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INTRODUCTION
The EAC are persistent gastroesophageal reflux induced cancers. 
Globally, the number of deaths due to EAC is approximately half the 
number of deaths from breast cancer and one-third the deaths from 
colorectal cancer. The mechanism of carcinogenesis is believed to 
pass through columnar metaplasia, IM in the columnar epithelium, 
and an increasing degree of dysplasia to adenocarcinoma [1]. 
As per the Montreal Workshop consensus, histologically proven 
metaplastic columnar epithelium with qualifier about the existence 
or absence of IM is designated as BE [2]. Risk and incidence rate 
of EAC in patients with BE is 30 to 60 times and over 100 times 
that of the general population, respectively. Most important risk 
factor for development of dysplasia and EAC is specialised IM in BE 
[3]. Evidence also suggests increased association of EAC related 
mutations with IM [4-6]. Endoscopic biopsy and histomorphological 
study are the screening methods available for diagnosing BE, the 
definitive precursor of EAC. 

But despite such global concerns, there are few studies in India [7-11] 
and to the best of our knowledge no study involving sub-Himalayan 
North Bengal population, pertaining to BE and its clinicopathological 
aspects, thus inspiring this study to fill up the lacuna. The clinical, 
endoscopic and pathological findings were studied in patients with 
endoscopically suspected BE. Presence of IM was also detected 
using special stains. 

MATERIALS AND METHODS
The present study was an institution based descriptive study 
with cross-sectional design conducted in the Departments of 
Pathology and Surgery in a Tertiary Care Centre of Sub-Himalayan 
North Bengal  Region over a period of four years (2017-2021), 

among patients attending Surgery and Medicine OPDs or IPDs 
and suspected to have BE on a clinical basis and subsequent 
endoscopy. The study was performed after obtaining prior approval 
from the Institutional Ethics Committee (IEC) (NBMC/IEC 2016-
17/03, dt. 12/11/16).

Inclusion criteria: Only endoscopically suspected BE cases with 
proper informed consent was included in the study.

Exclusion criteria: EAC diagnosed cases were excluded from 
the study.

Study Procedure
All relevant clinical data of patients undergoing upper Gastrointestinal 
(GI) endoscopy for Gastroesophageal Reflux Disease (GERD) was 
collected from surgery/medicine OPD/IPDs. After endoscopy, if BE 
was suspected using Prague C&M criteria (C-circumferential and 
M-maximal extent of CLE in cm. from gastroesophageal junction) 
[1], then endoscopic and histopathologic findings were recorded. 
Haematoxylin and Eosin (H&E) stained slides were studied under the 
microscope and examined for columnar metaplasia. The presence 
of Helicobacter pylori (H. pylori) infection was detected by rapid 
urease test.

Histological typing of the metaplastic epithelium was done 
subsequently. All the slides were treated with PAS and Alcian Blue 
(pH 2.5) stains and examined to detect the presence of foveolar 
cells containing neutral mucin, and acidic goblet cells containing 
sialomucin and sulfomucin. IM was further categorised into 
incomplete or complete. Presence of goblet cells with negative 
Alcian Blue (pH 2.5)-PAS stain in columnar-type cells was defined 
as Complete IM. Incomplete IM or Specialised Columnar Epithelium 
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ABSTRACT
Introduction: The incidence of Oesophageal Adenocarcinoma 
(EAC) has increased at a faster rate than any other cancer in 
the developed nations. Despite advances in treatment, five year 
survival rate for EAC is <15%. Till date, Barrett’s Oesophagus 
(BE) is the only known precursor of EAC increasing its risk 
by greater than 30 to 60 fold. Most important risk factor for 
development of dysplasia and EAC is specialised Intestinal 
Metaplasia (IM) in BE.

Aim: To find the association between clinical, endoscopic and 
histopathological features and presence of IM in patients with 
endoscopically suspected BE. 

Materials and Methods: This was an institution based descriptive 
study with a cross-sectional design conducted in the Departments 
of Pathology and Surgery, in a tertiary care centre of North Bengal 
for four years (2017-2021), among patients attending Surgery and 
Medicine Outpatient Department (OPDs) or Inpatient Department 
(IPDs), suspected on clinical basis and subsequent endoscopic 
detection of BE utilising Prague criteria. Periodic Acid-Schiff (PAS) 

and Alcian Blue (pH 2.5) stains were used to detect complete 
or incomplete IM and results were analysed using appropriate 
statistical software.

