients. Coronary angiography wasperformedinall males
olderthan 35yearsandinall femaesolder than40years.
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Theéectrophysiological study with programmed ven-
tricular stimulationwasperformedinall patients, according
to stimulation techniquesprevioudly reported 13, using up
to 3extrastimuli withaminimum coupling of 200ms, under 2
cyclesof basal stimulation (600 and 450ms) 113,

Thepatientswereclassified accordingtothepresence
(group 1) or absence (group I1) of syncope during clinical
presentation of sustained ventricular tachycardia.

To comply with the objectives of the study, thefollo-
wing definitionswere used: 1) syncope, the sudden | oss of
consciousnessfollowed by spontaneous recovery, conside-
red present when the episode occurred during electrocar-
diographic monitoring or when, after regai ning conscious-
ness, the patient wasin sustai ned ventricular tachycardia; 2)
sustained ventricular tachycardia, which isthe presence of
consecutiveventricular beatswithaheart rate>100bpmand
duration>30s, or theneed forimmediatereversion, whenhe-
modynamicimpairment occurs; 3) sudden cardiac death, in
thecaseof awitnessed death, occurringwithin 1 hour at most
after symptomonsetinaclinicaly stablepatient, orinthecase
of an unwitnessed death, the patient should have been
asymptomatic within the 24 hours preceding death; 4) car-
diac desth, the sum of sudden desth and that resulting from-

progression of heart failure or thromboembolic events; 5)
recurrenceof nonfatal sustained ventricular tachycardia, re-
corded onan el ectrocardiogram or Holter, withnoevolution
toventricular fibrillationor cardiopulmonary arrest.

After hospital discharge, the patients were assessed
monthly during thefirst 6 months, and then bimonthly du-
ring thefirst year. During follow-up, the following events
were defined: death dueto cardiac causes (sudden and
nonsudden), to noncardiac causes, deathsafter amaximum
follow-up of 10years, and recurrence of nonfatal sustained
ventricular tachycardia. Theinitial treatment wasconside-
red the one used since hospital discharge, and maintenance
treatment comprised the drugs used since the last contact.

Continuousvariableswerepresented asmean + standard
deviation. For comparison between thegroups, thechi-square
test or Fisher exact test, when appropriate, was used for
quaitative variables, and Student t test was used for quan-
titativevariables. Survival curvesweredepicted accordingto
theKaplan-Meier method and compared by thelog-rank test.

Results

Of the 78 patients, 45 (57.7%) experienced syncope
during clinical presentation of sustained ventricular tachy-
cardiaand comprised group I; the 33 (42.3%) patientswho
did not experience syncope comprised group 1. Other
symptoms present during sustained ventricular tachycar-
diawere palpitationin 67 patients (GI=39 and GI1=28,
p=0.50) and dyspneain 38 patients (Gl=21 and Gl =17,
p=0.40). Theclinical characteristicsof both groupsaresho-
wnintablel. Nodifferencebetweengroup | and 1l patients
was observed in regard to age (52.5+10 and 53.2+ 10,
p=0.31), sex, presenceof advanced heart failure, left ventri-
cular gectionfraction (48.1+13and 51.6+13, p=0.8), number
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of patientswith gjectionfraction <40%[GI=16 (35.6%) and
Gl1=8(24.2%), (p=0.21)], and segmentary ateration (77.8%
and 69.7%, p=0.29). Density of isolated ventricular extrasys-
tolesper hour (193 vs91, p=0.04) and nonsustai ned ventri-
cular tachycardiain 24 hours(70vs8, p=0.25) recorded on
theinitial Holter wasgreater inthe patientswith syncope.

Most patients had el ectrocardiographic alterations,
which were present in 80% (n=36) of the patients with
syncopeand 78.8% (n=26) of thosewithout. Themost com-
mon el ectrocardiographic findingswere asfollows: right
bundle-branch block associated with | eft anterosuperior di-
visional block (29.5%), isolated right bundle-branch block
(10.3%), isolated 1 eft bundle-branch block (10.3%), and | eft
divisional anterosuperior block (11.5%). Noneof thesealte-
rationspredominated in the patientsexperiencing or not ex-
periencing syncope.

