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Abstract
AIM: To investigate the expression of ghrelin in
gastric mucosa of primary bile reflux gastritis.

METHODS: Ninety-six patients with primary
bile reflux gastritis at our hospital from June
2007 to November 2007 were divided two
groups: low reflux group and high reflux
group. Thirty subjects with similar endoscopi-
cal findings and without bile reflux were taken
as control group. The expression of ghrelin in
biopsy specimens were detected by immuno-
histochemistry.

RESULTS: The expression of ghrelin was lower
in the superficial gastritis group, the atrophy
group, the intestinal metaplasia group, and
the atypical hyperplasia group than in the con-
trol subjects (653.822 + 99.303, 98.913 + 14.079,
65.875 + 13.844, 52.290 + 11.463 vs 884.420 +
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126.362, all P < 0.05). In the superficial gastritis
group, the atrophy group and the intestinal
metaplasia group, the expression of ghrelin
was significantly different between the H pylori
positive group and the H pylori negative group
(599.320 + 87.300 vs 721.950 + 67.836, 47.157
+ 9.582 vs 55.283 + 11.580, 92.700 + 10.372 vs
107.600 + 17.560, all P < 0.05).

CONCLUSION: Bile reflux is a risk factor for
gastric mucosa injury. Gastric mucosa atrophy is
increased with bile reflux and decreased expres-
sion of ghrelin.
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