Results: Among 120 cases included in the study, 72 (60%) had 
Short Segment Barrett’s Oesophagus (SSBE) and 48 (40%) 
Long Segment Barrett’s Oesophagus (LSBE). Hiatal hernia 
was significantly more frequent in LSBE patients (32 out of 48) 
compared to patients with SSBE (24 out of 72). The associations 
of tobacco and alcohol abuse with microscopically proven BE 
were statistically significant with p-values of 0.005 and 0.004, 
respectively. The association of IM with the increasing length of 
Columnar Lined Oesophagus (CLE) was statistically significant 
(p-value=0.004). 

Conclusion: Tobacco and alcohol abuse, presence of hiatal hernia 
(particularly in LSBE patients) were significantly associated with 
BE. Increasing length of CLE is more commonly associated with 
IM. Incomplete IM was observed more commonly in LSBE cases 
whereas complete IM was detected more frequently in cases 
diagnosed as SSBE by endoscopy.
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(SCE) was diagnosed by the presence of goblet cells, with Alcian 
Blue (pH 2.5)-PAS stain positive acidic mucins in goblet and 
adjacent columnar-appearing cells. Microscopic oesophagitis/
GERD was defined as lamina propria papillae extending into the 
upper third of the oesophageal stratified squamous mucosa with 
basal cell hyperplasia with or without the infiltration of inflammatory 
cells. Other histological findings were examined if present, like 
dysplasia (low grade, high grade and indefinite for dysplasia) of 
intestinal and gastric type, EAC or any other heterotopic tissue. 
The final histopathological observation was based on consensus 
reached following judgement and scrutiny separately by three senior 
faculty members of the Department of Pathology.

STATISTICAL ANALYSIS
The outcome was tabulated and analysed using appropriate 
statistical software (SPSS version 24.0, IBM, USA). Paired t-test, 
Independent sample t-test and Chi-square test were used to 
calculate p-value. A p-value <0.05 was considered to be statistically 
significant.

RESULTS
Among the study population of 120 cases, 72 patients had 
microscopically confirmed BE [Table/Fig-1]. The rest 48 cases were 
diagnosed histopathologically to have reflux oesophagitis/GERD. 
Of the 120 cases, 80 (66.7%) were male and 40 (33.3%) were 
female, with a mean age of 58.13 years. Patients aged ≥60 years 
were 64 (53.4%), whereas 56 patients (46.7%) belonged to the age 
group of 50-59 years. Among these 72 patients with microscopically 
confirmed BE, 64 (88.9%) cases revealed IM. 

[Table/Fig-1]:	 Barrett’s oesophagus (H&E 40X).

[Table/Fig-5]:	 Long Segment Barrett’s Oesophagus (LSBE) with hiatal hernia- 
endoscopy.

Out of 120 patients, 64 (53.3%) were obese, 76 (63.3%) were 
tobacco abuser and 48 (40%) alcoholic. Eighty four (70%) patients 
were residents of urban areas whereas 36 (30%) patients were 
from rural and semi-urban areas. All of the urban patients with BE 
in the present study were alcoholic and obese. All the 120 cases 
studied, had reflux symptoms like heartburn, retrosternal pain, 
epigastric pain and odynophagia. The mean duration of symptoms 
was 7.03 years. All patients were on proton pump inhibitors for 
varying durations (mean 3.8 years). Out of 120 patients in the 
present study, 44 were reported to have GERD and/or oesophagitis 
on histopathology amounting to 36.67% of the study population. 
Out of 72 patients having histologically confirmed BE, 36 (50%) 
had been associated with microscopic evidence of GERD and/or 
oesophagitis.

Among the 72 cases microscopically proved to have BE, 60 (83.4%) 
patients had history of tobacco abuse and 44 (61.2%) patients were 
alcoholic. Whereas out of 48 patients whose oesophageal biopsies 

Parameters BE present (72) BE absent (48)

Tobacco user 60 16

Alcoholic 44 4

Non tobacco user 12 32

Non alcoholic 28 44

[Table/Fig-2]:	 Association of microscopically confirmed BE with tobacco and 
alcohol abuse.

