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Abstract

Pseudomembranes in the large and small intestines are common in hospitalized patients that are immunosuppressed or on certain oral
antibiotics. Pseudomembranous enterocolitis, histologically characterized by volcanic-like eruption of inflammatory cellular exudate
from the mucosal surface, is mainly attributed to Clostridium difficile toxins and often presents with symptomatic diarrhea. Rarely, there
are case reports of similar pseudomembranous lesions limited to the stomach in the absence of intestinal involvement. In this paper, we
present a case of localized pseudomembranous gastritis in a 76-year-old patient with personal history limited to prior gastrointestinal
bleed, liver cirrhosis, alcohol dependence, diabetes mellitus, and hypertension who was referred to the emergency department from
his primary care physician’s office due to low hemoglobin.
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Introduction
Pseudomembranous enterocolitis, commonly attributed to
Clostridium difficile toxins, is not an uncommon occurrence in the
large and/or small intestine of hospitalized patients on certain
oral antibiotic therapies. Additional risk factors for C. difficile
infection include prior C. difficile infection, advanced age, gastric-
acid suppressing medications, immunodeficiency, and inflam-
matory bowel disease [1, 2]. Less commonly, pseudomembranous
colitis can be attributed to conditions such as ischemic colitis,
inflammatory bowel disease, vasculitis, cytomegalovirus-induced
colitis, bacterial and parasitic infection, and toxins [1]. Clinical
symptoms of C. difficile-associated pseudomembranous colitis are
due to toxins TcdA and TcdB that modulate inflammatory events
and disrupt cell function [3]. Patients with pseudomembranous
colitis present with diarrhea as the most common symptom.
Other symptoms include fever, abdominal pain, and leukocytosis
[1]. Histologically, pseudomembranous colitis is described as
injured epithelium with a ‘mushroom-like cloud’ or ‘volcanic’
eruption of necrotic and inflammatory cellular debris that
overlies the mucosal surface. The adjacent mucosa may be
normal or covered in pseudomembrane [4, 5].

Pseudomembranous gastritis with similar gross and histo-
morphologic findings, without evidence of pseudomembranous
enterocolitis, has rarely been described in isolated case studies,
occurring as complications in patients with variable clinical and

gastrointestinal symptoms [6–8]. Pseudomembranous gastritis
has been reported as a complication in patients with Aspergillus
infection [6, 7], hepatitis and iritis on carbimazole therapy for
Graves’ disease [9], as well as an incidental finding with unknown
contributing factors. The gross findings have been described as
either diffuse thick exudate overlying the entire gastric mucosa,
embedded with Aspergillus species, or a localized endoscopic
finding without a discernible contributing causation.

Case presentation
A 76-year-old male was referred to the emergency department
from a primary care physician’s office due to low hemoglobin
level. The patient’s past medical history was significant for gas-
trointestinal (GI) bleeding, hepatic cirrhosis, diabetes mellitus,
alcohol dependence, and hypertension. The patient otherwise
denied significant complaints. Home medications did not list
any antibiotics but included: xifaxan tabs, protonix tabs, lovas-
tatin, cephulac, furosemide, ferrous sulfate, lasix, calcium car-
bonate/vitamin D3, alendronate sodium, and metformin. Physical
exam revealed a distended but nontender abdomen and guaiac-
positive-stool. Significant laboratory findings included the fol-
lowing: hemoglobin 6.9 g/dL, WBC 3.8 K/mm3, hematocrit 20.8%,
platelets 73 K/mm3, alkaline phosphatase 150 IU/L, AST 38 IU/L,
and ALT 31 IU/L.
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Figure 1. Endoscopy showing 10–20 mm sessile polyps and
pseudomembranous-like gray-white exudate overlying the gastric
mucosa in the prepyloric and antral regions of stomach.

Figure 2. Biopsy of the gastric polyps is consistent with hyperplastic
polyps, focally covered by inflammatory volcanic eruption.

Guaiac positivity and patient’s low hemoglobin level raised
concern for possible GI bleed as a source of patient’s anemia.
Computed tomography (CT) of the abdomen revealed a cirrhotic
liver with possible portal hypertension, splenomegaly, small vol-
ume ascites, and a small hiatal hernia.

Esophagogastroduodenoscopy revealed varices in the esopha-
gus as well as the gastric cardia and fundus. Multiple 10–20 mm
sessile polyps were also present in the prepyloric and antral
regions with some associated pseudomembranous-like exudate
(Fig. 1).

Histologic sections of the polyps demonstrated benign gastric
hyperplastic polyps with acute and chronic gastritis (Fig. 2). Por-
tions of the gastric polyps and adjacent mucosa were covered by
inflammatory cell exudate (Fig. 3). Higher magnification revealed
conspicuous volcanic-like eruption of the exudate, reminiscent
of pseudomembranous gastritis (Fig. 4). Alcian yellow and GMS
stains were negative for Helicobacter pylori and fungal organisms,
respectively.

Discussion
Clostridium difficile toxins are a common cause of extensive
pseudomembrane formation, most frequently see in the small
and large intestine. Histologically, they are characterized by
volcanic-like eruption of inflammatory cell exudate overlying
the mucosal surfaces [1, 10]. Pseudomembranous gastritis, on the
other hand, is rare and has only been described as isolated case

Figure 3. Biopsy of the polyp, covered in part by pseudomembranous
inflammatory exudate.

Figure 4. Volcanic-like eruption of inflammatory exudate, reminiscent
of pseudomembranous gastritis.

presentations, occurring in patients without evidence of C. difficile
as a contributing factor [10]. Though not on antibiotics, our
patient presented with a history of chronic alcohol dependence,
possibly resulting in disturbances in the gut microbiome [11].
Furthermore, the patient’s history of hepatic cirrhosis may be a
contributing factor to an altered immune status, predisposing the
patient to an inflammatory or infectious process [12], such as
pseudomembranous gastritis.

In conclusion, we describe a case of nonantibiotic-associated
localized pseudomembranous gastritis, occurring in a patient
with alcohol dependence, hepatic cirrhosis, and reactive/inflam-
matory gastric polyps, who was otherwise asymptomatic. Based
on our study and review of literature, pseudomembranous gas-
tritis may represent a nonspecific finding, seen as an incidental
finding or a complication in a variety of nonspecific altered
immune disorders, infection, or inflammatory processes.
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