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Inhibitory effect of celecoxib on proliferation of breast
cancer MCF-7 cells and its influence on BCRAI ,

Caspase-3 ,p53 expressions in vitro
WANG Tian, YANG Rui, ZHANG Fu-lin
Department of Oncology and Hematology, Yan'an People's Hospital, Yan'an, Shanxi 716000, China
Abstract: Objective To investigate the inhibitory effect of celecoxib on proliferation of breast cancer cells (MCF-7 cell)
and its influence on BCRA1, Caspase-3, p53 expressions. Methods  After being cultured, MCF-7 cells in logarithmic
growth phase were used for experiment. The MCF-7 cells were divided into four experiment groups according to the different
final concentration of celecoxib( which being added) : experiment group A (20 pmol/L) ,experiment group B (40 pmol/
L) ,experiment group C (80 pwmol/L) ,experiment group D (160 pwmol/L) ,and the MCF-7 cells added 0. 1% DMSO were
served as control group. MTT method was used to detect the inhibitory effect of celecoxib on proliferation of MCF-7 cells in
vitro. DAPI staining method was used to observe the morphology of cell apoptosis. Flow cytometry was used to detect the in-
fluence of celecoxib on MCF-7 cells apoptosis rate. Western blot method was used to detect BCRA1, Caspase-3 and p53
proteins expressions. Results The result of MTT method detection showed that the inhibition rates in experiment groups
A,B,C and D were all significantly higher than that in control group,and progressively increased with the increase of cele-
coxib concentrations (P <0.01) ,and the 50% inhibitory concentration (ICs,) was 91.3628 pwmol/L. The result of DAPI
staining showed that (1) in control group,the cells were complete,and cell apoptosis was not found. (2) in experiment
groups B, C and D, the phenomena of cell growth inhibition and cell volume reduction appeared after treatment ; obvious nu-
clear condensation and fracture can be seen after DAPI staining;the cell apoptosis phenomenon increased obviously with the

increase of celecoxib concentrations. The result of flow cytometry detection showed that the cell apoptosis rates in experi-
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ment groups B,C and D were significantly higher than that in control group,and progressively increased with the increase of

celecoxib concentrations( P <0.01). The result of Western blot method detection showed that in experiment groups B, C

and D, the relative expression quantities of BCRA1,Caspase-3 and p53 proteins were significantly higher than those in con-

trol group,and were up-regulated in turn with the increase of celecoxib concentrations( P <0.01). Conclusion Celecoxib

can obviously inhibit the proliferation of MCF-7 cells,and the mechanism may be related to the up-regulation of BCRAL,

Caspase-3 and p53 expressions.

Key words: Celecoxib; Breast cancer MCF-7 cells; Inhibition of proliferation; BCRA1 gene; Caspase-3; p53
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