Parameters BE present (72) BE absent (48)

Hiatal hernia present 56 0

H. pylori present 0 12

Hiatal hernia absent 16 48

H. pylori absent 72 36

[Table/Fig-3]:	 Association of microscopically confirmed BE with hiatal hernia and 
H. pylori.

Characteristic

IM

Total N (%) p-valueYes n (%) No n (%)

LSBE 44 (91.7) 4 (8.3) 48 (100)

0.004SSBE 28 (38.9) 44 (61.1) 72 (100)

Total patient BE 72 (60) 48 (40) 120 (100)

[Table/Fig-4]:	 Presence of IM in endoscopically suspected BE.

were negative for BE, only 16 (33.4%) had tobacco abuse history 
and  04 (8.4%) patients were detected as alcoholic. Hence, in the 
present study, the associations of microscopically proven BE with 
tobacco and alcohol abuse were found to be statistically significant 
with p-values of 0.005 and 0.004, respectively [Table/Fig-2].

In the present study, hiatal hernia was detected by endoscopy 
in 56 (46.67%) patients. All these 56 patients with hiatal hernia 
were in the  microscopically confirmed BE group. Hiatal hernia 
was not detected in any of the patients who were negative for 
microscopic evidence of BE. The association of microscopically 
proven BE with hiatal hernia was found to be statistically significant 
(p-value=0.001) [Table/Fig-3].

Of the 120 patients with endoscopically suspected BE, 72  (60%) 
had SSBE [Table/Fig-4-6] whereas the rest 48 (40%) were 
diagnosed with LSBE [Table/Fig-5] on endoscopy. Out of 48 LSBE 
patients, 32 (66.7%) cases were diagnosed by endoscopy to have 
hiatal hernia  whereas out of 72 SSBE patients, hiatal hernia was 
detected in 24 (33.4%) cases. Hence, hiatal hernia was found to 
be significantly more frequent in LSBE patients compared to those 
with SSBE. 
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The presence of H. pylori infection obtained by rapid urease test 
was  positive in 12 patients (10%) and negative in 108 patients 
(90%) out of the 120 endoscopically suspected BE. Among the 
72 cases of microscopically proven BE, none was detected positive 
for H. pylori. Whereas out of the 48 patients where microscopically 
no evidence of BE was found, 12 cases were urease test positive. 
The association of microscopically proven BE with absence of 
H.  pylori was found to be statistically significant (p-value=0.025) 
[Table/Fig-2].

Out of 72 patients diagnosed endoscopically as SSBE, 28 (38.9%) 
cases were found to have histologically confirmed IM; whereas 
44 (91.7%) out of 48 patients with endoscopic diagnosis of LSBE 
had histologically confirmed IM. The association of IM with the 
increasing length of CLE was statistically significant (p-value=0.004) 
[Table/Fig-4].

Among the 72 microscopically diagnosed BE cases, total 64 (88.9%) 
patients were detected to have IM. Out of these 64 cases incomplete 
IM was detected in 40 patients, whereas complete IM was detected 
in 24 patients. Among the 40 patients diagnosed with Incomplete IM, 
endoscopic detection of LSBE and SSBE were in 36 and 04 patients, 
respectively. In case of complete IM, out of 24 patients, endoscopic 
LSBE and SSBE were in 04 and 20 cases, respectively [Table/Fig-7]. 

approximately 2:1 [15]. Gashi Z et al., also found that males (60%) 
were significantly more affected [14]. 

Obesity was associated in 53.4% of patients in the present study. 
In the published literature, GERD, BE and EAC have all been 
associated with obesity. It is thought to be due to increased GE 
sphincter gradient [16], intraabdominal pressure [17] and increased 
incidence of hiatal hernia in obese patients [18]. A retrospective 
case-control study showed a direct relationship between mean 
visceral adipose tissue and BE [19]. A similar correlation between 
BMI and BE was found in a study by Stein DJ et al., [20]. In the 
present study, 63.3% of the patients were tobacco abusers and 
40% were alcoholics. In microscopically proven BE, 83.3% were 
tobacco abusers (p-value 0.005) and 61.1% were alcoholics 
(p-value 0.004). Ronkainen J et al., and Kim JH et al., had found both 
alcohol and smoking to be significant risk factors but others have 
shown no significant importance of the same [21,22]. Robertson CS 
et al., Eloubeidi MA et al., and Ritenbaugh C et al., found no such 
association [23-25]. 

