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ABSTRACT
Introduction: Black esophagus or acute esophageal necrosis is a disease of poorly understood etiology. Our
goal is to carry out a literature review on this condition by reporting a case treated in our structure.

Observation: A 69-year-old female patient, hypertensive, who underwent concomitant radiochemotherapy
followed by abdominoperineal amputation for lower rectum adenocarcinoma with sphincter involvement,
suddenly presented on the 15th postoperative day with moderate abundance hematemesis. Upper gastrointestinal
endoscoy revealed extensive necrosis of the middle and lower thirds of the esophagus without gastric or duodenal
involvement. There was no caustic ingestion or esophagogastric reflux. The cervical-thoracic-abdominal CT
scan showed no transmural necrosis. She was fasted for 7 days and received parenteral nutrition, double dose
proton pump inhibitor and blood transfusion. The evolution was favorable with almost total disappearance of
the necrosis on upper GI endoscopy control one week later.

Conclusion: Black esophagus or acute esophageal necrosis is a rare condition, most often discovered in
postoperative context. Proton pump inhibitors and gut rest remain effective means in their management.
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Introduction

Acute esophageal necrosis or black esophagus is characterized by
circumferential necrosis without an interval of healthy mucosa
in the esophagus [1,2]. It is a rare condition arising from several
etiological factors [3,4]. Its occurrence on fragile ground and the
risk of esophageal perforation makes it very serious. The evolution
remains favorable under well-conducted medical treatment [1,5].
We report the case of an elderly patient, operated on for cancer of
the lower rectum and presenting upper digestive bleeding related
to a black esophagus having evolved well under medical treatment
by PPI and parenteral nutrition.

Observation
It was a 69-year-old hypertensive patient followed. She was

referred by the medical oncology department of the Cheikh
Ahmadoul Khadim hospital in TOUBA (Diourbel-Senegal) for
surgical management of a tubular adenocarcinoma of the lower
rectum infiltrating the internal sphincter with pulmonary metastases
having progressed well under concurrent radiochemotherapy with
disappearance of metastases and reduction in tumor size. She
underwent an abdominoperineal amputation followed by a 5-day
stay in intensive care for oligo-anuria which had progressed well
under vascular filling. The patient was bedridden and obese with a
body mass index or BMI of 31.5 kg/m2). On the 15th postoperative
day, she suddenly presented repetitive hematemesis of moderate
abundance motivating emergency upper GI endoscopy. It revealed
a range of circumferential necrosis of the esophageal mucosa in
the middle and lower 1/3 with a clear stop at the esophagogastric
junction without gastric or duodenal involvement (figure 1).
Biology showed normochromic microcytic anemia at 7.8 g/d.
There was no caustic ingestion during the interview nor a history
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of gastroesophageal reflux disease (GERD). She was fasted and
put on parenteral nutrition associated with blood transfusion and
treatment with proton pump inhibitor (PPI) with omeprazole
at a dose of 40 mg morning and evening. The evolution was
marked by a disappearance of hematemesis. The control upper GI
endoscopy performed 7 days after the start of treatment showed
disappearance of the esophageal necrosis (figure 2). Herpes and
cytomegalovirus serologies were not performed. In addition, she
had a simple malaria attack and parietal suppuration with multi-
resistant Escherichia Coli treated respectively with antimalarial
and imipenem. The follow-up was simple, allowing discharge on
the 35th postoperative day.

Figure 1: Endoscopic image of black esophagus in our patient;
A: circumferential necrosis in the middle 1/3 of the esophagus; B:
circumferential necrosis in the lower 1/3 of the esophagus.

Figure 2: Endoscopic aspects of the esophageal mucosa at the middle 1/3
(A) and lower 1/3 (B) on the 7th %Y after treatment with PPL.

Discussion

The prevalence of black esophagus is estimated at 0.2%. As
noted in our patient, it most often affects subjects over the age
of 60 [6]. In descending order, several factors are implicated
in its etiopathogenesis. These are the post-operative period,
immunosuppression, acute or chronic renal failure, cirrhosis,
hypertension, neoplasia and diabetes [1,7,8]. In our patient, the
prolonged stay in intensive care linked to hypovolemia-induced
renal insufficiency, rectal neoplasia, advanced age, and arterial
hypertension could be the main factors favoring the occurrence
of black esophagus. Pathologically, acute esophageal necrosis is
multifactorial. Indeed, there is fragile esophageal mucosa (role of the
pathological terrain) associated with tissue ischemia and impaired
gastric acid reflux barrier mechanisms [2,9]. Bedrest in our obese
patient could promote acid reflux causing peptic esophagitis that
probably evolved into acute necrosis of the esophagus. The location
in the middle and lower 1/3 of the esophagus is an element in favor
ofthe hypothesis of a possible GERD with peptic esophagitis. Thus,
Yasuda et al plead on the ischemic origin of esophageal necrosis
in view of the typical topographic characteristics and the presence
of gastroesophageal reflux, which is found in 40% of cases [10].
Indeed, the brutal nature, the frequently involvement of the lower
1/3 of the esophagus (less vascularized), the absence of gastric
lesions (as noted in our patient) and the frequent association with
duodenal lesions confirm this ischemic hypothesis found in 75%
of observations [2,3,5,11].

Other factors are also mentioned in the literature such as viral
infections with cytomegalovirus and herpes simplex virus;
bacterial infections with Klebsiella pneumoniae and fungal
infections with Candida [4,7,12]. EGD allows the diagnosis.
It must be carefully driven to avoid iatrogenic perforation. It
shows a circumferential black mucosa, sitting with predilection
at the lower 1/3 (97% of cases) and stopping abruptly at the Z
line [2]. Biopsies are recommended but not mandatory. Their
interest lies in suspected bacterial, viral, or fungal infections or
secondary infections and in immunocompromised patients [4,11].
Pathological examination finds severe mucosal and submucosal
necrosis, but necrosis is rarely transmural (unlike -caustic
causes) [5]. An inflammatory infiltrate and partial destruction of
the adjacent muscularis may occasionally be observed. These
biopsies also enable ruling out certain differential diagnoses such
as primary melanoma of the esophagus, esophageal melanosis
and Acanthosis nigricans [10,13,14]. Caustic ingestion should
be sought [1,13,14]. Fasting and proton pump inhibitors are the
basic treatment for black esophagus [1,7]. Indeed, the evolution
is usually favorable under PPI. However, esophageal perforation
is the main acute complication to be feared. It is rapidly life-
threatening by promoting septic mediastinitis [14,15]. As noted in
our patient, the complete resolution of the lesions is often early,
between the 7th and 12th day [15]. Nevertheless, there is a risk of
esophageal stenosis, found in 10.2% of cases, which can appear
from the 1st to the 4th week of evolution [1,11]. Hence the interest
of performing of upper GI endoscopy remotely (1 to 2 months
after the acute episode).
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