The frequency cycle of clinical sustained ventricular
tachycardiawasanayzedin49 patients(Gl=25, Gl1=24). The
mean frequency cyclein Gl was 314 ms[95% Cl 282-347],
and,inGlI, itwas309ms[95% Cl 282-337], with no statisti-
cally significant difference between thegroups(p=0.79).

During electrophysiological study with programmed
ventricular stimulation, sustained ventricular tachycardia
wasinducedin 75 patients. Thefrequency cycleof induced
sustained ventricular tachycardiawas 296 ms[95% Cl 273-
319] inthe patientsexperiencing syncopeand 325 ms[95%
Cl 299-351] inthosenot experiencing syncope(tab. 1). A ten-
dency toward ashorter frequency cycle of induced sustai-
ned ventricular tachycardiawas observed in the patients
experiencing syncope(p=0.08).

All chagasic patients with sustained ventricular ta-
chycardiawere successfully treated and were availablefor
ambulatory follow-up. The cardiac drugs used during the
last contact arelistedintablell. Attheend of follow-up, 71
patientswere using amiodarone, 41 (91.1%) inthegroup of

Table| —Basdine characterigtics of patients with sustained ventricular
tachycardia and chronic chagasic heart disease accordingto the
presence of syncopeduring clinical presentation of thearrhythmia

Group | Group 11

with syncope without syncope

(N=45) (N=33) P
Age (years) 52.5+10 53.2+£10 0.31
Malesex (%) 29 (54.4) 16 (48.5) 0.12
Abnormal ECG (%) 36 (80) 26 (78.8) 0.91
Segmentary alteration (%) 35 (77.8) 23 (69.7) 0.29
Ejection fraction 48.0 £13 51.6+13 0.79
Ejection fraction <40% (%) 16 (35.6) 8(24.2) 0.21
NYHA Functional
class!ll and IV (%) 13.3% 9.1% 0.41
Frequency cycle 314+78 309+65 0.79
of clinical SVT (ms)
Frequency cycle 296+78 325+71 0.08
of induced SVT (ms)
Isolated VE/h 193 91 0.04*
NSVT/24h 70 8 0.25
Follow-up duration (months) 47+27 42+25 0.80
ECG- electrocardiogram; SV T- sustained ventricular tachycardia; VE-
ventricular extrasystoles; NSV T- nonsustained ventricular tachycardia
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patientsexperiencing syncopeand 30 (90.9%) inthose hot
experiencing syncope (p=0.21). Six patientswere using
sotalol, and 2 patientswerenot using antiarrhythmic drugs.
Catheter ablationwasperformedin 34 patients, 18 (40%) pa-
tientsingroup | and 16 (45%) patientsingroup |1 (p=0.50).
Theuseof adefinitive pacemaker for bradyarrhythmiasdid
not differinthe2 groups. Six (13.3%) patientsexperiencing
syncopeand 7 (21.2%) not experiencing syncope used pa-
cemakersimplanted for bradyarrhythmias.
Themeanfollow-up time (fig. 1) was49+33 months,
andall patientswerefollowed upfor at least 1 year, except 1
patientin Gl whowasfollowed upfor 10months. Ingroupl,
themean follow-upwas51+32 months, and 7 (15.5%) pati-
entsinthisgroupwerefollowed upfor lessthan 24 months;

Table Il — Pharmacological and antiarrhythmic treatment

Group | Group Il P
with syncope  without syncope
N=(45) N=(33)
Digitalis 10 (22.2%) 7(21.2%) 1.00
ACEI 28 (62.2%) 24 (72.7%) 0.46
Diuretics 15 (33.3%) 17 (51.5%) 0.16
Amiodarone 41 (91.1%) 390.2+73.5 0.21
Dosemédia(mg) 30 (90.9%) 386.6+68.1 0.83
Sotalol 5(15.1%) 1(3%) 0.31
mean dose (Mg) 224+35 160
Catheter ablation 18 (40%) 16 (45%) 0.50
Definitive pacemaker 6(13.3%) 7 (21.2%) 0.75

ACE | - angiotensin-converting enzyme inhibitors.
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ingroup I1, the mean follow-up was 46+32 months, and 5
(15.1%) patientswerefollowed upfor lessthan 24 months.

