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Effect of Celecoxib on cycloxygenase—2 expression and inducing apoptosis in Tca8113 cell lines L/ Wei-
zhong', WANG Xiao—yan®, DING Yan—qing’. 1. Dept. of Stomatology, Nanfang Hospital, Southern Medical University,
Guangzhou 510515, China; 2. Dept. of Pathology, Nanfang Hospital, Southern Medical University, Guangzhou 510515,
China

[Abstract]  Objective To observe whether Celecoxib could inhibit the growth, regulate the expression of COX-2
and induce apoptosis of Tca8113 cells. Methods Tca8113 cells were incubated with different concentrations of Cele—
coxib for 24, 48 and 72 h, and MTT was used to calculate growth inhibition rate. The expression of COX-2 protein
and mRNA in Tca8113 cells was detected with SP immunohistochemistry staining and fluorescent quantitative real-
time RT-PCR. Morphology of apoptosis cells was observed by fluorescence microscopy, and Annexin V-FITC/PI double
labeling method was employed to detect early stage cell apoptosis. Results COX-2 protein was strongly expressed in
Tca8113 cells and was suppressed by Celecoxib. The growth and proliferation of Tca8113 cells treated with Celecoxib
were inhibited in a dose—dependent manner. Celecoxib treatment resulted in significant increase in apoptosis and early
apoptotic rate. Fluorescent quantitative real-time RT-PCR results showed no significant effet on regulating expression
of COX-2 mRNA. Conclusion Celecoxib shows a significant effect on inhibiting expression of COX-2 in Tca8113
cells, this is probably related to growth inhibition and inducing apoptosis of Tca8113 cells.
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Fig 1 The growth curve of Tca8113 cell lines treated with Cele—

coxib
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Fig 2 Expression of COX-2 protein in Tca8113 cell lines SP
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Fig 3 Nuclear morphology of Tca8113 cell lines was observed (Red arrows show apoptosis cell,
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Tab 1 Early apoptotic rate of Tca8113 cell lines
treated with Celecoxib n=3

1%
24 h 48 h
0 0.93+0.11
/40 pmol - L™ 3.86+0.23 7.17+0.64
/80 pmol- L™ 15.26+0.88 20.07+1.06

B: 40 pmol/l.; C:
FARE (LW S T AN AR, S0 0

2.3 AO/EB

Tca8113

EB AO

3.
2.4 Annexin V-FITC/PI

Annexin V-FITC/PI

0% .
24 h
0.88 % 48 h
20.07£1.06 %
80 wmol/L

0.93+0.11 %

P

80 wmol/L

24, 48 h Tca8113

e

80 pmol/1.
ks AE oAl D

Ereen arrow

A48l g £
S L e T BE

shows dead cell)

Tca8113

24 h

AO EB

EB

Tca8113

24, 48 h
40. 80 pmol/L
3.86+£0.23 %. 15.26+
7.17+£0.64 % .

40 pwmol/L
0.000 .
40 pwmol/L

x 200

fluorescence

25 Tca8113 COX-2 mRNA
RNA cDNA
PCR ACt
Tca8113 COX-2 mRNA
P>0.05
COX-2



4 2009 8

West China Journal of Stomatology Vol.27 No.4 Aug.2009 < 377 -
P>0.05 2 5 °
2 COX-2 ACt COX=2
n=3 COX-2

Tab 2 The ACt value and 2229 value of COX-2
mRNA expression in Tca8113 cell lines in

control and Celecoxib treated group r=3
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