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The Role of Helicobacter Pylori Infection in Reflux Esophagitis

Hye Kyung Jung - Hye Young Son - Young Sun Kim - Sun Young Yi

Department of Internal Medicine, Ewha Womans University, Seoul, Korea

Objectives : Helicobacter pylori causes chronic gastritis, which progress to peptic ulcer, gastric
atrophy, or gastric cancer. However, little is known about the role of Helicobacter pylori in
reflux esophagitis. Corpus gastritis reduces the parietal cell mass and decreased peak acid output
as a known risk factor for reflux esophagitis. So the relationship among reflux esophagitis and

corpus gastritis and Helicobacter pylori needs to be clarified.

Methods : In prospective, controlled study of patients with reflux esophagitis without other
gastrointestinal disease, the prevalence of Helicobacter pylori was assessed. Antral and corpus
biopsy were performed and rapid urease test and Giemsa staining were taken for Helicobacter

pylori status.

Results : The prevalence of Helicobacter pylori was 43.8%(21,/48) in reflux esophagitis and
67.5%(27 /40) in reference group. The prevalence of Helicobacter pylori was significantly lower
in patients compared with the reference group(p<0.05). The corpus gastritis was no significant

relationship with reflux esophagitis and Helicobacter pylori.

Conclusions : The prevalence of Helicobacter pylori infection in patients with reflux
esophagitis is significantly lower than in the reference group, irrespective of corpus gastritis. It
is suggested that Helicobacter pylori infection have a preventive role to reflux esophagitis, so we
may be aware of balance between ‘deleterious and ‘beneficial effects of Helicobacter pylori

eradicaton.
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1. QBN NS N HZFWN H. pylori F¥ES HlI

H. pylori= 854 A% $2} 48¢] F 2140(43.8%)

ol ol en tiETolME 400l F 2741(67.5%)
o ez GRY 4Eg BTN Fejsl H
pylori &) ¥kth(p<0.05)(Table 1, Fig. 1).

2. BN MEQ WWO| | HE YHY H. pylori
oy

AFA AE9 R F AT Ads AP B T
AH- o] e Bl 2990 (82.8%) F i =T 154
F AR 9L 129(80.0%) 2 & Tl Frel e 2ol

E 9UtHTable 2). 474 A=Y &4 5 A7 A4

Table 1. Association among reflux esophagitis, Helicobact-
er pylori and smokings

No. Patient(%)

No. Control(%)

H. pylori
Positive 20{42.6%)* 27(67.5%)
Negative 27(57.4%) 13(32.5%)
Smoking
Smokers 21(60.0%) 19(48.7%)
Non-smokers 14(40.0%) 20(51.2%)

H. pylori, Helicobacter pylori ; *, Patients with reflux eso-
phagitis vs control, p<0.05
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Fig. 1. Helicobacter pylori prevalence in reflux sophagitis
and control.

Table 3. Association between reflux esophagitis and BMI,
cholesterol, triglyceride and FBS

No. Patient(%) No. Control(%) p value

BMli(kg/m?) 29.2+ 33.6 26.7+ 33.6 NS
Cholersterol
3+ 47. 8+ 43,

(mg/d) 204.3+£ 475 193.8+ 43.7 NS
Triglyceride

16291003 177.1+108.9 NS
(mg/dl)
FBS(mg/d!) 1161+ 437 1068+ 422 NS

Values are expressed as mean=+SD i'BMI, body mass in-
dex ; FBS, fasting blood sugar ; NS, not significant.

Table 4. Prevalence of corpus gastritis in patient thh re-
flux esophagitis and control

Table 2. The relation of corpus gastritis and Helicobacter Reflux esophagitis Control
pylori infection in patient with reflux esophagitis (n=35) (n=15)
H. pylori positive H. pylori negative Corpus gastritis 29(82.8%)* 12(80.0%)
(n=17) (n=18) No corpus gastritis 6{17.1%) 3(20.0%)
Corpzugs gastritis 1561.7%)* 14(48.3%) *Patients with reflux esophagitis vs control, p>0.05
:o— coipus gastritis ARE AR QA £ VA A5 =i HLg
(h=6) 2(33.3%) 4(66.6%) £ AN g Qe F2A0 E AT 27, o

H. pylori, Helicobacter pylori; *, H. pylori positive vs
corpus gastritis, p>0.05

Tk H pylori S5-e= fro& AgaAr fdo
(Table 3).
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