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Development of Barrett's Esophagus Soon after Total Gastrectomy
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The role of duodenal reflux and the time required for
the development of Barrett's esophagus has remained
controversial. We report a case of Barrett's esophagus
that developed 6 months after total gastrectomy. A
76-year-old man diagnosed with gastric adenocarcinoma underwent a total gastrectomy and a Rouxen-Y esophagojejunostomy. The gastroesophageal junction in the resected specimen was both grossly and
microscopically normal at the time of the operation. A
routine follow-up endoscopic examination performed 6
months later revealed a tongue-like projection of redcolored columnar tissue. No reflux symptoms (heartburn or acid regurgitation) had been present during
the intervening 6 months. A biopsy specimen from the
esophagus showed intestinal-type metaplasia of the
columnar epithelium. This case supports the development of Barrett's esophagus solely from duodenal reflux and after a relatively short time in this clinical
setting. (Gut and Liver 2008;2:51-53)
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INTRODUCTION
Barrett's esophagus (BE) is a condition in which columnar epithelium replaces the squamous epithelium that nor1
mally lines the distal esophagus. BE is an acquired condition resulting from severe esophageal mucosal injury.2 In
human development of BE is clearly associated with gastroesophageal reflux. Patients' with BE typically have greater
acid exposure compared to patients with erosive and nonerosive gastroesophageal reflux disease (GERD) without
3,4
BE. Animal studies also have shown that excision of
esophageal mucosa in conjunction with reflux of either
acid alone or acid and bile results in re-epithelialization of
the esophagus with primarily columnar epithelium, where-

as excision of the esophageal mucosa alone results in
5
re-epithelialization primarily with squamous epithelium.
The roles of duodenal secretions, as an individual or as
the potential synergistic, in the pathophysiology of BE remains unclear due to the limited and conflicting data
available. In human, reflux of duodenal contents is increased in BE compared with age-matched controls and
6,7
However, another study
GERD patients without BE.
suggested that without acid, duodenogastroesophageal re8
flux alone does not contribute to the occurrence of BE.
Furthermore, long duration of reflux symptoms is associated with the higher prevalence of BE at the time of up9
per endoscopy. Thus, "long-standing reflux symptoms"
has been accepted in guideline as a indication for screen10
ing endoscopy for the detection of BE. However, the
time that is required for the development of BE has remained controversial. Our report adds one additional case
that developed BE 6 months after total gastrectomy.

CASE REPORT
A previously healthy 76 years old Korean man visited
our hospital with a month history of abdominal pain, and
epigastric soreness. He had no associated vomiting, dysphagia, heartburn, reflux, or other gastrointestinal complaints. His medical history documented benign prostate
hyperplasia a year earlier, but used no medication. He
had no known family history of gastrointestinal disorders
or cancers. He had a 25 pack/year history of tobacco use
and 22 grams per day of alcohol consumption.
His abdomen was soft and flat with mild tenderness in
the epigastric region. There were no palpable lymph
nodes. Upper endoscopy revealed a huge erythematous, irregular shaped, ulceroinfiltrating mass involving lesser cur-
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Fig. 1. Endoscopic findings before total gastrectomy. (A) Forward view of the huge erythematous, irregularly shaped,
ulceroinfiltrating mass involving the lesser curvature side of the body and antrum. (B) Retroflexed endoscopic view of the gastric
cardia shows that the mass is located 3 cm distal to the esophagogastric junction. (C) The distal esophagus appeares endoscopically
normal, without evidence of hiatal hernia, tongues, or segments of Barrett's esophagus.

Fig. 2. Gastroesophageal junction in the resected specimen is
both grossly and microscopically normal (H&E stain, ×100).

vature side of body and antrum (Fig. 1A). Retroflexed view
during endoscopy of the gastric cardia showed that the
mass was about 3 cm distal to esophago-gastric junction
(Fig. 1B). Distal esophagus appeared endoscopically normal, without evidence of hiatal hernia, tongues or segments of BE (Fig. 1C). The gastric biopsy showed poorly
differentiated tubular adenocarcinoma. The patient underwent a total gastrectomy, and a Roux-en-Y esophagojejunostomy. Pathology of the surgical specimen confirmed
adenocarcinoma of the gastric body and antrum with
pathologic stage of T3N2Mx. A 0.2 cm of the distal esophagus was included in the gastrectomy specimen and the
gastro-esophageal junction in the resected specimen was
grossly and microscopically normal (Fig. 2). The patient
was discharged without any postoperative complications.
Six months after gastrectomy, regular follow up endo-

Fig. 3. Endoscopic examination after total gastrectomy reveales
tongue-like projection of red-colored columnar tissue extending
3 cm above the anastomosis.

scopic examination was done. Endoscopic examination revealed tongue-like projection of red-colored columnar tissue
extending 3 cm above the anastomosis site (Fig. 3) The.
Endoscopic biopsies of the distal esophagus was obtained 2
cm proximal to anastomosis site. Pathology of the endoscopic biopsies of the distal esophagus showed intestinal
type metaplasia (Fig. 4). He denied typical reflux symptoms
(heartburn or acid regurgitation) during six months.

DISCUSSION
The role of bile reflux or enteric reflux in the presence
or absence of acid reflux remains controversial. In animal
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Korean male who developed BE six months after total
gastrectomy. BE may develop solely from duodenal reflux,
it may require relatively short time span for development
of BE. We also need careful examination on lower esophagus after total gastrectomy.
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