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Case report

Black esophagus as a cause of upper gastrointestinal
bleeding: a case report
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Acute necrotizing esophagitis is a rare entity that affects mainly elderly
patients. The most common clinical presentation is upper gastrointestinal bleeding. The prognosis depends on the underlying diseases, with a
mortality of up to 50%. This is the case of a 77-year-old male patient who
presented with melena, three episodes of hematemesis, and epigastric
pain for a week. Upper endoscopy revealed mucosa with spotty necrosis
and fibrin in the middle and distal esophagus. Esophageal biopsy was
compatible with mucosal necrosis.
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INTRODUCTION

CLINICAL CASE

Acute esophageal necrosis (AEN), also known as black
esophagus, is a rare condition with few cases reported in
the medical literature (1-3). It mostly affects the elderly,
and the most common clinical presentation is upper gastrointestinal bleeding in more than 70 % of cases (1-3). Its
pathophysiology is unknown; however, AEN cases secondary to ischemic involvement, malnutrition, and obstruction of the upper digestive tract have been described (4).
Endoscopic findings show a blackish discoloration of the
esophageal mucosa ending at the level of the gastroesophageal junction. Prognosis depends on underlying diseases,
with a mortality rate of up to 50% (2, 4).

This is the case of a 77-year-old male with a 1-week history
of melena, 3 episodes of hematemesis and epigastric pain.
The patient had a history of ischemic stroke and reported
he had high blood pressure and used aspirins daily. Upon
admission, he was hypotensive and the only relevant finding on physical examination was a mild left hemiparesis
due to his history of stroke. Additional tests showed mild
anemia, leukocytosis, hypoalbuminemia, and impaired
renal function (hemoglobin: 12.4 mg/dL; leukocytes:
18 000, urea: 141, creatinine: 1.9 and albumin: 2.5). No
alterations were reported in the coagulation profile and
liver function tests. In addition, a chest X-ray showed a
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widened mediastinum and gave the impression of pneumomediastinum; however, this condition was ruled out after
performing a thoracic CT scan.
Upper gastrointestinal endoscopy revealed mucosa with
patchy necrosis and fibrin in the lower half of the esophagus (Figure 1).
In addition, two ulcers were observed in the second portion of the duodenum measuring 30x25 and 20x20 mm
with a fibrin base (Figure 2). The esophageal biopsy was
compatible with mucosal necrosis.
The patient was treated with intravenous fluids, gastric
rest for 72 hours, parenteral proton-pump inhibitors, antiemetics and sucralfate. His clinical progress was favorable.
Regeneration of the esophageal mucosa was observed after
5 days (Figure 3). At 6 weeks, he experienced esophageal

dysphagia, so the endoscopic study was repeated, and a 20
cm esophageal stricture from the dental arch preventing
the passage of the equipment was identified (Figure 4). He
underwent 2 sessions of balloon dilatation, experiencing an
improvement in relation to his symptoms.
DISCUSSION
AEN was first described in 1967 by Brennan during
a necropsy, and it was later described it in 1990 by
Goldenberg during an endoscopy (3). Its incidence in
endoscopic studies is less than 0.3 % and contrasts with the
10.3 % described in autopsies (5).
Since the distal esophagus is the least vascularized portion of the esophagus, necrosis is usually circumferential.

Figure 1. Acute esophageal necrosis (AEN)

Figure 2. Duodenal ulcer.
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Figure 3. Mucosal regeneration on the fifth day.
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Figure 4. Stricture at the sixth week.

Furthermore, it normally ends abruptly at the gastroesophageal junction (3, 5). AEN pathophysiological processes include hypoperfusion, a weakened gastric mucosal
barrier, and the presence of gastroesophageal reflux (4-6).
Its etiology is multifactorial and is described in patients
with risk factors for ischemia and low blood flows. It occurs
more frequently in men, especially in the elderly, and it is
associated with thromboembolic events and malignancy. (7,
8). The patient reported in this case is an elderly man with
hypertension and a history of a stroke as predisposing factors.
Upper gastrointestinal bleeding, as in this case, is the
most common clinical presentation of this condition (9).
Other symptoms such as epigastralgia, emesis, dysphagia,
and fever have also been reported (8, 9).
Endoscopy is the test of choice for diagnosis purposes,
which is also based on the medical history of the patient,
biopsies are not indispensable and must be performed with
caution because of the risk of perforation (5-9). Necrotic
tissue is observed in pathology reports (7). Differential
diagnoses include melanosis, pseudomelanosis, malignant

melanoma, acanthosis nigricans, charcoal deposits, caustic
ingestion, and infections (5).
Duodenal bulb ulcers, erosions, and inflammation commonly seen in these patients are caused by vascular involvement of the branches of the celiac trunk, which supply common blood to the distal esophageal and duodenal tissue (2).
Treatment includes hemodynamic support, protonpump inhibitors, and management of comorbidities,
which affect prognosis (1, 6). Bowel rest is recommended
in the first 24-48 hours. The use of a nasogastric tube is
recommended if there is concomitant bowel obstruction
or persistent vomiting (1, 6). High-dose omeprazole is
recommended, and sucralfate is used as a cytoprotector of
the esophageal mucosa once tolerance to the oral route has
been established (3, 4). When endoscopy is repeated 48-72
hours later, esophageal mucosal regeneration is normally
visible (1). In our case, the endoscopic study was repeated
after 5 days and regeneration was verified.
Serious immediate complications include esophageal
perforation and sepsis (7). Mediastinitis and mediastinal
abscesses due to esophageal rupture secondary to transmural involvement are rare (6, 8-10). Esophageal stricture
is the most frequent late complication and occurs in 15%
of AEN cases (2, 4). In the case reported here, the patient
presented esophageal dysphagia 6 weeks after the event and
esophageal stricture was verified by barium esophagogram
and a new endoscopic study. The patient experienced an
improvement in relation to its symptoms after two balloon
dilatation sessions.
AEN is a rare serious disease and should be included
in the list of differential diagnoses in elderly patients with
multiple comorbidities and upper gastrointestinal bleeding. Its diagnosis requires a high suspicion rate in elderly
people with poor general condition and some associated
predisposing factors (5, 6).
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