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Widening of the mediastinum
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A 68-year-old man presented with a 1-year history of 
progressive dysphagia, retrosternal discomfort, and 6-month 
history of weight loss (10 kg). A chest X-ray showed 
widening of the mediastinum on the right (Figure 1A).

A chest X-ray and a chest CT scan (Figure 1) showed 
that the widening of the mediastinum corresponded to a 
markedly dilated esophagus containing fluid, consistent with 
megaesophagus. Conceptually, megaesophagus represents 
dilatation of the esophagus due to several causes, such 
as achalasia, tumors, and connective tissue diseases.

On imaging (chest X-ray, esophagography, and chest 
CT), the classic megaesophagus appears as widening of the 
mediastinum, being characterized by a vertical soft-tissue 
density, usually with thin walls and heterogeneous contents 
consisting of food debris. It often contains an air-fluid level 
and is distally tapered (bird’s beak appearance).

Achalasia is a primary esophageal motility disorder 
characterized by a lack of esophageal peristalsis and partial 
or absent relaxation of the lower esophageal sphincter, 
making it difficult for the bolus to pass. Achalasia can be 
divided into primary (idiopathic), which is the most common 
form worldwide, or secondary. The major secondary cause 
of achalasia in Brazil is Chagas disease (CD).(1-3)

CD, also known as American trypanosomiasis, is 
caused by the protozoan Trypanosoma cruzi, which is 
highly prevalent and causes significant morbidity in Latin 
America. Currently, an extremely high number of patients 
still suffer from this disease, most of whom are elderly. 
In CD-endemic areas, it is essential that the possibility 
of esophageal disease caused by CD be considered in 
patients with megaesophagus.(1-3) Our patient has had 
a confirmed diagnosis of CD for approximately 16 years.

CD can present in two forms: acute or chronic. The 
chronic form of CD develops a few decades after the 
initial infection, causing irreversible damage to the heart, 
esophagus (megaesophagus), and colon (megacolon). The 
symptoms of and morphological changes in the digestive 
tract are due to impairment of neurons and nerve ganglia. 
The most common symptom is dysphagia, followed by 
regurgitation, a feeling of fullness when eating or drinking, 
heartburn, and chest pain. Dysphagia runs a chronic course, 
lasting for several years, and is progressive. Patients with 
CD-associated megacolon experience severe prolonged 
constipation for years or decades. A final diagnosis of chronic 
CD is based on serological tests. Surgery is currently the 
best form of treatment.(1-3)

Figure 1. In A, posteroanterior chest X-ray showing widening of the mediastinum on the right. In B, coronally reconstructed 
CT scan of the chest revealing a markedly dilated esophagus with hypodense intraluminal contents consistent with food 
debris. Also note tapering of the distal esophagus.
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