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together with the coincidence between the start 
of drug treatment for obesity, lead us to conclude 
sibutramine use may have caused her myocardial 
infarction. 
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Disconnection of the Right 
Pulmonary Artery With Bilateral 
Ductus Arteriosus

To the Editor, 

Disconnection of the pulmonary artery (PA) 
is unusual. First described in 1868,1 it is generally 
associated with other cardiovascular malformations. 

We present the case of a newborn boy diagnosed in 
the immediate neonatal period with type III esophagal 
atresia. The preoperatory echocardiography 
revealed a left aortic arch, absence of connection 
of the right pulmonary artery (RPA) with the 
trunk of the PA, and presence of persistent ductus 
arteriosus (PDA) in the normal position. Moreover, 
we observed an anomalous vessel originating in 
the first supraaortic trunk and descending to the 
RPA. Cardiac catheterization confirmed RPA 
discontinuity and a vascular stump at the base of 
the innominate trunk (Figure 1). Treatment began 
with prostaglandin E1 (PGE1) given we suspected the 

sibutramine, which have different mechanisms of 
action and different secondary effects profiles. 

Sibutramine is a selective inhibitor of monoamine 
re-uptake, especially of serotonin and noradrenaline 
(and, to a lesser extent, dopamine). It reduces food 
ingestion by increasing the sensation of satiety 
and attenuating the fall in the metabolic rate that 
usually occurs with weight reduction, probably 
by stimulating thermogenesis.1 Bearing in mind its 
mechanism of action, one of its possible adverse 
effects may, logically, be increases in blood pressure 
and heart rate due to the inhibition of peripheral re-
uptake of oradrenaline. This has led physicians to 
contraindicate sibutramine or recommend caution 
in its use in patients at high cardiovascular risk. 

The SCOUT study (Sibutramine Cardiovascular 
Morbidity/Mortality Outcomes Trial) is currently 
under way. It aims to determine the effects of 
treatment with sibutramine or a placebo, in 
combination with lifestyle changes, on incidence of 
non-fatal myocardial infarction, non-fatal stroke, 
reanimation after cardiac arrest and cardiovascular 
death, in a population of obese patients with high 
cardiovascular risk.2 

Reports that relate sibutramine use with acute 
coronary syndrome are few and far between.3,4 We 
present the case of a young and otherwise healthy 
woman who presented acute myocardial infarction 
associated with sibutramine use. 

This 39-year-old woman with high blood pressure, 
in treatment with candesartan, and presenting 
obesity, had been taking sibutramine for 12 days. 
From the outset, she presented higher blood pressure 
and palpitations. On admission, she presented intense 
retrosternal pain at rest, irradiating to the upper left 
arm, and perspiration lasting 15 min, which remitted 
after administration of sublingual nitroglycerine. 
She was asymptomatic on arrival at the emergency 
room. Her maximum creatine kinase and troponin 
T serum values were 388 IU/L (normal, <140) and 
0.23 ng/mL (normal, <0.035), respectively, with an 
enzyme curve typical of acute myocardial infarction. 
Electrocardiograms performed without chest pain 
were normal throughout hospitalization and showed 
no alterations in contractility. Coronary angiography 
showed normal coronary arteries. 

Our patient underwent computerized tomography 
of the chest and a study of hypercoagulability and 
urine toxins to rule out other possible causes of chest 
pain and elevated cardiac markers such as cocaine, 
viral myocarditis, aortic dissection, pulmonary 
thromboembolism, states of hypercoagulability, and 
autoimmune vasculitis.

Although it is practically impossible to demonstrate 
a causal relation, the patient’s age, the fact that high 
blood pressure was her only cardiovascular risk 
factor, and the negative results of the other studies, 
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presence of ductal tissue in the aforementioned vessel 
and later confirmed collateral systemic-pulmonary 
permeability from the base of the innominate trunk, 
connected with the RPA (Figure 2). We maintained 
PGE1 perfusion and, once the digestive malformation 
had been corrected, performed corrective surgery 
to resection the ductal tissue and reconstruct the 
RPA with an API flap and pulmonary trunk, 
widening with a patch of trunk and RPA and direct 
connection of the RPA to the trunk of the PA. Five 
months later, the patient presented severe stenosis of 
the RPA with 1 mm critical diameter. We performed 
predilatation with a 4×20 mm balloon catheter, 
inflated to 8 atm, and subsequent implantation of 
a previously assembled 5×18 mm stent in a 5 mm 
balloon. Angiographic results were good and right 
ventricular (RV) pressure diminished from 100% to 
75% with respect to systemic pressure. At 2 years, 
the patient required overdilatation of the stent with 
a 9×20 mm balloon catheter and inflation to 14 atm, 
with significant angiographic improvement and RV 
pressure 50% of systemic pressure. 

