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Summary
The prevalence of Barrett’s esophagus has varied based on 

the study population diversity and the definition of Barrett’s 
esophagus used. Because intestinal metaplasia in the distal esoph-
agus predisposes to esophageal adenocarcinoma, Barrett’s esoph-
agus is defined as a condition in which normal stratified squ-
amous epithelium is replaced by metaplastic columnar epithelium 
in the distal esophagus with histopathological evidence of in-
testinal metaplasia.1 However in other areas (UK and Asia), 
Barrett’s esophagus is diagnosed solely based on the presence of 
columnar-lined esophagus (CLE) on endoscopy without the 
need to document intestinal metaplasia.2,3 This definition has 
been supported by some previous studies suggesting comparable 
cancer risk among those with CLE with and without intestinal 
metaplasia, and sampling error to identify goblet cells.4,5 
Recently, Balasubramanian et al6 conducted a prospective study 
on 1,058 subjects with gastroesophageal reflux disease (GERD) 
to evaluate the prevalence and predictors of CLE. In this study, 
the prevalence of CLE was 23.3%, whereas of CLE with docu-

mented intestinal metaplasia was 14.1%. By time trend analysis, 
there was no significant changes in the prevalence of CLE over 
the study period. On univariate analysis, male gender, Caucasian 
race, heartburn duration ＞ 5 years, presence and size of hiatal 
hernia were significantly associated with the presence of CLE. 
On multivariate analysis, heartburn duration ＞ 5 years (OR, 
1.50; 95% CI, 1.07-2.09), Caucasian race (OR, 2.40; 95% CI, 
1.42-4.03), and hiatal hernia (OR, 2.07; 95% CI, 1.50-2.87) 
were found to be independent predictors for CLE. Therefore, 
they concluded that if BE is defined by the presence of CLE 
alone on upper endoscopy, up to 25% of GERD patients would 
be diagnosed with this lesion, and enrolling all these patients in 
surveillance programs would have significant ramifications on 
health-care resources.

Comments
Long-standing GERD is considered as one of the risk fac-

tors for Barrett’s esophagus, which is the only known premalig-
nant condition for esophageal adenocarcinoma.1,5 However, the 
current clinical practice and management of Barrett’s esophagus 
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is poorly standardized outside of clinical trials.7 The way diagnos-
ing Barrett's esophagus has important implications in defining 
the disease burden and risk stratification for cancer. Older studies 
had estimated a 30 to 125-fold higher risk for cancer in patients 
with intestinal metaplasia,8 but a recent large multicenter study 
showed that only 18 developed incidence of cancer (0.27% per 
year; 95% CI, 0.17-0.43) in a large cohort of 1,204 patients with 
non-dysplastic CLE with intestinal metaplasia.9 Considering the 
estimated cancer risk being low in those with intestinal meta-
plasia, the cancer risk among those with CLE alone could be 
much lower. In fact, in a recent Irish study, the cancer risk was 
significantly higher among those with CLE with intestinal meta-
plasia than those with CLE with no intestinal metaplasia (0.38% 
per year vs. 0.07% per year, P ＜ 0.001).2

In this study, CLE alone (without intestinal metaplasia) was 
associated with shorter lengths (＜ 1 cm). The positive correla-
tions between CLE length and the risk of cancer have been re-
ported in a recent meta-analysis10; the annual incidence of cancer 
among patients with Barrett’s esophagus (all lengths) was 0.33%, 
whereas the risk for cancer was lower among those with shorter 
segment Barrett’s esophagus of ＜ 3 cm (annual incidence of 
0.19%). Also, the poor reliability in making diagnosis of Barrett’s 
esophagus among those with CLE length < 1 cm has also been 
well documented (reliability coefficient = 0.22).11 Therefore, the 
diagnosis of Barrett’s esophagus should be cautioned in those 
with shorter lengths of CLE.

Although no association between duration of reflux and CLE 
with intestinal metaplasia was reported in some studies,9 most 
studies including this study proved that there is a linear relation-
ship between the risk of CLE with intestinal metaplasia and the 
duration of reflux.12,13 Thus, prolonged acid exposure is im-
plicated not only in the metaplastic changes but also in the carci-
nogenesis of esophageal adenocarcinoma.14 Like this study, many 
reports identified hiatal hernia as a risk factor for erosive esoph-
agitis, CLE, increased lengths of CLE, intestinal metaplasia and 
esophageal adenocarcinoma.15,16 Weaker and proximally dis-
placed lower esophageal sphincter, impaired esophageal acid 
clearance, and increased esophageal acid exposure had been pro-
posed as the reasons for this risk. 

Then, which is better to diagnose Barrett’s esophagus be-
tween CLE alone and CLE with histologically confirmed in-
testinal metaplasia? Of course, there is no answer. However, this 
difference in Barrett’s esophagus definition has significant im-
plications for several reasons, giving the patient a diagnosis of 
pre-malignant lesion, insurance rates, impact on quality of life, 

the need for endoscopic surveillance, and possibly, endoscopic 
eradication therapy. Therefore, in a clinical practice, the gastro-
enterologists should meet the GERD patients after under-
standing these limitations and ramifications.

In conclusion, this study showed a high prevalence rate of 
CLE (23.3%) among GERD patients. Duration of heartburn > 5 
years and presence of hiatal hernia were identified as risk factors 
for the development of CLE in GERD. These data suggests that 
defining Barrett’s esophagus based upon presence of CLE alone 
by endoscopy, especially in high-risk groups, would provoke 
enormous burden on health-care costs and patient surveillance.
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