Total mortality was 35% (28 deaths). No difference
between the groupswas observed in regard to total morta-
lity; 15(33.3%) patientsdiedingroup |, and 13 (39.4%) pati-
entsdiedingroup Il (tab. I11). The survival curve showed
that, duringtheentireclinical follow-up, total mortality was
similarinboth groups(fig. 2).

Of the deaths in the 78 patients, 28.2% had cardiac
causes, accounting for 78.6% of deathsin this population
(22 deaths). Figure 3 showsthe curve of accumulated car-
diac deathsinthe 78 patients, which did not statistically dif-
fer between groups| and Il (p=0.64), 12 (26.7%) and 10
(30.3%) being thedeathsfrom cardiac causes, respectively.
Most cardiac deathsoccurred suddenly. Of all cardiac dea-
ths, 63.6% were considered sudden (14 deaths). Sudden
death accounted for 50% (6/12) of the cardiac deathsin
group | patientsand for 80% (8/10) of thedeathsingroup1
patients(p=0.24). Mean survival ingroup | was83 months
[95%CI 70-97],andingroup 11 itwas 75 months[95% Cl 59-
92] (tab. 111).

Recurrenceof nonfatal sustained ventricular tachycar-
diawasobservedin44 (56.4%) patients, 26 beingingroup|
(57.8%) and 18ingroup 1 (54.5%). No difference between
the 2 groups was observed in the recurrence of nonfatal
sustained ventricular tachycardia (fig. 4). Recurrences of
sustained ventricular tachycardiawere accompanied by
syncope in 26.9% of the patients, being more frequent in
thosewho already had the symptom prior to antiarrhythmic

SVT + Chagas' Disease
(N=78)
|
0 0
With Syncope Without Syncope
(N=45) (N=33)
SVTrecurrence 26 SVTrecurrence 18
(57,8%) (54,5%)
Syncope during recurrence Syncope during recurrence
17 (65,4%)* 4(22,2%)*
\ \
0 0 | 0 0 |
™ CM SCM ™ CM SCM
15(33,3%) | |12 (26,7%) | 6(13,3%) | 13(39,4%)| 10(30,3%)| | 8(24,2%)

Fig. 1—Eventsduring clinical follow-up of patientswith chronic chagasic heart disease according to the presence of syncopeduring clinical presentation of sustained ventricular

tachycardia. TM- total mortality; CM- cardiac mortality; SCM - sudden cardiac mortality.
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Tablelll —Total, cardiac, and sudden mortality, and recurrence of nonfatal sustained ventricular tachycardiain patients with chronic chagasic
heart disease
Tota Cardiac Sudden VT Survival Recurrence-free
Mortality mortality mortality recurrence m time(m)
(N=28) (N=22) (N=14) [95% CI] [95% CI]
Group | —with 15 (33.3%) 12 (26.7%) 6 (50%) 26 (57.8%) 83 [70; 97] 71[59; 83]
syncope (N=45)
Group Il — without 13 (39.4%) 10 (30.3%) 8(80%) 18 (54.5%) 75 [59; 92] 64 [50; 78]
syncope (N=33)
P 0.43 0.59 0.24 0.82 0.50 0.59

Global Mortality

Survival

0,0

0 12 24 36 48 60 72 84 96 108 120

Months

Fig. 2—Total survival curveof patientswith chronic chagasic heart disease and sus-
tained ventricular tachycardiaaccording to the presence of syncope during clinical
presentation of the arrhythmia. Group I- with syncope; group - without syncope.

