
To the Editor, 

Candida albicans is the most common cause of in-
fectious esophagitis. Although most patients with
candida esophagitis are immunocompromised, ne-
arly 25% have scleroderma, achalasia, or other
causes of esophageal stasis that allow the fungal
organism to overgrow and colonize the esophagus,
with subsequent esophagitis (1). 

A 71-year-old man presented to the hospital with
anorexia, difficulty in swallowing and epigastric
pain. Clinical history included achalasia, esophage-
al balloon dilatation and Botox therapy, which was
performed two years ago. Endoscopy of the patient
revealed mid-esophageal diverticula, diffuse ede-
matous mucosa, mucosal granularity, and a 5x10
mm focal mucosal protuberance with non-smooth
contours superior to the Z line, with suspicion of
malignancy. Computed tomography (CT) of the pa-
tient showed diffuse, concentric wall thickening
and submucosal edema, which was prominent in
the mid- and distal esophagus (Figures 1, 2). Pul-
monary nodules and ground glass appearance were
present in the lungs, considered to be due to the in-
fectious process. Endoscopic biopsy specimen yiel-
ded fungal esophagitis. Culture of the biopsy mate-
rial yielded Candida albicans as the etiologic mic-
roorganism. The patient’s complaints and pulmo-
nary nodules regressed after antifungal therapy.  

Esophageal wall thickening is a nonspecific res-
ponse to a variety of conditions involving the esop-
hagus. Reasons for a thickened esophageal wall on
CT imaging include benign and malignant tumors,
esophagitis, Barrett’s esophagus, secondary acha-
lasia, diffuse esophageal spasm, varices, and esop-
hageal intramural pseudodiverticulosis (2). Con-
trast material–enhanced esophagography and en-
doscopy remain the reference standards for the
evaluation of esophagitis. CT imaging may be per-
formed when the diagnosis is unclear or when a
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FFiigguurree  11.. Axial and coronal CTs of the thorax show diffuse
symmetric and concentric wall thickening (arrow) with submu-
cosal edema in the distal esophagus suggesting inflammation. 

FFiigguurree  22.. Coronal CT of the thorax shows symmetric wall thic-
kening (arrows) in the mid-esophagus. 



complication is suspected. In our patient, the in-
fectious process may have been due to possible
mucosal damage by previous balloon dilatation
and Botox therapies. Whatever the cause of seve-
re esophagitis, CT imaging appearance is predo-
minantly characterized by diffuse esophageal thic-
kening, submucosal edema and mucosal enhance-
ment (3). Benign or malignant tumors of the esop-
hagus are usually manifested on CT imaging by
focal, asymmetric thickening of the esophageal
wall (2), whereas the wall thickening in esophagi-

tis is concentric and circumferential. Since severe
edema and mucosal changes in candida esophagi-
tis may simulate malignancy on endoscopy, as in
our patient, CT imaging may be a useful imaging
modality by showing diffuse, concentric wall thic-
kening of the esophageal wall against the asy-
mmetric, focal wall thickening in malignancies.
Furthermore, possible accompanying pulmonary
infestation, which adds diagnostic value for the
differential diagnosis of esophageal lesions, may
be seen on CT imaging.
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To the Editor,

Clopidogrel is an antiplatelet therapy that has be-
en approved for the treatment of cardiovascular
events with aspirin as a dual antiplatelet therapy.
Proton pump inhibitor (PPI) therapy was recom-
mended as a gastrointestinal protection for those
patients with dual therapy (1). Clopidogrel is a
prodrug that must be converted to its active meta-
bolite by cytochrome P450, mainly 3A4 and 2C19.
The active metabolite will inhibit platelet aggre-
gation by binding irreversibly to the platelet P2Y12

receptor. However, variation in response to clopi-
dogrel has been observed due to genetic mutations
in CYP2C19 (*2, *3, *4, and *5), which will lead to

clopidogrel resistance. Such variation may lead to
increased risk of cardiovascular events in patients
undergoing percutaneous coronary angioplasty
(PCA) intervention (2). PPI therapy is a competiti-
ve inhibitor of CYP2C19, which will diminish the
activity of clopidogrel. It has been observed in se-
veral randomized trials through measuring the
platelet function assay, which led to the Food and
Drug administration (FDA) warning  that omepra-
zole reduced the antiplatelet effect by 50% (3). The
first double-blind randomized trial was conducted
to assess the effect of the interaction between clo-
pidogrel and omeprazole on cardiovascular events.


