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Background/Aims: The meaning of specialized intestinal metaplasia (SIM) in
the diagnosis of Barrett's esophagus (BE) is not clear. This study was
designed to determine the clinical significance of SIM in the diagnosis of
Barrett's esophagus. Materials and Methods: Biopsies were taken from 601
subjects with endoscopically suspected columnar-lined esophagus. Under light
microscopy with Alcian-blue stain, SIM was identified. Demographic characteristics,
gastroesophageal (GE) reflux symptoms and endoscopic findings were compared
between the SIM-present group and the SIM-absent group. Results: Among 601
subjects, 184 (30.6%) were confirmed by pathology to have SIM. Age over
40 years (P<0.001) and a medication history of proton pump inhibitor or H,
blocker were found more frequently in the SIM-present group (P=0.01) than
in the SIM-absent group. Any of 7 GE reflux symptoms (heartburn, acid regur-
gitation, chest pain, hoarseness, globus sensation, cough and epigastric
soreness) were more frequent in the SIM-present group than SIM-absent group
(P<0.001). Specifically, heartburn, chest pain and cough were significantly
more common in the SIM-present group. There was no clinically significant
difference associated with endoscopic findings or other clinical characteristics.
Conclusions: When subjects with endoscopically suspected BE are analyzed
based on the presence or absence of SIM, the SIM-present group was
significantly associated with GE reflux symptoms suggestive of frequent GE
reflux. However, the presence of SIM did not correlate with endoscopic findings.
(Korean J Helicobacter Up Gastrointest Res 2012;12:171-177)

Key Words: Barrett esophagus; Metaplasia; Gastroesophageal reflux
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inhibitor ¥ H, blocker) E-&#Ho] B AT 3} Aol A]
27.1%, NEZTNAE 147%2 Fo3t Xo]E Hyon

Table 1. Individuals and Clinical Parameters Associated with

Intestinal Metaplasia by Histologic Confirmation

Parameters SIM () SIM () P value
n=184 (30.6) n=417 (69.4)
Gender 0.736
Male 125 (68.3) 279 (66.9)
Female 58 31.7) 138 (33.1)
Age (yr) < —0.001°
<40 28 (15.2) 109 (26.1)
40~59 116 (63.0) 262 (62.8)
=60 40 (21.7) 46 (11.0)
BMI (kg/m’) 0.863
<23 54 (29.7) 109 (26.1)
23~25 46 (25.3) 262 (62.8)
=25 82 (45.1) 46 (11.0)
Alcohol
(=once/week)" 0.783
Yes 72 (46.8) 186 (48.1)
No 82 (53.2) 201 (51.9)
Smoking" 0.676
Yes 50 (36.3) 119 (30.8)
No 103 (63.7) 267 (69.2)
H. pylori test positive" 0.762
Positive 24 (558) 112 (58.3)
Negative 19 (44.2) 80 (41.7)
Use of acid-suppressing drug"’ 0.010°
Yes 23 27.1) 38 (14.7)
No 62 (729) 220 (85.3)

Values are presented as n (%).

SIM, specialized intestinal metaplasia.

"Data missing due to incomplete record. bAcidsuppressing drug;
proton pump inhibitor or H, blocker. “Statistically significant.

(P=0.01), 55 A AT OM Zol % 3 7HA] o] 4] 9
ArdF F4e o Wol Zawte AR Yehdrh622%
vs. 459%, OR, 1.94; 95% CI, 1.34~2.81) (Table 2). 77}A 2]
JAE ARZA Zo| A% 71 2(31.1% vs. 22.4%, OR,
1.56, 95% CI, 1.04~2.33)3} $-5(22% vs. 12%, OR, 2.07; 95%
C1, 129~3.33), 71%(122% vs. 7.1%, OR, 1.83; 95% CI, 1.00~
333) o] TAH R FoletA S A ATl A
o] gk 2o 2 vebgeh(Table 2). v 974 A2
oluf AlxdF &gl f-F, Prague £ ol Wb ARG
A Ee] Zolu} ¥ l(tongue-like projection, length of cir-
cumferential metaplasia) (Fig. 1) 5 WA|7d L&A A=

Zroll G213k xpo]7} gl (Table 3). o] 59 o] & & 3 4
A Hote 54 AT ol ubE &34 Aol

2 gohil7]: ol2l HrkFig. 2).

Table 3. Comparison of Endoscopic Findings according to the
Presence of Intestinal Metaplasia

SIM (+) SIM (—)

m=184)  (m=417) T vaLe

Endoscopic findings

Esophagitis 70 (38.0) 142 (34.1) 0.345
Hiatal hernia 22 (1200 39 (94) 0330
Length of maximal metaplasia 8.7+6.2 7.7£5.9 0.481
(mm)

Length of circumferential 9.0+6.5 8.4£6.2 0.442
metaplasia (mm)

Values are presented as n (%) or mean*SD.
SIM, specialized intestinal metaplasia.

Table 2. Comparison of Reflux Symptoms according to the Presence of Intestinal Metaplasia

Symptoms SIM (+) (n=184) SIM (—) (n=417) P value OR (95% CI)
Any 7 symptoms® 102 (62.2) 188 (45.9) <0.001 1.94 (1.34~2.18)
Heartburn 51 3L1) 92 (22.4) 0.030° 1.56 (1.04~2.33)
Acid regurgitation 42 (25.6) 98 (23.9) 0.667 1.10 (0.72~1.66)
Chest pain 36 (22.0) 49 (12.0) 0.020° 2.07 (1.29~333)°
Hoarseness 24 (14.6) 43 (10.5) 0.162 1.46 (0.85~2.50)
Globus sensation 23 (14.0) 41 (10.0) 0.166 1.47 (0.85~2.53)
Cough 20 (12.2) 29 (7.1) 0.047° 1.83 (1.00~3.33)
Epigastric soreness 51 (31.1) 98 (23.9) 0.076 144 (0.96~2.14)

Values are presented as n (%).
SIM, specialized intestinal metaplasia.

Seven symptoms; heartburn, acid regurgitation, chest pain, hoarseness, globus sensation, cough, epigastric soreness. bStatistically

significant.
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Fig. 1. An example of endoscopic Barrett’s esophagus showing
an area classified as C2M4. GEJ, gastroesophgeal
junction; C, the distance between the GEJ and
proximal margin of the circumferential columnar
epithelium; M, the distance between the GEJ and
proximal margin of the longest “tongue-like” segment

of columnar epithelium.
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Fig. 2. Endoscopic findings of co-
lumnar-lined esophagus. Spe-
cialized intestinal metaplasi-
ais not found on the co-
lumnar epithelium (arrows)
in the case (A) and (B). In
contrast, case (C) and (D)
have specialized intestinal
metaplasia (arrows), thus can
be diagnosed as Barrett’s
esophagus.
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