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Abstract

AIM: To study the prevalence, density and
pattern of H pylori infection and the activity
of reflux esophagitis (RE) and to compare the
severity of esophagitis in H pylori-infected and
non-infected RE patients.

METHODS: We conducted a prospective, ran-
dom and case-control study. The condition of
H pylori infection and the activity of gastritis in
89 RE patients and 89 non reflux esophagitis pa-
tients were compared. The RE patients were di-
vided into H pylori-positive group and H pylori-
negative group. The severity of esophagitis was
compared between the two groups.

RESULTS: There was no statistic difference in the
prevalence of H pylori infection between the RE and
control groups (P = 0.137). However, the density of
H pylori (P = 0.024 in the gastric body and P = 0.000
in the gastric sinus) and the activity of corpus gas-
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tritis (P = 0.001) in the RE group were significantly
lower than those in the control group. There was
no statistic difference in the severity of esophagitis
between H pylori-positive and H pylori-negative
groups (P = 0.353), while the grade LA-C was 8.3%
and 18.5% respectively and the grade LA-D was
4.2% and 12.3% respectively. No significant differ-
ence was found in the severity of esophagitis.

CONCLUSION: The degree of H pylori infection
and the activity of corpus gastritis are inversely
correlated with the formation of RE.
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