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Clinical Characteristics of Gastroesophageal Reflux Diseases and
Association with Helicobacter pylori Infection

Byung Chang Kim, M.D., Young Hoon Yoon, M.D., Hyun Soo Jyung, M.D.,
Jae Bock Chung, M.D., Chae Yun Chon, M.D., Sang In Lee, M.D., and Yong Chan Lee, M.D.

Department of Internal Medicine, Institute of Gastroenterology, Yonsei University, College of Medicine, Seoul, Korea

Background/Aims: The prevalence of gastroesophageal reflux disease (GERD) in Korea was believed to be low
until now. Korea is now believed to be on the evolving stage of GERD in its’ prevalence. The aims of this
study were to evaluate the epidemiologic and clinicopathologic characteristics among the subgroups of GERD i.e.
non-erosive GERD (NERD), erosive GERD (ERD) and Barrett’s esophagus (BE), and the role of Helicobacter
pylori (H. pylori) infection in the pathogenesis of GERD. Methods: A total of 253 patients with typical
symptoms of GERD who underwent EGD were enrolled from October 2002 to January 2004. Patients were
grouped as NERD, ERD or BE based on the symptoms and endoscopic findings. BE was histologically confirmed
if necessary. Various clinical parameters including the status of H. pylori infection were analyzed. Results:
Among 253 patients, 106 patients were classified as NERD while 116 and 31 patients were classified as ERD
and BE group respectively. BE and ERD group showed no gender predilection while NERD showed female
preponderance (2.31:1, p<0.05). NERD group were younger (49.57 y.o.) than BE (57.87 y.o.) and ERD (52.30
y.0.) group. About three quarters of the patients of erosive esophagitis were LA-A (74.2%) grade. This suggests
the mild nature of erosive esophagitis in Korea. ERD showed significantly higher BMI (kg/mz) compared to
NERD (p<0.05). Hiatal hernia was frequently associated with BE and ERD (p<0.05), but less frequently in
NERD. Overall H. pylori positivity among GERD was significantly lower than the age and gender matched
control group (p<0.05). Conclusions: Subgroups of GERD in Korea showed different epidemiologic and clinical
characteristics. Lower rate of H. pylori infection among GERD group may reflect the protective role of H. pylori
infection regarding GERD prevalence in Korea. (Korean J Gastroenterol 2006;47:363-369)

Key Words: Gastroesophageal reflux disease; Erosoive reflux esophagitis; Non-erosive reflux disease; Helicobacter
pylori; Barrett’s esophagus
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Table 1. Demographic Factors of GERD and Control Group

GERD (n=253) Control (n=224)  p-value
Age (year) 51.70+13.94 51.66+13.52 NS
Sex (M:F) 1:1.23 1:1.13 NS
H. pylori 35.1% 46.0% p<0.05

GERD, gastroesophageal reflux disease.
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Table 2. Demographic Factors of GERD between the Subgroups
GERD (n= 253) ERD (n=116) NERD (n=106) BE (n=31) p-value
Age (meantSD) 51.70+£13.94 52.30+14.32 49.57+12.40* 57.87+16.18 <0.05
Sex (M:F) 1:1.23 1:1.27 2.31:1t 1:1.21 <0.05
* NERD was compared with BE.
" NERD was compared with ERD and BE.
GERD, gastroesophageal reflux disease; ERD, erosive GERD; NERD, non-erosive GERD; BE, Barrett’s esophagus.
Table 3. Clinicopathologic Factors of GERD Subgroups 3. CHAH siXH2e| A|ZHt2D} XjEE
GERD ERD NERD BE p-alue 2537 o4} B FAA A & 27 @Fo] g Ho]
A F WSS & F gl 4y S AlYsi 219”4% oz
BMI (kg/m’) 2336 2398 26 231 <005 0 T o woere
H. pylori inf (+) 35.1% 377% 32.8% 37.5% NS 18 WS-8, 54 ALE} PRI SEE T2 ]f“’}ﬁi
Hiatal hernia (+) 88% 11.3%* 38% 167% <005 A Aol AU PPI xil%ﬂi 85 AHE Fo] S

Alcohol (+) 274% 343%* 21.6% 20.7% <0.05
Smoking (+) 244% 31.5%* 186% 172% <0.05

* ERD was compared with BE.

" NERD was compared with BE.

BMI, body mass index; GERD, gastroesophageal reflux disease;
ERD, erosive GERD; NERD, non-erosive GERD; BE, Barrett’s
esophagus; inf, infection.
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Table 4. Demographic Factors of Erosive GERD (ERD) according to the Endoscopic Grades

ERD* LA-A LA-B LA-C LA-D p-value
Number (%) 128 (100) 95 (74.2) 24 (18.8) 6 (4.7) 3 (2.3)
Mean age+SD 52.59+14.52 51.71+13.6 54.54+17.81 60.50+8.96 49.00+£21.93 NS
Sex (M:F) 1.25:1 1.26:1 1.18:1 1:1 1:2 NS
BMI (kg/m’) 23.87 24.06 23.04 23.85 23.71 NS
*ERD include 12 patients who had erosive esophagitis in Barrett’s esophagus group.
GERD, gastroesophageal reflux disease; BMI, body mass index; NS, not significant.
70% i
[ Typical sx Table 5. Response to PPI in GERD Subgroup
60% - Il Atypical sx
Treatment response
50%
No Recurrence PP
40% recurrence dependency  p-value
n (%) n n (%)

30% - ’ 7
20% GERD 146 (66.7) 45 (20.5) 28 (12.8)

ERD 65 (65.0) 18 (18.0) 17 (17.0)
10% 7 NERD 62 (66.7) 22 (23.7) 9 (9.7) NS
0% : : : BE 19 (73.1) 5 (19.2) 2 (7.7)

ERD NERD BE

Fig. 1. Distribution of symptoms among gastroesophageal reflux
disease (GERD) subgroups. There was no significant diffence
among subgroups (p>0.05).

ERD, erosive GERD; NERD, non-erosive GERD; BE, Barrett’s
esophagus; sx, symptoms.
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PPI, proton pump inhibitor; GERD, gastroesophageal reflux
disease; ERD, erosive GERD; NERD, non-erosive GERD; BE,
Barrett’s esophagus; NS, not significant.
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