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Abstract

AIM: To explore the mechanism underlying the
lower prevalence of gastroesophageal reflux
disease in Helicobacter pylori (H.pylori)-infected
patients by analyzing the association between
interleukin-1B (IL-1B) production and erosive
esophagitis (EE) in H.pylori-infected patients.

METHODS: A total of 456 consecutive dyspeptic
patients without peptic ulcer or cancer were in-
cluded in the study. EE was assessed endoscopi-
cally. H.pylori infection was diagnosed by "C-
urea breath test, rapid urease test and histologi-
cal examination. The level of IL-1B production in
gastric mucosa was detected by radioimmunoas-
say.
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RESULTS: Three hundred and two patients
were positive and 154 were negative for H.pylori.
One hundred and forty-one patients were found
to have EE according to endoscopic criteria
(Los Angeles classification of esophagitis). The
prevalence of EE in H.pylori-positive patients
(39/302, 12.9%; 95%CI: 9.1%-16.9%) was signifi-
cantly lower than that in H.pylori-negative ones
(102/154, 66.2%; 95%CI: 58.4%-73.0%; P = 0.000).
The level of IL-1f in H.pylori-positive patients
was higher than that in H.pylori-negative ones (P
= 0.007). In H.pylori-positive patients, the level of
IL-1B production in EE patients was lower than
that in those without EE (P = 0.032).

CONCLUSION: The “protective” mechanism of
H.pylori infection against EE is probably associ-
ated with IL-1f production.
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