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Aspergillus infection can result in significant mor-
bidity and mortality. Immune impaired individuals
and those with pre-existing pulmonary disease are
predisposed to this infection. GI involvement is rare,
even in the immunocompromised host, and usually
occurs as a result of systemic infection. Aspergillus is
a fastidious mold that has a predilection for the
sinuses and lungs.1 Reported cases of esophageal
involvement range from Aspergillus esophagitis to
invasion of the mediastinum with development of
tracheoesophageal fistulae.1-3 In all but one report,
esophageal involvement was predated by severe pul-
monary infection.2,4 A unique case is presented of an
18-year-old girl with acute myelogenous leukemia
who developed fatal mycotic endocarditis from a pri-
mary esophageal aspergilloma as a result of an
esophageal-atrial fistula. This case highlights the
importance of rapid endoscopic diagnosis in immuno-
suppressed patients with dysphagia.

CASE REPORT

An 18-year-old girl was hospitalized with neutropenia,
fever, and intermittent dysphagia for solid food after ini-

tial consolidation chemotherapy (mitoxantrone, cytara-
bine, and amifostine) for acute myelogenous leukemia.
Examination was significant only for fever (temperature
of 104°F). Laboratory tests revealed an absolute neu-
trophil count of 100. Empiric treatment with broad-spec-
trum antibiotics (cefepime, vancomycin) and fluconazole

Figure 1. Endoscopic view of mid esophagus showing 8-cm
friable, ulcerated mass.

Figure 2. Photomicrograph showing large numbers of
Aspergillus organisms (silver stain, orig. mag. �400).
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were initiated. The dysphagia worsened and fever and
neutropenia persisted. Chest radiograph, urine, and
blood cultures (aerobic, anaerobic, fungal) were consis-
tently negative. Upper endoscopy disclosed an 8-cm fri-
able, ulcerated mass in the mid esophagus (Fig. 1). Biopsy
specimens demonstrated Candida species on staining
with hematoxylin and eosin, but the silver stain demon-
strated large numbers of Aspergillus organisms (Fig. 2).
Chest CT confirmed the presence of an intraluminal
esophageal mass with evidence of submucosal air (Fig. 3).
Over the next 24 hours the patient experienced general-
ized seizures, hypotension, and expired after cardiac
arrest. An echocardiogram 3 days before clinical decom-
pensation demonstrated no valvular or myocardial
abnormalities. Autopsy revealed a fistulous communica-
tion between the esophageal mass and the right atrium
(Fig. 4). Furthermore, there was evidence of multiple
mycotic vegetations within the right atrium and on the
mitral valve that were confirmed histopathologically as
Aspergillus. Dissection of the brain demonstrated diffuse
aspergillosis emboli.

DISCUSSION

Fungal esophageal infections are a significant
cause of morbidity and mortality in immunocompro-
mised patients. Specifically, the loss of functioning
granulocytes predisposes these patients to fungal
infection.2 The most common pathogen is Candida
species, followed by Aspergillus and Histoplasma.2
In patients with human immunodeficiency virus
infection, consensus opinion is that the presence of
oral thrush and symptoms of dysphagia/odynopha-
gia indicates that an empiric trial of orally adminis-
tered antifungal agents is cost-effective.3 However,
persistence of symptoms or development of abdomi-
nal pain, nausea, or vomiting warrants urgent
investigation with upper endoscopy. In this situa-
tion, the possibility of co-infection with a virus (her-
pes simplex virus, cytomegalovirus) or a second

fungal form is a distinct possibility, the most life-
threatening co-infection being Aspergillus.5

Aspergillus species are ubiquitous, rapidly grow-
ing molds, most commonly A fumigatus and A
flavus. Aspergillus is differentiated from Candida
by its distinct morphology (septate hyphae, dichoto-
mously branched at angles of 45°).5 They are best
visualized when silver stains are used and may be
missed in specimens stained with hematoxylin and
eosin.5 In patients who are immunocompromised,
Aspergillus infection behaves aggressively, infecting
the sinuses, lungs, and adjacent organs without
regard for tissue planes.2 The incubation period
ranges from 36 hours to 3 months.5 In patients who
are neutropenic, invasive Aspergillosis is virtually
never manifested before the twelfth day of profound
neutropenia.6

Aspergillus may cause esophagitis directly with
resultant symptoms of dysphagia/odynophagia. In
addition, mucosal candidiasis and weight loss may
be present. Aspergillus should always be considered
in patients with suspected Candidal infection who
do not respond to first-line antifungal therapy.
Endoscopic biopsies or brushings are essential for
diagnosis. The mortality rate for invasive aspergillo-
sis is nearly 100%.5 There are no data on the effica-
cy of treatment for Aspergillus esophagitis. Data
pertaining to systemic infection indicate that treat-
ment is successful in 20% to 40% of cases, depending
on the underlying immunocompromised status of
the patient.7 By extrapolation from these data, the
treatment for Aspergillus esophagitis is intra-
venously administered Amphotericin B.

Primary esophageal aspergillosis is extremely
rare, even in the setting of severely impaired immu-
nity. Nevertheless, the aggressive nature of this fun-
gus warrants consideration in the differential diag-
nosis of dysphagia in the immunosuppressed
patient, even in the absence of evidence of pul-
monary involvement. Urgent endoscopy with biop-
sies should be performed to expedite diagnosis and
prevent severe life-threatening complications from
this potentially treatable disease.4

Figure 3. CT chest demonstrating partially obstructive
esophageal mass with submucosal air.

Figure 4. Gross autopsy specimen with perforation at site of
aspergilloma.
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