Cardiac Mortality

Groupl

6% Group I

Cumulated Cardiac Mortality

0 12 24 36 48 60 72 84 96 108 120

Months

Fig. 3—Curve of accumulated cardiac mortality in patients with chronic chagasic
heart disease and sustained ventricular tachycardia according to the presence of
syncope during clinical presentation of the arrhythmia. Group |- with syncope;
group |1- without syncope.

therapy. In the 26 group | patients with recurrence of
nonfatal sustained ventricular tachycardia, 17 (65.4%) expe-
rienced syncope; inthe18group |1 patientswith recurrence

of nonfatal sustained ventricular tachycardia, 4 (22.2%)
experienced syncope (p<0.01).

To assessthe importance of syncope associated with
sustained ventricular tachycardia, the patients experien-
cing syncope at any time during the study were compared
withthosenot experiencingit. Therefore, syncopeassocia-
ted with sustai ned ventricular tachycardiaoccurred in 4 of
the 33 patientswhosearrhythmiahadinitially occurred wi-
thout syncope, adding to the 49 patients who experienced
syncopeassoci ated with sustained ventricul ar tachycardia
at any time during the study. When these 49 patientswith
syncopeassoci ated with sustained ventricul ar tachycardia
were compared with the 29 without syncope, total (36.7%
vs. 34.5%, p=0.91) and cardiac (24.5% and 34.5%) mortality
did not differ at any time during the study.

Total and cardiac mortality wasgreater inthe patients
withleft ventricular g ectionfractionlower than 40%. Of the
28 deathsoccurring during total clinical follow-up, 50% of
the patients had an ejection fraction lower than 40% as
compared with 30.8% of thetotal popul ationand 29% of the
patients without this event; this difference, however, was
not statistically significant.

Discussion

Our study assessed theimpact of syncope during the

Non-Fatal SVT

Recurrence - free survival
=N

i} 20 40 B0 a0 100 120

Months

Fig. 4—Recurrence-freesurvival of nonfatal sustained ventricular tachycardiain pa-
tientswith chronic chagasic heart disease and sustai ned ventricular tachycardiaac-
cording to the presence of syncope during clinical presentation of the arrhythmia.
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clinical presentation of sustai ned ventricular tachycardiaon
total and cardiac mortality in patientswith chronic chagasic
heart disease. In our case series, the presence of syncope
during sustained ventricular tachycardia, even though
frequent (57.7%), did not influence total and cardiac
mortality inthelongrun.

Sustained ventricular tachycardiain patients with
structural heart diseaseisapotentially lethal arrhythmia.
Previousstudiesreported that, in the presence of structural
cardiacimpairment, mainly inischemic heart disease, when
sustained ventricular tachycardiais accompanied by syn-
copeor cardiopulmonary arrest, therisk of afatal recurrence
isgreater than when this arrhythmiais hemodynamically
well tolerated*. In chronic chagasic heart disease, howe-
ver, theimpact of the presence of syncope during clinical
presentation of sustained ventricular tachycardiahas been
studied less &4,

Scanavaccaet al °, studied 35 patientswith sustained
ventricular tachycardiaand chronic chagasic heart disease
treated with amiodarone. They showed that, despiterecur-
rence of arrhythmiain 30% of the patients, no death was
observed in patients with an jection fraction >30% and
who werein functiona class| or 11 during 27 monthsof cli-
nical follow-up. Intheir study, cardiac mortality was11.4%,
occurring in patients with severe ventricular dysfunction.
However, theauthorsdid not eval uatemortaity accordingto
theclinical presentation of thearrhythmia. Mendozaet al
reported amortality rate of 20% in patientswith sustained
ventricular tachycardiaand chronic chagasic heart disease;
however theimportanceof clinical presentation duringthe
spontaneous arrhythmiain the evolution of these patients
was hot mentioned. In our study, total (33.3% vs. 39.4%,
p=0.43) and cardiac (26.7%Vvs. 30.3%, p=0.59) mortality was
similar in patientswith and without syncope. Theseresults
may not beattributedto differencesinclinical, el ectrophy-
siological, or therapeutical characteristics, because they
weresimilar for both groups, and most patientswererecei-
ving amiodarone. Thehigher mortality ratein our study as
compared with that in other studies may have been dueto
thelarger sizeof our sampleand our longer follow-up.

