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Abstract

AIM: To explore the effect of Celecoxib
(cyclooxygenase-2 inhibitor) on the apoptosis of
gastric cancer cell line SGC7901 in vitro.

METHODS: After gastric cancer cell line
SGC7901 was treated with Celecoxib (1x10” to
1 x10° mol/L) for 24 hours, the proliferration of
cells was detected by MTT assay. Flow cytome-
try (FCM) was used to measure the apoptosis of
SGC7901 cells, and immunocytochemistry was
used to observe the expression of Survivin.

RESULTS: Celecoxib inhibited the proliferation
of SGC7901 cells at the concentrations of 1x10”
to 1x10° mol/L, and the maximal inhibitory rate
was 30.03%, which was produced by 1x10” mol/
L Celecoxib. After SGC7901 cells were treated
with 1x10° mol/L Celecoxib for 12, 24, 48 hours,
the proportions of apoptosis cells were signifi-

cantly increased in comparison with those of the
control cells, and the apoptosis rate was 17.83%
after 48 hours. The expression of Survivin was
decreased at 3 and 24 hours, especially at 24
hours.

CONCLUSION: Celecoxib can induce the apop-
tosis of gastric cancer cell line SGC7901 by sup-
pressing the expression of Survivin.
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