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Acute oesophageal necrosis following ethyl- induced emesis: A Case Report
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Abstract

Acute oesophageal necrosis, also known as black oesophagus
or Gurvits syndrome, is a rare condition characterized by
black discoloration of the distal oesophageal mucosa due to
mucosal necrosis, typically with an abrupt transition at the
gastroesophageal junction.

We report a case of Gurvits syndrome in a 73-year-old
man with poorly controlled type 2 diabetes mellitus and recent
alcohol-induced vomiting, without ingestion of caustic substances.
The patient experienced epigastric pain while remaining
hemodynamically stable without significant biochemical
abnormalities. Following supportive therapy with bowel rest,
intravenous fluids, acid suppression, glycemic control and
empiric antibiotics followed by enteral feeding via jejunostomy,
patient recovered completely without complications. We observed
progressive mucosal healing on follow-up endoscopy.

This case highlights the importance of early recognition and
supportive management of acute oesophageal necrosis, especially
in patients with predisposing factors such as diabetes mellitus,
vomiting, to achieve full recovery and avoid adverse outcomes.
(Acta gastroenterol belg., 2026, 89, 427-429).
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Introduction

Acute oesophageal necrosis (AON), also named
black oesophagus or Gurvits syndrome, is a rare but
potentially life-threatening disease characterized
by black discoloration of the distal oesophageal
mucosa, typically with an abrupt transition at the
gastro-oesophageal junction. The condition was first
described in 1990 by Goldenberg et al. and has since
been recognized in a variety of cases and underlying
conditions (1). The exact pathophysiology of AON
remains unclear. A commonly accepted hypothesis is
the multifactorial “two-hit” pathogenesis involving an
initial ischemic insult followed by chemical injury from
gastric contents. Known risk factors include diabetes
mellitus, cardiovascular disease, alcohol abuse, and
vomiting (2-8).

Case Presentation

A 73-year-old male presented at the emergency
department in February 2025 with acute epigastric and
right upper quadrant abdominal pain, accompanied by
nausea. The symptoms started 3 days earlier following
an evening of intake of 10 glasses of beer, followed by
multiple episodes of projectile vomiting. He (and his
partner who witnessed everything) denied hematemesis,
melena or ingestion of any caustic substances.

His past medical history included poorly controlled
type 2 diabetes mellitus (metformin, gliclazide,
empagliflozin), hypertension (amlodipine-valsartan),
and hypercholesterolemia (atorvastatin). As further
medication he took gabapentin, vitamin D- and folic
acid supplements. No history of intake of nonsteroidal
anti-inflammatory drugs. On physical examination, the
patient was hemodynamically stable. He had epigastric
tenderness without signs of peritonitis.

Laboratory tests showed: Haemoglobin 17.1 g/dL,
White blood cell count: 17.5 x 10°/L, Serum creatinine:
0.90 mg/dL, Serum albumin: 52 g/L, creatinin 0.9 mg/
dL

Oesophagogastroduodenoscopy (OGD) revealed
circumferential black discoloration of the oesophageal
mucosa, extending from the proximal oesophagus to the
distal oesophagus, with sparing of the proximal 2 cm. The
black mucosa ended abruptly at the gastroesophageal
junction, the Z-line (Figure 1, panel A-C). Multiple
superficial duodenal ulcers were observed (Figure 1,
panel D). Histopathological examination of oesophageal
biopsies showed necrotic mucosa with fibrinopurulent
debris containing nuclear and cellular remnants. There
was no evidence of malignancy. Immunostaining for
cytomegalovirus and fungal organisms was negative.
No evidence of Helicobacter pylori on gastric biopsy.

Contrast-enhanced computed tomography (CT)
showed diffuse oesophageal wall thickening and
oedema without evidence of perforation (Figure 1;
panel E-F) and duodenal ulceration.