Itisimportant toemphasizethat whenweanalyzed only
the patientswith g ectionfraction below 40%, totdl , cardiac,
and sudden deaths were similar in the patients with and
without syncope. However, contrary to that which happens
incoronary artery disease, but similar tothat reportedin other
studiesinvolving only patientswith Chagas' disease 4158,
sustained ventricular tachycardiaoccurred in patientswith
mildventricular dysfunction, asshown by themean gjection
fraction of 49.6%, and in only 30.8% of the patients with
g ectionfractionbel ow 40%. Bestetti et al  reported ventricu-
lar dysfunction in 50% of the chagasic patients with sus-
tained ventricular tachycardia studied with echocardio-
graphy; only 10% had severe dysfunction. In patients un-
dergoing catheter ablation, Sosaet a *° reported amean g ec-
tion fraction of 62%, measured on echocardiography; these
resultswere similar to those reported by Mendozaet a =,
studying 15 chagasic patients with sustained ventricul ar
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tachycardia (mean €jection fraction of 56%). The small
number of patientswith severeventricular dysfunctioninour
population was certainly alimitation in evaluating the
importanceof syncopeassoci ated with sustained ventricular
tachycardiawhen the g ection fraction wasreduced.

In our study, we could also observe asimilar recur-
rencerate of sustained ventricular tachycardiain patients
with and without syncope (57.8% vs. 54.5%, p=0.82);
syncopal sustained ventricular tachycardia, however, was
morefrequentin patientswho had the symptom fromthebe-
ginning [17/26 (65.4%) vs. 4/18 (22%), p<0.01]. Our data
suggest that the presence of syncope during sustained
ventricular tachycardiadoesnot increasethe probability of
recurrence. Patients with previous episodes of syncope,
however, morecommonly experiencethissymptomduring
recurrencesof sustained ventricular tachycardia. Likewise,
Scanavaccaet al ° reported a56% probability of recurrence
of sustained ventricular tachycardiain 36 months, which
wassimilar for patientswith and without syncopeor resus-
citated sudden death at the beginning of the study. Norefe-
rence to the presence or absence of syncope associated
with recurrenceswas madein their study results.

Syncopein chronic chagasi ¢ heart disease may result
from 3 factors: tachyarrhythmias, bradyarrhythmias, and
autonomic dysfunction. Syncope associated with sustai-
ned ventricular tachycardiahasavariableincidencerepor-
tedintheliterature®°. Inthe study by Bestetti et al ¢, 3 out
of 15 chagasi ¢ patientswith sustai ned ventricul ar tachycar-
diahad syncope, but only 1 during arrhythmia. Scanavacca
etal ®, inasimilar population, reported syncopein 37%of the
35 patients studied. I n patients with sustained ventricul ar
tachycardiaand chronic chagasic heart disease, who had
undergoneepicardial ablation, Sosaet al ** reported a60%
incidenceof syncopeand presyncope. Thisresult wassimi-
lar to the 62.5% incidence reported by de Paolaet a °in
chagasic patients with sustained ventricular tachycardia
undergoing angiographicand el ectrophysiol ogical studies,
and to the 58% found in our study.