Hiatal hernia distorts the anatomy that normally protects against 
reflux by reducing LES tone and decreasing the peristaltic activity 
[7]. In the present study, out of 48 LSBE, 32 (66.7%) had hiatal 
hernia. Out of 72 SSBE patients, 24 (33.3%) had hiatal hernia. Thus, 
hiatal hernia was more related to LSBE patients. In microscopically 
proven BE, 77.8% cases were diagnosed by endoscopy to have 
hiatal hernia (p-value=0.001). Westhoff B et al., showed that in 
50 patients with GERD who developed BE, 63% had hiatal hernia 
[8]. Gashi Z et al., found that all the LSBE patients in their study had 
hiatal hernia whereas 35% of SSBE had the same [14]. 

Out of 120 patients in the present study, 44 (36.67%) of cases were 
detected to have GERD and/or oesophagitis on histopathology. 
Of the  72 patients having histologically confirmed BE, 50% were 
associated with microscopic evidence of GERD and/or oesophagitis. 
Shaheen N and Ransohoff DF reported that BE was strongly 
associated with reflux symptoms. They also concluded that 5-15% 
of  patients with long term reflux symptoms will have BE of some 
length with varying duration of time [26]. 

H. pylori is supposed to have a protective role against BE. But it is a 
risk factor for peptic ulcer disease and gastritis. H. pylori decreases 
gastric reflux disease through the activity of urease [27]. Gashi Z et 
al., reported a lower prevalence of H. pylori infection among patients 
with BE (15.5%) as compared to GERD and control patients [14]. 
Blot W et al., reported a reduced risk of EAC and BE among 
individuals infected with H. pylori in particular of CagA type [9]. The 
results of the present study were in concordance with that of the 
published studies.

[Table/Fig-6]:	 Short Segment Barrett’s Oesophagus (SSBE)-endoscopy.

[Table/Fig-8]:	 Incomplete intestinal metaplasia. Alcian Blue (pH 2.5) 40X. 

Out of 48 LSBE patients in the present study, 16 (33.4%) had 
dysplasia including four Indeterminate for Dysplasia (IDP) (8.4%), four 
High-grade Dysplasia (HDP) (8.4%) and eight Low-grade Dysplasia 
(LDP) (16.7%), whereas out of 18 SSBE patients, 8 (44.4%) had IDP. 
Microscopically, incomplete metaplasia is shown in [Table/Fig-8].

Discussion
In the present study, the patients with endoscopically suspected 
BE mostly belonged to the sixth decade (36.67%) with a mean 
age of 58.13 years. Abrams JA et al., and Edelstein ZR et al., also 
demonstrated that BE was usually detected during the sixth decade 
of life or later [12,13]. Gashi Z et al., performed an epidemiological 
study in relation to BE on 58 patients and showed that the mean 
age was 50.4±2.4 (SD) years and the most populated group was 
50-59 years which corroborates well with those of the present study 
[14]. The gender distribution of the present study shows that male 
patients constituted 66.7% of patients and females constituted 
the rest. Yachimski P et al., showed that M:F ratio for BE was 

Characteristic
Incomplete IM, 

n (%)
Complete IM, 

n (%)
Without IM 

(%) Total (%)

LSBE 36 (75.0) 04 (8.3) 08 (16.7) 48 (100)

SSBE 04 (5.5) 20 (27.8) 48 (66.7) 72 (100)

[Table/Fig-7]:	 Incomplete and complete metaplasia in BE.
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Of the 120 patients with endoscopic BE, 48 (40%) patients were 
reported as LSBE and 72 (60%) as SSBE. Gashi Z et al., in their 
study found that out of 58 patients, 35 (60.3%) patients had 
SSBE and 23 (39.7%) patients had LSBE which is almost similar 
to the present study [14]. According to Rastogi A and Sharma P 
observed prevalence of SSBE was higher than that of LSBE. The 
demographics and the symptom profile of patients evaluated in 
their study varied significantly from those of the present study [28].

