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Transient Myocardial Thickening  
of the Posterior Wall in a Patient 
With Acute Myopericarditis 

To the Editor:

Acute myocarditis is a rare disease with a very 
diverse etiology. It produces a wide spectrum of 
clinical manifestations and in some cases has a 
fulminant course. The degree of echocardiographic 
impairment of myocardial contractility is also 
highly variable, ranging from no abnormalities to a 
severe deterioration in systolic function. The pattern 
of the condition may be diffuse or focal, and it can 
sometimes simulate ischemia, infarction or primary 
cardiomyopathy.1 

We report on a patient of 17 years with no relevant 
medical history who was admitted to the emergency 
room with a clinical profile of asthenia, fever up to 
38.3°C, and chest pain characteristic of pericarditis 
lasting 24 h. The physical examination was normal. 
The electrocardiogram showed a diffuse, concave 
increase in ST. Analysis showed leukocytosis with left 
shift but without eosinophilia and elevation of creatine 
kinase (CK), 390 U/L, and troponin-I (TnI), 8.96 
ng/mL. After a diagnosis of acute myopericarditis, 
probably viral, treatment was started with high-
dose salicylates and the patient was admitted to 
the ward. The rheumatological test battery was 

normal. We performed an echocardiogram, which 
showed a diffuse, light pericardial effusion as well as 
notable thickening of the basal and middle segments 
of the posterior wall of the left ventricle (LV). 
Thickening was up to 13 mm with extension to the 
posterior papillary muscle. Mild hypokinesia was 
also observed in these segments (Figure 1). The rest 
of the myocardium showed normal thickness and 
contractility (septum, 9 mm); the ejection fraction was 
also normal (65%). The patient progressed favorably; 
the pain disappeared and there was a decrease in CK 
and TnI, after a peak of 436 U/L and 13.5 ng/mL, 
respectively. An echocardiogram performed 5 days 
later showed normalization of the thickness (9 mm) 
and contractility of the posterior wall infarction 
and complete resolution of the effusion (Figure 2). 
Cardiac magnetic resonance imaging (MRI) during 
the acute phase and convalescence showed some 
points of late gadolinium enhancement in the LV 
lateral wall; myocardial thickness and contractility 
were normal. 

Localized and diffuse transient myocardial 
thickening may be observed in acute myocarditis 
with interstitial edema being postulated as the most 
likely pathologic substrate. In a series consisting of 
25 patients with acute myocarditis who underwent 
echocardiogram and endomyocardial biopsy (in the 
acute phase and during convalescence), a significant 
decrease in myocardial thickness was observed 
between the acute and the convalescent phase, both 

Figure 1. Echocardiogram on admission. 
Parasternal long axis view (A) and 
short axis (B) in diastole. There is an 
asymmetrical thickening of the posterior 
wall involving the posterior papillary 
muscle, and slight pericardial effusion.

Figure 2. Echocardiogram 5 days after 
admission. Parasternal long axis view (A) 
and short axis (B) in diastole. Normalization 
of the myocardial thickness in the posterior 
wall and posterior papillary and resolution 
of the pericardial effusion can be seen.
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in the septum (from 14.3 [3.7] to 9.7 [1.7] mm) and 
in the posterior wall (13.3 [2.4] to 10.2 [1.7] mm). 
The reduction of the edema shown by the biopsy 
was also significant: interstitial edema was observed 
in 88% of patients in the acute phase compared to 
only 28% in the convalescent phase.2 In another 
study of 25 patients with lymphocytic myocarditis, 
the prognostic significance of myocardial thickness 
measured in the acute phase was investigated, and it 
was found that thickness was considerably greater in 
the group that evolved into a fulminant myocarditis 
compared to the group which did not evolve to a 
fulminant condition.3

Transient myocardial thickening is an uncommon 
finding that should be recognized in patients with 
acute myocarditis. It is due to interstitial edema 
and appears to have a poor prognosis, as it has 
been associated with a fulminant course. In the 
echocardiographic study, it can mimic hypertrophic 
cardiomyopathy. In this regard, MRI can be useful 
because of its higher sensitivity in detecting edema. 
It can also provide additional prognostic data on 
aspects such as the extension of the inflammation.4 
In the absence of MRI, checking resolution using 
serial echocardiograms would be a better option 
than endomyocardial biopsies because of their 
greater safety.
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Postpneumonectomy Dyspnea: 
Improvement After Transcatheter 
Closure

To the Editor:

Platypnea-orthodeoxia syndrome is a rare entity 
characterized by dyspnea (platypnea) and hypoxemia 

with arterial oxygen desaturation (orthodeoxia) with 
orthostasis, both of which improve with recumbency. 
It is frequently associated with the presence of a 
patent foramen ovale (PFO). We describe the case 
of a patient who presented with this syndrome 2 
months after pneumonectomy.

The patient was a 70-year-old male without 
cardiovascular risk factors or heart disease who was 
allergic to aspirin. He had undergone a partial right 
pneumonectomy for a malignant lung nodule. One 
month after surgery, he was referred with dyspnea 
at minimal effort and even at rest that improved 
with recumbency. On admission, there was notable 
arterial oxygen saturation at 83% in the supine 
position (with oxygen at 4 L), which fell to 67% on 
standing. Physical examination revealed moderate 
kyphoscoliosis, acrocyanosis, and no cardiac 
murmurs on auscultation. The electrocardiogram 
(ECG) showed sinus rhythm at 75 beats / min with 
a pattern of right bundle branch block and anterior 
hemiblock. The chest x-ray showed clear lung fields, 
aortic elongation, absence of cardiomegaly, and 
elevated right hemidiaphragm. Spirometry revealed 
a 79% Tiffenau rate. Pulmonary embolism was ruled 
out via ventilation-perfusion scintigraphy and high 
resolution computed tomography. The transthoracic 
echocardiogram (TTE) showed a slightly dilated 
aortic root, with absence of pulmonary hypertension, 
a left ventricle of normal dimensions, and preserved 
systolic function. Transesophageal echocardiography 
(TEE) revealed basal septal aneurysm with massive 
right-left transfer of atrial contrast (agitated saline) 
through the PFO (Figure 1A-B). The patient 
underwent percutaneous closure of PFO without 
complications using a 25 mm Amplatzer device 
controlled by intracardiac ultrasound. TEE showed 
that the device was appropriately positioned in 
the atrial septum (Figure 1C), without evidence 
of residual shunt after injection of agitated saline 
(Figure 1D).

The patient showed marked clinical improvement; 
acrocyanosis resolved and arterial oxygen saturation 
increased to 92%. At discharge, 6 months treatment 
with clopidogrel 75 mg daily was prescribed. The 
patient was asymptomatic at 3 years follow-up.

Dyspnea and hypoxemia are frequently present 
after pneumonectomy. When respiratory causes 
are ruled out, less frequent etiologies should also 
be ruled out. Platypnea-orthodeoxia syndrome is 
relatively rare and presents with dyspnea and arterial 
desaturation in an upright position.1 It is associated 
with the presence of PFO. The PFO is the usual cause 
of right-left shunting when pulmonary hypertension 
is present. In its absence, various mechanisms have 
been described.2,3 These mechanisms could involve 
abnormal anatomic relationships between inferior 
vena cava (IVC) atrial septum. With orthostatism, 


