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CASE REPORT

A 31-year-old male presented for evaluation of a
several month history of intermittent dysphagia
to solid food. He was otherwise healthy and was

on no medications. Upper endoscopy was performed

and findings are shown in Figures 1 and 2. Multiple
biopsies were taken from the body of the esophagus
(Figures 3, 4). 

Questions
1. What is the Diagnosis? 
2. What are the clinical, endoscopic and histopatho-

logical features of this entity?
3. What are the available treatment options?
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Figures 1 and 2. Upper endoscopy showing “corrugated”
appearance of the esophageal body (top) with extensive
mucosal tearing noted with simple passage of the endo-
scope (bottom). 

Figures 3 and 4. Photomicrograph showing eosinophilic
infiltration in the esophageal mucosa. Top: low power; 
bottom: high power.
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DISCUSSION
Endoscopy revealed a corrugated or ringed appearance
of the esophagus, suggestive of Eosinophilic esophagi-
tis. Biopsies from the body of the esophagus showed a
markedly increased number of eosinophils (70 per
high power field; Figures 3 and 4) consistent with a
diagnosis of Eosinophilic Esophagitis.

First described in 1978, Eosinophilic Esophagitis
(EE) is a disorder of unclear etiology that has emerged
as a distinct clinico-pathologic entity and usually pre-
sents with solid food dysphagia in young adults (1). It
is characterized by marked eosinophilic infiltration
(greater than 20 per high power field) in the esophagus
(2). It may be associated with peripheral eosinophilia,
increased serum IgE levels and an atopic predisposi-
tion (2). 

Several endoscopic features have been found to be
suggestive of EE. These include corrugations as seen
in our patient (Figure 1), whitish plaques, furrows and
a small-caliber esophagus (2). Since large mucosal
rents and perforation have been described with just
simple passage of the endoscope (Figure 2), caution is
recommended while performing esophageal dilation in
these patients (3). 

The role of gastro-esophageal reflux in EE is
unclear. The mechanisms of eosinophil recruitment
may include IgE-dependent and non-IgE dependent
mechanisms. Sensitization may occur from antigen
exposure through the esophagus or outside the esoph-
agus, such as the bronchi (2). 

There is a paucity of data regarding the natural his-
tory of EE. The limited available data suggests that
eosinophilic infiltration remains confined to the esoph-

agus and dysphagia persists to various degrees in most
patients in the years following initial diagnosis of EE
(4). There are no reports of malignant transformation
of EE.

Treatment of EE is still controversial. A variety of
approaches have been evaluated including elimination
diets, systemic, topical corticosteroids and leukotriene
receptor antagonists. Acid suppressive therapy may be
of adjunctive value. Topical therapy with aero-
solized corticosteroids appears to be the best therapeu-
tic option at present (5). Montelukast, a selective
leukotriene receptor antagonist, has also been shown
to be effective in improving symptoms in EE (6). 

Eosinophilic esophagitis should be suspected in
any case of unexplained solid-food dysphagia, espe-
cially in young adults. Increased awareness of this
entity and a better understanding of its underlying
pathophysiologic basis may permit more effective
therapeutic interventions in the future. ■
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