Of the 48 patients with LSBE in the present study, 44 (91.7%) 
patients had IM, while 04 (8.4%) patients were negative for IM. On 
the other hand, out of 72 SSBE patients, 28 (38.9%) had IM and the 
rest 44 (61.2%) were negative for IM. This finding was statistically 
significant having a p-value of 0.004, which demonstrates that IM 
was more prevalent in LSBE cases in the present study. In relation 
to LSBE, 36 (75%) patients had incomplete IM and 04 (8.33%) 
had complete IM and the rest 08 (16.7%) had no IM. In case of 
SSBE, only 04 (5.6%) patients had incomplete IM, 20 (27.8%) had 
complete IM and rest 48 (66.7%) patients had either Indeterminate 
for Barrett’s (IDB) (55.6%) or IDP (11.2%). In the IDP group, 04 
patients (5.6%) had IM. Spechler SJ et al., noted that the frequency 
of finding specialised IM increased from 15% of patients with no 
CLE visible in the oesophagus to 90% of patients with greater than 
3 cm of oesophageal CLE [10]. In another study by Eloubeidi MA 
and Provenzale D IM increased from 25% of patients with less than 
3 cm of CLE to 50% in patients with 3-5 cm of CLE and to >65% in 
patients with greater than 5 cm of CLE [24]. Gashi Z et al., showed 
that 91.3% of patients with LSBE had microscopically confirmed IM 
while 45.7% of patients with SSBE had confirmed IM [14]. All these 
findings are at par with those of the present study. 

In a study on North Indians, by Wani IR et al., reported that 
prevalence  of specialised IM was more in LSBE cases [29]. 
The predominant form of IM in BE was incomplete IM which 
corroborates with findings of the present study [30]. Incomplete IM 
was less differentiated and therefore more likely to be a precursor 
of dysplasia. In practice, incomplete and complete IM may exist 
adjacent to each other and their identification may purely be 
a result  of  sampling. Hence, subtypes of IM are not generally 
mentioned in pathology reports [31]. As suggested by de Meester 
SR, a practical approach may be to consider that patients with 
LSBE nearly always have or will develop IM and these patients 
should be considered to have microscopically confirmed BE along 
with shorter length CLE who show IM on histopathology [32].

Limitation(s)
Considering the magnitude of problem of BE, the sample size of 
this present study was a limitation. Prospective short and long-term 
follow-up of the cases detected with BE would have allowed 
comment regarding natural outcome of such cases in this particular 
study population. This study, not being a population based study; 
the actual burden of disease, especially in asymptomatic patients 
could not be assessed. Ancillary Immunohistochemistry or molecular 
studies were also warranted for subcellular level observations and 
establishing scientific rationale behind the associations observed in 
this study.

CONCLUSION(S)
The present study revealed that microscopically confirmed BE 
was  more common in endoscopically detected LSBE than in 
SSBE  cases. The association of BE with alcohol and tobacco 
abuse,  hiatal hernia and absence of H. pylori infection was 
statistically significant. IM was detected more in LSBE than SSBE 
having a significant statistical association. Incomplete IM was 
observed more commonly in LSBE cases whereas complete 
IM was detected more frequently in cases diagnosed as SSBE 
by endoscopy.

REFERENCES
	 Chandrasoma PT. A new histology-based method: Diagnostic atlas of [1]

gastroesophageal reflux disease. 1st edn. Academic Press 2011: Pp. 5-7.
	 Vakil N, van Zanten SV, Kahrilas P, Dent J, Jones R. The montreal definition [2]

and classification of gastroesophageal reflux disease: A global evidence-based 
consensus. Am J Gastroenterol. 2006;101:1900-20.

	 Cossentino MJ, Wong RK. Barrett’s oesophagus and risk of oesophageal [3]
adenocarcinoma. Semin Gastrointest Dis. 2003;14(3):128-35.

	 Jin RU, Mills JC. Are gastric and oesophageal metaplasia relatives? The case for [4]
Barrett’s stemming from SPEM. Dig Dis Sci. 2018;63:2028-41.

	 Bandla S, Peters JH, Ruff D, Chen SM, Li CY, Song K, et al. Comparison of [5]
cancer-associated genetic abnormalities in columnar-lined oesophagus tissues 
with and without goblet cells. Ann Surg. 2014;260:72-80.

