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showed that BDNF expression was significantly upegulated in the simvastatin group compared to the SCI group ( P

<0.05) . Compared with the SCI group the cavities and vacuole area of the syringes in the simvastatin group were

significantly lower ( P <0.05) . The BBB score showed that the improvement of hindlimb motor function of simvas—

tatin group was more obvious than that of the SCI group ( P <0. 05) . Conclusion Simvastatin can improve the sur—

vival and regeneration of neurons in the injured site by up—egulating the expression of BDNF in the spinal cord in—

jury site which can accelerate the recovery of hind limb function in SCI rats. These results clearly suggest that sim—

vastatin therapy may be an ideal treatment for SCI and may be associated with the promotion of local neurotrophic

factor secretion.

Key words spinal cord injury; statins; rat



* 576 ¢

Acta Unversitatis Medicinalis Anhui

2018 Apr; 53(4)

TUNEL

1.2
1.2.1 SPF
96 280 ~300 g

Wistar

SPF Wistar 4
N . . 24
1.2.2 Marmarou et

al ®

2~8

1.2.3
(250 mg/kg)
6 h 1 ; N

1.2.4 72 h SD
4% 4%
48 h .

4 mm

4.5 pm 60 C 4 h

PCR o
Fas. Caspase-8
400 pl ERSR
RNA RNA
c¢DNA PCR
5'-GAATGCAAGG-

1.2.5 PCR
mRNA
TRIzol

Fas (414 bp):
GACTGATAGC3"; 5" TGGTTCGTGTGCAAG-
GCTC-3"; caspase-8 (109 bp): D 5-
CGAACGATCAAGCACAGAGAGA-37; 0 5°CTG-
GCGAGTCCCACATGTC3"; B-actin (277
bp) : 5"-ACCACAGCTGAGAGGGAAATCG3";
5"-AGAGGTCTTTACGGATGTCAACG-3",

194 C 5 min 94 °C 30s 55 <C 30
s 72 °C 45 s 30 72 C 7 mino
1.2.6 Fas. Caspase-8
3% H,0,

100 C

; ; Fas(1 :
200) . Caspase-8 4 C
; 37 C ;
DAB ; 1 0.1%
X Image—Pro—Plus
( )
1.2.7 TUNEL
3% H,O0, 10 min
; Proteinase K 15 min,;
20 wl : 50 pl
30 min; 50 pl 37 C
30 min; 50 pl - 37 C
30 min; DAB :
(%) = / X
100% o
1.2.8 Y
10
s 1
o 10 9
( ) o 24 h 20
1.3 SPSS 17.0
x*s
SNK P <0.05
2
2.1 Fas. Caspase-8 mRNA
Fas  Caspase8 mRNA I, Fas
Caspase-8 (F =
25.64.36.30 P <0.001) Fas  Caspase-8
1 PCR Fas.
Caspase8 mRNA (n=8 xxys)
Fas Caspase-8
1.10 £0.36" 1.15 £0.30°
1.16 £0.44" 1.20+0.37°
2.67 £0.65 3.36 £0.62
1.73£0.50" 2.23+0.52°
F 25. 64 46.30
P 0.000 0.000

2" P<0.05



Acta Universitatis Medicinalis Anhui 2018 Apr; 53(4)

pp— R T

AT N il
L " ‘-,"t Y
\.";i.‘g. L TR

" . R % x
AL Doth SN
< Wy, 31‘! L ~ )
3 NG 5
s AT R
gh =y ML i 4 - D

Fas x 400
; C D

mRNA N (P<
0.05) ; Fas Caspase-8
mRNA (P <0.05)
(P<0.05);
2.2 Fas. Caspase-8
Fas. Caspase-8

1.2, Image—Pro Plus

2,
Fas  Caspase-8
(F =112.26.84.55 P <0.001) Fas
Caspase-8 N (P<
0.05) ; Fas  Caspase-8
(P <0.05)
(P<0.05);

(C)1994-2024 China Academic Journal Electronic Publishing House. All rights reserved.

2 Fas.
Caspase-8 (n=8 x+5)
Fas Caspase-8
10.07 +1.25" 8.18 +1.20"
11.38 + 2.02" 9.23 £1.36"
32.63 +£3.32 24.88 +2.03
20.50 £3.17" 14.13 £1.43"
F 56.37 112.85
P 0.000 0.000
2" P<0.05
2.3 TUNEL
. . (4.32 +
0.25) .(6.21 +0.46) .(28.60 +1.23) .(11.91 =
0. 60) . (F
=36.57 P <0.001) N
(P <0.05);
(P <0.05)

http://www.cnki.net



* 578 ¢

Acta Universitatis Medicinalis Anhui

2018 Apr; 53(4)

(P<0.05); Fas Fas-.
o Caspase Caspase
2.4 ¥, Beer et al *
3. Fas.FasL
(F=16.28 P =0.064); o Rosenbaum
(F=38.60 P< etal "
0.001) N Fas.FasL Fas
(P <0.05) o 2
(P <0.05) Fas mRNA
(P<0.05); Fas
Marmarou
3 (n=8 xxs) PCR
. Fas. Caspase-8 TUNEL
32.10+£3.17 20.73 £1.52
31.48 £2.62 18.30 +1.43" Y
27.85 +2.20 10.25 £1.18 Fas  Caspase-8
29.20 £2.41 15.50 £1.30" mRNA
F 16.28 38.60
P 0.064 0.000 °
- P<0.05 Fas  Caspase-8
3 Fas FasL
Fas
. Caspase-8 Caspase-8
4 Caspase
o o 2
2 Fas
N A2, Fas
. Caspase-8
5-6 .
Fas a Fas
Fas  Caspase3
14
o Fas
Fas
7
o 1
J. 2017 60(2) : 191 - 2.
o Fas 2
J .
/ 2006 23(6) 1569 ~71.
Fas

