
prosthesis. Several cases have since been published; most were

transapical, as it was considered that this approach provided

greater stability in valve deployment.4 Early cases of TAVI in

patients with a mitral prosthesis were performed using a

CoreValve prosthesis, and it was confirmed that there was no

deformation of the nitinol tubing of the valve or interference due to

the poppets of the mitral prosthesis.5 Garcı́a et al.6 published the

first 3 cases of TAVI with an Edwards-SAPIEN XT valve, in 3 women

with ATS 29 and St. Jude mechanical mitral prostheses. The authors

recommended a thorough study of patients before the procedure,

with particular emphasis on the characteristics and profile of the

mitral valve prosthesis, as they considered that there should

be sufficient distance between the lower edge of the annulus and

the upper edge of the mitral valve prosthesis. This distance was not

specified, although it was considered advisable that the distance be

at least 3 mm in transapical implants and 7 mm in transfemoral

implants.6

Furthermore, it appears that direct TAVI without prior valvulo-

plasty offers several advantages, such as a lower risk of stroke,

greater stability in valve deployment, and lower perivalvular aortic

regurgitation; however, no randomized studies have compared the

2 techniques.1,2 To our knowledge, this is the first published case of

direct TAVI in the presence of mechanical mitral prosthesis.

To ensure success in this type of procedure, patients should be

carefully selected and direct implantation considered if the valve

opens correctly and symmetrically, with no significant calcifica-

tion of the leaflets or excessive commissural fusion. In addition,

rapid valve placement at the annulus is recommended to shorten

flow obstruction time and to obtain greater hemodynamic

stability; inflation should be started slowly such that any

undesirable movement of the prosthesis can be corrected, if

necessary.

This case shows that a TAVI implant without predilation in the

presence of a mitral mechanical prosthesis is feasible and safe and

can offer advantages over the conventional method. Future studies

are needed to compare the 2 implant techniques with the various

models of percutaneous valve prostheses.
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Leire Unzué,* Eulogio Garcı́a, Leticia Fernández-Friera,

Ana Alegrı́a-Barrero, Juan Medina-Peralta,
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Dronedarone: An Option in the Treatment of Ventricular

Arrhythmias

Dronedarona: una opción en el tratamiento de las arritmias
ventriculares

To the Editor,

The management of ventricular arrhythmias is complex and

often requires the implantation of an implantable cardioverter-

defibrillator (ICD). However, antiarrhythmic agents (AAA) con-

tinue to be relevant as a primary indication and as a way to reduce

device-based therapies in patients with ICDs. However, patients

often present contraindications that restrict AAA therapy to just a

few options, such as amiodarone. Dronedarone is an AAA that has

been proven effective in the control of atrial arrhythmias and may

help patients with recurrent ventricular arrhythmias when other

drugs cannot; however, information on its effectiveness in this

clinical setting is scarce. We describe the use of dronedarone in

3 patients with ventricular arrhythmias who were unresponsive

or intolerant to other AAAs.

The first patient, a 53-year-old man with hypertension

but without structural heart disease, had experienced frequent

monomorphic premature ventricular beats since 2007. Treatment

with atenolol and sotalol had failed. In February 2010, he was

admitted after presenting with syncope and documented a

nonsustained monomorphic ventricular tachycardia. An electro-

physiology study was conducted and a sustained monomorphic

ventricular tachycardia (SMVT) similar to the clinical arrhythmia

was induced, as well as 2 other morphologies. Endocardial and

epicardial mapping located the arrhythmogenic substrate in the

superolateral aspect of the mitral annulus. The application of RF

energy was not effective and thus intramyocardial reentry was

suspected. Cardiac magnetic resonance imaging showed a scar in

the anterolateral aspect of the left ventricle. An ICD was implanted

and treatment with flecainide was initiated. Subsequent follow-

ups showed that he had experienced numerous episodes of SMVT

and received ICD shocks (Figs. 1 and 2). We decided to replace

flecainide for dronedarone 400 mg every 12 h and to avoid the use

of amiodarone due to its adverse effects. From that time on, and up

to his final check-up 14 months later, there was a reduction in

arrhythmia burden and the patient did not undergo ICD shocks or

experience SMVT episodes, with the exception of 2 episodes that

were suppressed by the initial antitachycardia pacing therapy.

The second patient, a 64-year-old man with hypertension but

without apparent structural heart disease, had been followed up in

another hospital since 2006 for ventricular tachycardia. Three

ablation procedures had failed and an ICD was implanted in 2007.