	 Spechler SJ, Sharma P, Souza RF, Inadomi JM, Shaheen NJ. American [6]
gastroenterological association medical position statement on the management 
of barrett’s oesophagus. Gastroenterology. 2011;140:1084-91.

	 Gordon C, Kang JY, Neild PJ, Maxwell JD. The role of the hiatus hernia in gastro-[7]
oesophageal reflux disease. Aliment Pharmacol Ther. 2004;20(7):719-32.

	 Westhoff B, Brotze S, Weston A, McElhinney C, Cherian R, Mayo MS, et al. [8]
The frequency of Barrett’s oesophagus in high-risk patients with chronic GERD. 
Gastrointest Endosc. 2005;61(2):226-31.

	 Blot W, McLaughlin J, Fraumeni JF. Oesophageal cancer. In: Schottenfeld D, [9]
Fraumeni J, eds. Cancer Epidemiology and Prevention. New York: Oxford 
University Press; 2006:697-706.

	 Spechler SJ, Zeroogian JM, Wang HH. The frequency of specialised intestinal [10]
metaplasia at the squamocolumnar junction varies with the extent of columnar 
epithelium lining the espophagus. Gastroenterology. 1995;108:A224.

	 Anaparthy R, Gaddam S, Kanakadandi V, Alsop BR, Gupta N, Higbee AD, et [11]
al. Association between length of barrett’s oesophagus and risk of high-grade 
dysplasia or adenocarcinoma in patients without dysplasia. Clin Gastroenterol 
Hepatol. 2013;11(11):1430-36.

	 Abrams JA, Fields S, Lightdale CI, Neugut AI. Racial and ethnic disparities in [12]
the prevalence of Barrett’s oesophagus among patients who undergo upper 
endoscopy. Clin Gastroenterol Hepatol. 2008;6(1)30-34.

	 Edelstein ZR, Bronner MP, Rosen SN, Vaughan TL. Risk factors for [13]
Barrett’s oesophagus among patients with gastroesophageal reflux 
disease: A community  clinic-based case-control study. Am J Gastroenterol. 
2009;104(4):834-42.

	 Gashi Z, Ivkovski L, Shabani R, Bakalli A. The histopathological correlation [14]
with clinical and endoscopic evidence in patients with Barrett’s oesophagus. 
J Gastroint Dig Syst. 2011;S3:001.

	 Yachimski P, Lee RA, Tramontano A, Nishioka NS, Hur C. Secular trends in [15]
patients diagnosed with Barrett’s oesophagus. Digestive Diseases and Sciences. 
2010;55(4):960-66.

	 Mercer CD, Wren SF, DaCosta LR, Beck IT. Lower oesophageal sphincter [16]
pressure and gastroesophageal pressure gradients in excessively obese patients. 
J Med. 1987;18(3-4):135-46.

	 El-Serag HB, Tran T, Richardson P, Ergun G. Anthropometric correlates of [17]
intragastric pressure. Scand J Gastroenterol. 2006;41(8):887-91.

	 Pandolfino JE, El-Serag HB, Zhang Q, Shah N, Ghosh SK, Kahrilas PJ. [18]
Obesity: A challenge to oesophagogastric junction integrity. Gastroenterology. 
2006;130(3):639-49.

	 El-Serag HB, Kvapil P, Hacken-Bitar J, Kramer JR. Abdominal obesity and the [19]
risk of Barrett’s oesophagus. Am J Gastroenterol. 2005;100(10):2151-56.

	 Stein DJ, El-Serag HB, Kuczynski J, Kramer JR, Sampliner RE. The association [20]
of body mass index with Barrett’s oesophagus. Aliment Pharmacol Ther. 
2005;22(10):1005-10.

	 Ronkainen J, Aro P, Storskrubb T, Johansson SE, Lind T, Vieth M, et al. [21]
Prevalence of Barrett’s oesophagus in the general population: An endoscopic 
study. Gastroenterology. 2005;129(6):1825-31.

	 Kim JH, Rhee PL, Lee JH, Lee H, Choi YS, Son HJ, et al. Prevalence and [22]
risk factors of Barrett’s oesophagus in Korea. J Gastroenterol Hepatol. 
2007;22(6):908-12.