3 Marmarou A Foda M A Vavden Brink W et al.

A new mode of

diffuse brain injury in rats. Part I: Pathophysiology and biome—



Acta Universitatis Medicinalis Anhui

2018 Apr; 53(4) *579 +

chanics J .J Neurosurg 1994 80(2) :291 -300.
Sun G Z Gao F F Zhao Z M et al. Endoplasmic reticulum stress—
induced apoptosis in the penumbra aggravates secondary damage in

rats with traumatic brain injury J . Neural Regen Res 2016 11

matory signaling via Fas and tumor necrosis factor receptor I con—
tribute to the development of chest trauma-induced septic acute
lung injury J . J Trauma Acute Care Surg 2013 74(3): 792 -
800.

(8):1260 -6. 10 Beer R Franz G Schopf M et al. Expression of Fas and Fas ligand
Fathali N Ostrowski R P Lekic T et al. Cyclooxygenase2 inhibi- after experimental traumatic brain injury in the rat J . J Cereb
tion provides lasting protection against neonatal hypoxic-ischemic Blood Flow Metab 2000 20( 4) : 669 —77.
brain injury J . Crit Care Med 2010 38(2):572 -8. 11 Rosenbaum D M Gupta G DAmore J et al. Fas ( CD95/APOA)
Strauss K I. COX2 inhibitors for acquired brain injuries: is the plays a role in the pathophysiology of focal cerebral ischemia J . J
time ripe J . Crit Care Med 2010 38(2) :723 -4. Neurosci Res 2000 61( 6) : 686 —92.

7 Han Y Zhang T Su J et al. Apigenin attenuates oxidative stress 12 Fas mRNA
and neuronal apoptosis in early brain injury following subarachnoid GM4 I (
hemorrhage J . J Clin Neurosci 2017 40:157 -62. ) 2005 36(4):477 -9.

8 DiFranco K M JohnsonFarley N Bertino J R et al. LFA- —arge— 13
ting Leukotoxin ( LixA; Leukothera) causes lymphoma tumor re- Caspase3 \Fas J . 2006
gression in a humanized mouse model and requires caspase-8 and 21(4) :296 -300.
Fas to kill malignant lymphocytes J . Leuk Res 2015 39(6): 14 . Fas
649 - 56. J. 2005 27(12):

9  Weckbach S Hohmann C Denk S et al. Apoptotic and inflam- 1226 - 8.

Effects of celecoxib on Fas expression and cognitive function

after traumatic brain injury in rats
Zhang Jinling' Zhang Tao” Guo Jianfei’ et al
('Dept of Pharmacy Xingtai Medical College Xingtai 054031;°Dept of Neurosurgery
The Affiliated Xingtai People’ s Hospital of Hebei Medical University Xingtai 054031)

Abstract Objective

brain injury in rats

To study the effect of celecoxib on Fas expression and cognitive function after traumatic
and to explore its protective effect on traumatic brain injury in rats and its mechanism. Meth—
ods 96 Wistar rats were randomly divided into control group sham operation group model group and drug treat—
ment group. The model of rat brain injury was established by Marmarou method. The expression of Fas and
Caspase-8 mRNA and protein was detected by Real-time quantitative PCR and immunohistochemistry. TUNEL
method was used to detect neuronal cell apoptosis. Y-maze test was used to detect cognitive function of rats. Re—
sults  The expression of Fas and Caspase-8 mRNA and protein in model group was significantly higher than those
in control group and sham operation group ( P <0. 05) ; the expression of Fas and Caspase-8 mRNA and protein in
drug group was significantly lower than those in model group ( P <0.05) yet still higher than those in control
group and sham operation group ( P <0.05) . Compared with the control group the apoptotic cells in the sham op—
eration group were significantly increased ( P <0. 05) . The number of apoptotic cells in the drug group was signifi—
cantly lower than that in model group( P <0.05) vyet still higher than that in control group and sham operation
group ( P <0.05) . Compared with the control group and the sham operation group the number of memory scores
in the model group was significantly decreased ( P <0.05) the number of memory scores in the drug group was sig—
nificantly higher than the model group ( P <0.05) but still lower than the control group and sham operation group
(P <0.05). Conclusion Celecoxib exerts protective effects on neurons after traumatic brain injury and improves
the cognitive function of rats its mechanism may contribute to down — regulate the Fas — mediated apoptosis path—
way.
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