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Abstract

AIM: To investigate the possible effects of aspirin
and celecoxib on the growth, virulence factors
and outer membrane protein of H pylori.

METHODS: Two standard strains of H pylori
were treated with a series concentration of aspi-
rin or celecoxib (a specific inhibitor of cyclooxy-
genase 2) and were incubated in brucella broth
under microaerobic condition for 24 and 48 h.
The growth and urease activity were assessed by
viable colony counting and spectrophotometry.
After 48-hour treatment, the supernatants were
incubated with Hela cells to estimate vacuolat-
ing cytotoxin activity. The outer membrane pro-
tein of H pylori was analyzed by SDS-PAGE.

RESULTS: Aspirin or celecoxib inhibited the
growth of H pylori in a dose-dependent manner
with the lowest inhibitory concentrations of 0.5
or 0.01 mmol/L, and the lethal concentrations of
2.0 and 0.04 mmol/L, respectively. Aspirin and
celecoxib inhibited the urease activity and vacu-
olating cytotoxin activity of H pylori. The inhibi-
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tory effect of celecoxib on H pylori was superior
to that of aspirin. Both aspirin and celecoxib had
some effects on the expression of the outer mem-
brane protein.

CONCLUSION: Aspirin or celecoxib can inhibit
the growth, urease activity and vacuolating cy-
totoxin activity of H pylori in vitro significantly.
Both aspirin and celecoxib may have some ef-
fects on the outer membrane protein expression
of H pylori.
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