Initially, he was treated with metoprolol and subsequently

with sotalol and multiple ICD shocks. In 2009, treatment with

amiodarone and atenolol was initiated, which reduced the number

of episodes. On 2 occasions in December 2011, he was admitted for
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Figure 1. Recording of arrhythmias detected and treated with an implantable cardioverter-defibrillator. Patient 1.
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Figure 2. Ventricular tachycardia episode recorded by an implantable cardioverter-defibrillator. Onset of the episode (top) and its termination by a 5-J electric

shock (below). Patient 1.
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multiple ICD shocks triggered by SMVT. During his stay he showed

nonischemic left ventricle dysfunction (ejection fraction 35%) and

thyroid hormone abnormalities (thyrotropin <0.01 mIU/mL; free

thyroxine 7.7 ng/dL) associated with the use of amiodarone. During

hospital admission he presented a new SMVT episode and received

3 ICD shocks. Amiodarone was not well tolerated and was replaced

by dronedarone. After hospital discharge, the patient did not

experience ICD shocks during 6 months of follow-up, except for

1 shock that occurred within the first 2 weeks.

The third patient, a 42-year-old man, presented with SMVT in

2005 and was diagnosed with arrhythmogenic right ventricular

cardiomyopathy, for which he was treated with sotalol 160 mg/d.

In 2012, he was admitted to the emergency department for

palpitations and presyncope; SMVT was detected and terminated

by electrical cardioversion. During hospitalization, he experienced

new SMVT episodes that did not respond to treatment with

metoprolol and procainamide. The electrophysiology study

showed 3 SMVT morphologies, one of them similar to clinical

VT but all of them with poor hemodynamic tolerance that

degenerated into ventricular fibrillation. We decided to implant

a single-chamber ICD and treat the patient with dronedarone

400 mg every 12 h to avoid the adverse effects associated

with amiodarone. During the month following discharge, the

patient had 4 SMVT episodes and received multiple shocks. As a

result, dronedarone was discontinued and sotalol was restarted, at

160 mg every 12 h; a partial response was achieved.

Dronedarone is a benzofuran derivative that shares the

antiarrhythmic properties of amiodarone, but with a better safety

profile regarding organ toxicity. It has been proven effective in the

treatment of atrial arrhythmias in selected populations.1,2 How-

ever, its effectiveness in treating ventricular arrhythmias is less

well known. Animal studies have demonstrated its antiarrhythmic

effect on ventricular myocardium.3 Its use in humans has been

described in 3 isolated cases, with significant reductions reported

in arrhythmia burden and the number of ICD shocks.4–6

In this series, which is the largest published to date, a

satisfactory response to dronedarone was obtained in 2 patients

without structural heart disease; however, in the patient with

arrhythmogenic right ventricular cardiomyopathy the decrease in

arrhythmia burden was not significant and the drug was

discontinued. Furthermore, no adverse clinical or laboratory

events were observed and there were no changes in the ICD

pacing and sensing parameters. These results, together with

previously published findings, support the use of dronedarone in

patients with recurrent ventricular arrhythmias in whom other

AAAs are considered unsuitable and with no contraindications for

its use. However, like other AAAs, its use cannot be expected to be

completely effective, especially when other drugs have failed.
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Nonvalvular Atrial Aneurysmal Dilation

Dilatación aneurismática auricular en pacientes no valvulares

To the Editor,

Left atrial (LA) aneurysmal dilation is often associated with

rheumatic valve disease.1 Our objective was to define the actual

incidence of nonvalvular aneurysmal dilation of the LA and the

clinical and echocardiographic characteristics of patients with this

condition.

Aneurysmal dilation was defined as an anteroposterior LA

diameter of more than 6 cm, measured in M-mode from the

parasternal view. Echocardiographic studies recorded during

2010 and 2011 were reviewed. Patients with mitral valve

prosthesis, mitral stenosis, or mitral regurgitation of more than

mild severity and pericardial constriction were excluded. Patients

were then classified in 1 of 2 groups: patients with LA aneurysmal

dilation with diastolic dysfunction (ADDD) and those with

isolated aneurysmal dilation (IAD). Diastolic dysfunction was

defined as an e’ velocity of less than 8 cm/s at the septal mitral

annulus.2

The echocardiographic parameters recorded (see Table) were as

follows: anteroposterior LA diameter and indexed volume according

to the Simpson rule (apical 4-chamber 2-chamber view), right atrial

volume, left ventricular systolic and diastolic function, e’ and

S velocities at the septal mitral annulus, pulmonary pressure,

tricuspid annular plane systolic excursion, and severity of regur-

gitation. In each case, the mean of 5 measurements was taken.

The clinical parameters recorded were age, sex, cardiac rhythm,

smoking habit, diabetes mellitus, dyslipidemia, hemoglobin in

blood, hypertension, chronic pulmonary disease, heart disease,

functional class, and history of admission for heart failure.

Of 22 555 echocardiograms (Figure), 644 had LA >6.0 cm;

116 (18%) did not have any significant mitral valve lesions, and

mitral valve prostheses were found in 43%, stenosis in 22%, mitral

regurgitation in 9.3%, and annular calcification with hemodynamic

impact in 6.8%. Eighty per cent of the patients without valve

disease were in atrial fibrillation (AF). Twenty patients (17.2%) had

e’ >8 cm/s and 18 were in AF; these patients comprised the IAD
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