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Abstract

AIM: To investigate the association among gastrin
level, Helicobacter pylori (H.pylori) infection and
the development of colonic adenoma.

METHODS: Fasting serum samples from 48 pa-
tients with colonic adenomas and 43 demographi-
cally matched colonoscopy-negative controls
were assayed for anti-H.pylori IgG and serum
gastrin levels. Colonic adenoma patients received

oral celecoxib for 6 months. At the end of the
second, fourth and sixth months, serum gastrin
levels were measured by radioimmunoassay
(RIA) and H.pylori IgG antibody was analyzed by
enzyme-linked immunosorbent assay (ELISA).

RESULTS: The prevalence of H.pylori seroposi-
tivity was significantly higher in patients with
colonic adenomas than in controls (68.8% vs
9.30%, P < 0.05). Similarly, median gastrin level
was significantly higher in patients with colonic
adenomas than in controls (72.7% vs 37.8%, P <
0.05). There was a positive correlation between
H.pylori IgG antibody and serum gastrin level in
colonic adenoma patients (r = 0.854, P < 0.001).
Of note, hypergastrinemia was associated with
distal colon distribution of adenomas, but not
with adenoma number, size, grade or histologi-
cal features. After celecoxib treatment, there were
parallel falls in serum gastrin levels and H.pylori
seropositivity in colonic adenoma patients.

CONCLUSION: Hypergastrinemia induced by
H.pylori infection is associated with increased
cyclooxygenase-2 (COX-2) expression in colonic
adenoma, suggesting the possibility that gastrin
up-regulates COX-2 expression in colonic ad-
enoma. Celecoxib can obviously decrease H.pylori
seropositivity and gastrin levels and inhibit the
growth of colonic adenomas by down-regulating
COX-2 expression.
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