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1 COX2 Bc2 mRNA (n=6 x+s)
F P
COX=2 1.15+0.10"* 1.06 +0.63" * 3.48 £0.16" 2.28 +0.35* 9.38 0.000
Bel2 1.10 £0.05" * 1.08 £0.65™ * 0.35+0.26" 0.74 £0.62* 8.26 0.011
" P <0.05; :#P<0.05
Bcl2 (n=9 x+s)
F P
COX=2 65.16 +5.96" * 67.27 +6.10" * 95.98 +6.24" 78.46 +6.62* 26.73 0.025
Bcl2 96.31 +4.83" # 94.39 +6. 14" * 64.70 £9.02" 75.70 +10.27* 38.52 0.013
" P <0.05; :#P<0.05
3 TUNEL (% n=8 x+s)
F P
1d 0.80 £0.13" # 1.10 £0.20" * 16.26 +0.05" 13.23 +0. 14" 13.62 0.012
2d - 1.72 £0.35™*# 38.65 £0.13" 29.08 +0. 16* 16.15 0.010
3d - 2.24 £0.12" * 56.35 +0.33" 43.27 +0.16* 18.36 0.008
4d - 0.92+0.22"* 37.36 +0.40" 27.21 +0.38* 14.53 0.015
* P<0.05; :*P<0.05
4 Morris (s n=6 x%s)
F P
8 d 138.47 +18.45" * 140.10 +16.88" # 171.26 £20.05" 167.23 +26. 14* 30.36 0.015
9d 96.92 +18.61" * 95.62 +21.38" * 125.45 +26.60" 127.30 +28.35* 29.45 0.010
10 d 43.28 +28.46" * 42.68 +11.64"* 80.26 +18.95" 80.15 £20.95* 31.23 0.006
11d 28.25+9.10" * 27.35+10.327* 57.36 £18.20" 57.21 £20.38* 33.65 0.026
1" P <0.05; :#P<0.05
(P<0.05)
(P <0.05) 3 (P<0.05)
(P<0.05), (P <0.05)
(P<0.05) .
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Effects of celecoxib on expression of Bcl2

and memory function after severe craniocerebral injury
Zhang Tao Guo Jianfei Xing Linlin et al
( Dept of Neurosurgery The Affiliated Xingtai People’s
Hospital of Hebei Medical University Xingtai 054031)

Abstract Objective To investigate the effect of selective cyclooxygenase( COX-22) inhibitor celecoxib on the ex—
pression of Bel2 and learning and memory function after traumatic brain injury in rats. Methods The experiment
was divided into control group sham operation group brain trauma group and treatment group. Marmarou method
was used to establish the closed craniocerebral trauma model in rats. Real-time quantitative PCR( qPCR) was used
to detect mRNA expression the protein expression was detected by immunohistochemistry TUNEL staining was
used to detect cells apoptosis Morris water maze test was used to test learning and memory function. Results The
expression of COX=2 in brain trauma group was significantly higher than in other three groups( P <0.05). Com-—
pared with brain trauma group the treatment group can effectively reduce the expression of COX2( P <0. 05) .

The expression of Bel2 in brain trauma group was significantly lower than that in other three groups( P <0.05) .

Compared with the brain trauma group the treatment group can effective increased the expression of COX2( P <

0.05) . The number of TUNEL positive cells in brain trauma group was significantly higher than other groups( P <

0.05) and the number of positive cells in the treatment group was significantly lower than the brain trauma group
( P <0.05) . Brain trauma group search platform time was longer than other groups( P <0. 05) . Compared with the
traumatic group the time required for the search platform to be effectively reduced in treatment group( P <0. 05) .

Conclusion Celecoxib as a specific inhibitior of COX2 reduce the inflammatory response after craniocerebral
trauma increase the expression of Bel2 thereby inhibiting cell apoptosis play a protective role in the brain and
improve its learning and memory dysfunction after trauma.
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