The treatment plan consisted of nil per os (NPO),
intravenous fluid resuscitation, high-dose intravenous
pantoprazole, insulin therapy for glycemic control, and
empiric antibiotic therapy with intravenous ceftriaxone.
Initially, total parenteral nutrition (TPN) was started,
and a jejunostomy was soon placed to initiate enteral
feeding.

A follow-up EGD one week later demonstrated
persistent but improving circumferential oesophagitis
with white exudates and signs of mucosal regeneration
(Figure 2, panel A). No bleeding was observed during
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Figure 1. — Endoscopic images at initial presentation. Panel A shows circumferential black discoloration of

the esophageal mucosa with an abrupt transition at the gastroesophageal junction. Panel B demonstrates long

segment of superficial mucosal ulceration. In Panel C the relative sparing of the proximal 2 cm of the esophagus are

documented. Evidence of multiple duodenal ulcers on panel D. On CT scan 2 images of the oesophageal oedema
without perforation (panel E and F).

Figure 2. — Follow-up endoscopic findings. Panel A (at 1 week) reveals partial mucosal repair with residual
exudates. Panel B (at 6 weeks) shows further mucosal recovery. At Panel C (at 12 weeks) near-complete mucosal
healing without evidence of stricture formation can be observed.

hospitalization, and the patient was discharged in stable
clinical condition. Outpatient follow-up gastroscopy at
6 and at 12 weeks showed almost complete mucosal
healing of oesophagus (Figure 2, panel B and C),
and healing of duodenal ulcers. The jejunostomy was
removed during the latest visit at 12 weeks.

Discussion

Acute oesophageal necrosis is a rare and remarkable
endoscopic finding. The underlying etiology is typically
multifactorial, involving compromised oesophageal
mucosal perfusion (e.g., due to hypotension, shock, or
microvascular disease), impaired mucosal defense (e.g.,
in diabetes or malnutrition), and chemical injury (e.g.,
from vomiting or reflux) (6).

In our case, the patient’s poorly controlled diabetes
likely predisposed him to impaired mucosal defense
and microvascular disease (9). While repeated episodes
of vomiting contributed to mechanical and chemical
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injury. The absence of caustic ingestion and the abrupt
ending at the gastroesophageal junction support the
diagnosis of AON.

The condition often presents with upper
gastrointestinal symptoms, including pain, nausea,
and occasionally hematemesis or melena. Laboratory
findings are nonspecific but may include leucocytosis
and signs of underlying illness. Imaging may show
oesophageal wall thickening, but endoscopy remains
the gold standard for diagnosis. Histology helps rule out
infections and malignancy (3).

In our patient, marked duodenal ulceration was
observed (figure 1), consistent with previous reports
describing concomitant duodenal involvement in up
to 50% of cases of AON (5). The pathophysiological
link between duodenal ulceration and AON likely
reflects their shared vascular supply from the celiac
artery. Gurvits et al. identified duodenal ulcer disease
as a potential clinical predictor of subsequent stricture
formation (1,3-5). Inour case, despite extensive duodenal
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ulceration, no strictures or other late complications were
observed. Complete healing of duodenal ulceration was
observed at subsequent endoscopies.

Treatment of AON is largely supportive and includes
bowel rest, acid suppression, fluid resuscitation, and
management of underlying conditions. Antibiotics may
be used empirically in cases of suspected superinfection.
Surgery is rarely needed unless complications such as
perforation, abscess, or stricture arise. Most oesophageal
strictures can be treated endoscopically (1-3,7).

While the oesophageal necrosis itself is reversible
with immediate treatment, mortality is linked to the
severity of underlying disease, with overall mortality
reaching up to 32% in some series (2,4). In this case,
timely conservative management led to complete
recovery without sequelae.

Conclusion

This case highlights the importance of recognizing
acute oesophageal necrosis as a rare but serious
condition. Prompt endoscopic evaluation and immediate
management can result in full mucosal recovery and
avoidance of complications.
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