Even though syncope has been studied in the context
of chronic chagasi c heart disease, specifically duringthecli-
nical presentation of sustained ventricular tachycardia, its
importance as a prognostic determinant is not totally kno-
wn. Martinelli et a 3 carried out an electrophysiological
study in 53 chagasic patients with recurring syncope and
reported that mortality wassignificantly greater inthe pati-
entswho had induced sustai ned ventricul ar tachycardiadu-
ring programmed ventricular stimulation. Mendoncaet al 4
showed that inducibility of sustained ventricular tachycar-
diawasgreater in patientswith nonsustained ventricul ar ta-
chycardiaand syncope, who evolved with cardiac death
(45.4%Xx 14.2%, p<0.05). Inthesestudies, however, norefe-
rencewasmadeto the presence of syncopeassociated with
spontaneous sustai ned ventricular tachycardia. Bestetti et
al ¢, studying 74 patientswith chagasi c heart disease, repor-
ted that syncope was not a predictor of sudden death in
this population. The authors did not include exclusively
patientswith sustained ventricul ar tachycardia, and, there-
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fore, theimportance of the symptom when associated with
thearrhythmiacoul d not be determined.

The hemodynamic response to sustained ventricul ar
tachycardiadependson several factors, whichincludeven-
tricular dysfunction, atrioventricular synchronism, thefre-
guency cycle of ventricular tachycardia, and the response
of the autonomous nervous system 12, However, the
response of blood pressure and severity of the symptoms
may vary evenin patientswith similar ventricular function
and ventricular tachycardiafrequency cycles®%,

Thefrequency cycle of sustained ventricular tachy-
cardiahasbeenva ued as1 of themgjor markersof thehemo-
dynamicresponseto ventricular tachycardia. Adhar et al %
reported that thefrequency cycleof ventricular tachycardia
induced by electrophysiological study was shorter when
clinical ventricular tachycardia manifested with syncope.
However, thisdifference did not persist after multivariate
analysis. Ontheother hand, Landolinaet al 2 showed that
hemodynamic deterioration resulted fromimpaired barore-
flex sensitivity, and not from the gjection fraction and the
frequency cycleof tachycardia. In our study, thefrequency
cycleof clinical sustained ventricular tachycardiaof thepa-
tientswith syncope (314 ms, 95% Cl 282-347) did not signi-
ficantly differ fromthat observedin patientswithout synco-
pe(309ms, 95% Cl 282-337). However, atendency (0.08) to-
wardsashorter frequency cycleof induced sustained ventri-
cular tachycardiawasobservedin patientsingroup | [296 ms
(95%Cl 273-319)] ascomparedwiththoseingroup 1 [325ms
(95% CI 299-351)]. Therefore, the presence of syncopein
group | patientscannot be explained by the differenceinthe
frequency cycleof sustained ventricular tachycardia.
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Recently, Landolinaet al 2 and Hamdan et al % repor-
ted that impaired baroreflex sensitivity correl ated with he-
modynamic deterioration during sustained ventricul ar ta-
chycardia, andthatthegaininarteria baroreflex significan-
tly contributed to hemodynamic stability after initial dete-
rioration. These studieswere carried out in patients with
coronary artery disease, inwhich severeimpairment of the
autonomous nervous system is an important prognostic
factor, because it denotes an advanced stage of heart fai-
lure, themajor predictor of mortality. Chagas’ diseasemay
affect the autonomous nervous system, independently
from advanced cardiac impairment, or without advanced
heart failure, and thismay partially explainthemechanism of
syncope in these patients, without resulting in an increase
inmortality. However, becausein our study no assessment
of theautonomousnervoussystemwasperformed, no con-
clusion can bedrawninregardtoitsroleintheoccurrence
of syncopein this population.

In conclusion, our data suggest that the presence of
syncope during sustained ventricular tachycardia did not
influencetotal, cardiac, or sudden mortality inthechagasic
popul ationtreated with amiodarone, despitethehigh recur-
rencerate of thearrhythmia. In addition, the probability of
occurrence of syncope during the recurrence of sustained
ventricular tachycardiawasgreater inthe patientswho had
previously experienced the symptom. Until more specific
predictorsof risk areidentified, themanagement of chagasic
patientswho have sustai ned ventricul ar tachycardiashould
not be influenced by the presence of syncope during the
clinical presentation of thearrhythmia.
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