	 Robertson CS, Mayberry JF, Nicholson DA, James PD, Atkinson M. Value of [23]
endoscopic surveillance in the detection of neoplastic change in Barrett’s 
oesophagus. Br J Surg. 1988;75(8):760-63.

	 Eloubeidi MA, Provenzale D. Does this patient have Barrett’s oesophagus? [24]
The utility of predicting Barret’s oesophagus at the index endoscopy. Am J 
Gastroenterol. 1999;94(4):937-43.

	 Ritenbaugh C, Sampliner R, Aickin M, Garewal H, Meyskens F. Risk factors for [25]
Barrett’s oesophagus: A life history approach to behavioural assessment in the 
distant past. Eur J Cancer Prev. 1995;4(6):459-68.

	 Shaheen N, Ransohoff DF. Gastroesophageal reflux, Barrett oesophagus, and [26]
oesophageal cancer clinical applications. JAMA. 2002;287(15):1982-86. 

	 Sharma P, Vakil N. Review article: [27] Helicobacter pylori and reflux disease. Aliment 
Pharmacol Ther. 2003;17(3):297-305.

	 Rastogi A, Sharma P. Short-segment Barrett’s oesophagus and adenocarcinoma. [28]
Gastroenterology and Hepatology. 2006;2(2)134-39.

	 Wani IR, Showkat HI, Bhargav DK, Muezza S. Prevalence and risk factors for [29]
Barrett’s oesophagus in patients with GERD in Northern India; Do methylene 
blue-directed biopsies improve detection of Barrett’s oesophagus compared the 
conventional method? Middle East J Dig Dis. 2014;6(4):228-36.

	 Gordon IO, Goldblum JR. Oesophagus. In: Mills SE, ed. Sternberg’s [30]
diagnostic surgical pathology. 6th edn. Philadelphia: Wolters Kluwer 2015: 
Pp. 1385.



www.jcdr.net	 Jaya Bagchi Samaddar et al., Intestinal Metaplasia in Barrett’s Oesophagus

Journal of Clinical and Diagnostic Research. 2023 Mar, Vol-17(3): EC17-EC21 2121

PARTICULARS OF CONTRIBUTORS:
1.	 Clinical Tutor/Demonstrator, Department of Pathology, North Bengal Medical College, Siliguri, West Bengal, India.
2.	 Associate Professor, Department of Surgery, North Bengal Medical College, Siliguri, West Bengal, India.
3.	 Associate Professor, Department of Pathology, Jalpaiguri Government Medical College, Siliguri, West Bengal, India.

PLAGIARISM CHECKING METHODS: [Jain H et al.]

•  Plagiarism X-checker: Dec 20, 2022
•  Manual Googling: Feb 11, 2023
•  iThenticate Software: Feb 17, 2023 (14%)

Etymology: Author OriginNAME, ADDRESS, E-MAIL ID OF THE CORRESPONDING AUTHOR:
Dr. Kalyan Khan,
Flat No. 11, Bela Apartment Netaji Subhas Road, Siliguri-734001, West Bengal, India.
E-mail: kkhan2001@gmail.com

Date of Submission: Dec 19, 2022
Date of Peer Review: Jan 19, 2023
Date of Acceptance: Feb 18, 2023

Date of Publishing: Mar 01, 2023

Author declaration:
•  Financial or Other Competing Interests:  None
•  Was Ethics Committee Approval obtained for this study?  Yes
•  Was informed consent obtained from the subjects involved in the study?  Yes
•  For any images presented appropriate consent has been obtained from the subjects.  Yes

	 Bhardwaj A, McGarrity TJ, Stairs DB, Mani H. Barrett’s oesophagus: Emerging [31]
knowledge and management strategies. Patholog Res Int. 2012;2012:814146. 
Doi: 10.1155/2012/814146,p7.

	 DeMeester SR. Letter to the editor regarding “Definition of Barrett’s oesophagus: [32]
Time for a rethink-is intestinal metaplasia dead? The American Journal of 
Gastroenterology. 2010;105(5):1201-03.

http://europeanscienceediting.org.uk/wp-content/uploads/2016/11/ESENov16_origart.pdf

