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CASE REPORT
A 74-year-old recovering alcoholic man presented with progressively increasing epigastric pain for 2 months. The patient
had a prior medical history of Child-Pugh Class A alcoholic cirrhosis and esophageal varices, gastric ulcer diagnosed 4
years earlier with documented endoscopic healing of the ulcer after 6 weeks of omeprazole therapy (40 mg/d), and
poorly controlled diabetes with a recent hemoglobin A1c level of 9.2%. He had never received corticosteroids or other immu-
nosuppressive therapy and was HIV seronegative. At the time of presentation, he reported nausea and a 10-kg weight loss.
Physical examination revealed epigastric tenderness without rebound tenderness. Abdominal computed tomography revealed
periduodenal edema. Esophagogastroduodenoscopy revealed duodenitis, a 25-mm ulcer in the descending duodenum, and a
10-mm bulbar ulcer, without stigmata of recent hemorrhage
(Figure 1). Histological examination of ulcer biopsies revealed
duodenal inflammation and necrotic debris (Figure 2).
Grocott’s methenamine silver stain revealed fungal organ-
isms with hyphal forms, highly consistent with Aspergillus.
Immunohistochemistry was negative for Helicobacter pylori.
Chest x-ray and computed tomography of the sinuses did
not reveal evidence of invasive aspergillosis. The patient was
treated with voriconazole 100 mg/d for 6 weeks and ome-
prazole 40 mg twice a day. Repeat esophagogastroduodeno-
scopy, 4 months later, revealed healed ulcers with minimal
scarring. Repeat biopsies demonstrated normal duodenal
mucosa without Aspergillus. The patient died 18 months later
from liver failure, without recurrent aspergillosis.

Patients with primary invasive gastrointestinal aspergillosis usually
have severe underlying immunodeficiency from neutropenia, he-
matopoietic stem cell or solid organ transplantation, acute leuke-
mia, or acquired immunodeficiency.1 However, gastrointestinal
aspergillosis has been recently reported in patients with milder im-
munodeficiencies, such as from poorly controlled diabetes mellitus
or cirrhosis.2-4 Aspergillus is usually acquired by inhalation of air-
borne spores that cause sinopulmonary infection, but Aspergillus
spores can be ingested and cause primary gastrointestinal asper-
gillosis.5 Invasive disease is characterized by tissue invasion and

Figure 1. Endoscopic view of a 2.5-cm ulcer in the proximal descending duo-
denumwithout stigmata of recent hemorrhage. Part of the ulcer base is con-
cealed by surrounding edema. Note themural spasm near the ulcer.
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secondary bloodstream dissemination. Diagnosis of invasive
aspergillosis requires histologic findings of septated hyphae, with
characteristic acute dichotomous branching, tissue invasion, and
tissue destruction.5 Confirmation by isolating Aspergillus from
cultures is helpful.

Recent reports reveal pulmonary aspergillosis in patients without
severe immunodeficiency, in association with pneumonia, chronic
obstructive pulmonary disease, sepsis, liver failure, diabetes, alco-
holism, and hemodialysis.6 The current patient with Aspergillus
duodenitis lacked definitive risk factors for Aspergillus infection
but had mild risk factors for invasive aspergillosis of cirrhosis,2,3

diabetes,4 and alcoholism. Literature review did not reveal prior
cases of primary, invasive, duodenal aspergillosis in patients with
cirrhosis or diabetes. Treatment with omeprazole as well as vori-
conazole may have contributed to the reported ulcer healing
andAspergillus infection eradication.
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Figure 2. (A) Photomicrograph with hematoxylin and eosin stain reveals duodenal mucosa with active duodenitis and ulceration, as well as necrotic de-
bris and reactive changes. (B) High-power photomicrograph of Grocott’s methenamine silver stain of the same area reveals the presence of character-
isticAspergillus hyphae and budding yeast forms.
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