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Abstract

AIM: To measure the expression of COX-2 in gastric mucosa
of chronic atrophic gastritis (CAG) caused by hot high-salt water
in rats and to study the pathogenesis of atrophic gastritis
caused by hot high-salt diet.

METHODS: The atrophic gastritis rat model was made by
hot high-salt water ig perfusion. The expression of COX-2
in gastric mucosa in 4, 8, 12, and 32 wks was detected by
immunohistochemical method and the PEG2 levels were
tested by ELISA.

RESULTS: All the model group rats formed CAG at the end
of 12 weeks with the following pathological changes of
CAG under microscope, such as thin mucosa layer, thick
muscle layer, decreased glands, and infiltration of inflam-
matory cells. With the time prolonging, the atrophy of gas-
tric mucosa became more seriously. There was little or no
expression of COX-2 in gastric mucosa in normal control group.
While in hot high-salt water perfusion group, there was a
little expression from the 8" week, and over expression in
12™ week. There was a significant difference between the
two groups (4.5+2.1%, vs 14.7+5.7%, P <0.05). The ex-
pression of COX-2 increased with the time and it reached
the peak value in the 32" week. The PEG2 levels in hot
high-salt water perfusion group increased in the 12" week.
There was a significant difference between the two groups
(125.6x21.2 ng/g vs 188.4+37.6 ng/g, P <0.05), and it
reached the peak value in the 32" week.

CONCLUSION: COX-2 plays an important role in the for-
mation of atrophic gastritis and and alteration of diet
habition may help prevent the formation of atrophic gas-

tritis and gastric cancer.
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