The disconnection of a PA associated with 
a double ductal system is an exceptionally rare 
congenital cardiomyopathy. It usually coexists with 
other cardiovascular malformations2 (above all 
when the branch affected is the API), fundamentally 
tetralogy of Fallot, common arterioso trunk, and 
septal defects. The discontinuity of a pulmonary 
branch without other cardiac anomalies is generally 
located contralateral to the aortic arch and is 
more frequently found in APD.3 A double ductal 
system is usually found with a right aortic arch4 

and is associated in more than 50% of patients5 

with nonconfluent pulmonary arteries, as in the 
case we present. Between 12% and 30%3 of patients 
affected by isolated agenesia of a PA (in reality, a 
proximal affection, with permeable pulmonary 
vascularization) will remain asymptomatic. In 

their clinical course,3 the rest will present recurrent 
pneumonias (38%; attributed to alveolar hypocapnia 
inducing bronchoconstriction, alteration of 
mucociliary clearance and inadequate response 
to inflammatory mediators), haemoptysis (20%; 
due to excessive collateral circulation), pulmonary 
hypertension (PHT) (20%-25%; of controversial 
etiology) and scoliosis (as a consequence of 
homolateral pulmonary hyperplasia leading to 
a diminution of hemithorax volume). Initially, 
diagnosis is suspected from radiologic findings 
(absence of hilar shadow, diminution of vascular 
marks and hemidiaphragm elevation of the affected 

Figure 1. Angiographic images. A: note 
the right ventricle (RV), pulmonary trunk 
(PT), and left pulmonary branch (LPB), 
with the absence of a right branch (indi-
cated by an arrow). B: visualization of left 
ventricle (LV), ascending aorta (AA), and 
innominate trunk (IT). The presence of a 
vascular stump at the level of the base of 
IT is indicated.

Figure 2. Angiography showing the repermeabilization of the collateral that 
communicates the innominate trunk (IT) with the right pulmonary artery 
(RPA) after treatment with prostaglandin E1.
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side, with homolateral mediastinal deviation) and 
echocardiographic findings; anatomic evaluation 
can include catheterization or magnetic resonance 
imaging. Early corrective surgery should be performed 
to avoid the complications described, permit normal 
development of the pulmonary vascular bed and, 
thus, prevent the onset of PHT. However, these 
patients frequently require reintervention,6 as in 
the case we present. We would stress the value of 
continuous PGE1 perfusion, widely known to be used 
in cyanogenic congenital cardiomyopathy depending 
on the ductus and which, in this case, served to 
repermeabilize the ductal structure located between 
the innominate trunk and the RPA and permitted 
us to maintain adequate perfusion to the right lung 
until corrective surgery could be performed. 
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Interventricular Septal Aneurysm 
With Fistulas Developing Into  
the Right Cavities

To the Editor, 

The formation of an aneurysm in the ventricular 
wall, due to thinning and dilatation, is a relatively 
common complication after transmural myocardial 
infarction.1 It can be associated with the formation 

of an adjacent intraventricular thrombus, form the 
substrate of ventricular arrhythmias, or encourage 
remodeling and dilatation of the left ventricular 
chamber. On rare occasions, a rupture may occur 
outside the acute phase of the infarction. 

We present the case of a 77-year-old man with an 
inferior infarction not treated with fibrinolytic therapy 
in 2006, who subsequently underwent percutaneous 
revascularization. The patient was admitted to our 
center due to intermittent thoracic pain episodes 
lasting several hours and with atypical characteristics 
which had begun 1 month before. The ECG showed 
inferior Q-wave infarction, and physical examination 
revealed systolic-diastolic murmur with thrill more 
audible at the left sternal border. A transthoracic 
echocardiogram was performed, which detected 
an echo-free cavity (An) communicating with the 
left ventricle (LV) at the basal level of the posterior 


