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Effects of Fas protein expression on neural apoptosis in hippocampus after traumatic
brain injury in rats
ZHAO Jing-xia', LIU Qing-jun®, CIU Jian-zhong' , GAO Jun-ling', HONG Jun’, SONG Zhao-yan’ (" Department of Biology, Col-

lege of Medicine, *Department of Neurosurgery, Northemn China Coal Medical College; * Department of Neurosurgery, Tangshan Workers' Hospital,
Tangshan 063000, China)

Abstract: Objective To study the mechanisms of nerve cell apoptosis after traumatic brain injury and the in-
fluences of CTP on rals after brain trauma. Methods The model of severe closed traumatic brain injury (TBI) was
used. A total of 300 Wistar rats were divided randomly into TBI group, CTP treatment group, and sham operation
group. The Fas protein expression and neural apoptosis in each group were observed at 3, 6, 12, 24, 48, 72, 168,
and 336 h after TBI. At the same time, the rest 12 rats were employed as the normal controls. Immunohistochemistry
and TUNEL staining were used to observe the neural apoptosis and the expression of Fas protein in hippocampus of
rats after TBI. Results Increased expression of Fas protein and neural apoptosis were found in the rat hippocampus
after TBI. Conclusion The increased expression of Fas protein may result in neural apoptosis after TBI. CTP can
reduce the expression of Fas protein and neural apoptosis.

Key words: rat; severe closed traumatic brain injury; hippocampus; apoptosis; Fas; CTP

AR, o FAEW A WE IR, i S A i A
e IX, i) th B AR P SE T H AT, [
PH A SRk — 4 P B 5 K 22 SRy R ke ot A 462 07
A KM 195 i 3 — U A 4 L) BIL 7 1 A 4 ) A

SEE B ), R R R 300 ~ 350 g, B L A i B 45 4L (96
B, EWTHRITA (96 H) REFARA (96 H), 54 55 %)
SRS 3.6.12.24 48 .72.,168.,336 h % 8 NI FEAL, BB AH
S22 HRRL S 12 BYERIER 4.
1.2 K S AR R 45 B AL 6] &

iHo R, ASHIEE A R P 5 P S O 7Y, R
SO U i A7 0 YL O G e R B 21 4% )
2R IR T B LR BEA TR

1 #MRSHE

1.1 S¥%sHhdhaum
TBUAR AF (gt B PE Wister Bl 300 HL () [ b3 A2 B 2

PEEM A I 1970 - ), AR BT, DR, BT e A A Ty
FTATFSE . HL < (0315)3725606, E-mail: Ljzjx6112@ yahoo. com. en
WA B A < 2004-04-20; 8 21 B A : 2004-12-05

$82 18 Marmarou 25" @ 7 A9 7 1 B PR A T8 M 6 £ AR 2R
M F ARG T BRIk VI 44 EABMG. 1EH X
S AT AT b B,
1.3 &%k

IR TR B IR M e A I T (SRR M —
WLOWA T BT AHEARLR, Y S 8 2SS
616021 )30 mg- kg ™' W', 24 /NI 1 R E E S B AL
BE o B2 (5T A L R S B 2R A [ i () P 4 T S
A HRER K e RS
1.4 H

F ik )5 & mR A X s ST 2 BETR A TR BE R, T



12

B, % KRR S X Fas A RE SHEMMTE T

1227

19,49 2 B R L2 FE W B € 10 min J5 , W7 LB B4 2, B/
T 4% ZRPREGEE 12~ 24 h(4 C). B FEE P R4 4
PR, HRLBEK e, RIS ) A R 2 4 pm,
R R RBE B R BT 60 CHERAME 1 h G, T
WA TR
1.5 JBAsfmRe 8 —#® (TUNEL %)

ks I E BM 2 @) (in sitw cell death detection kit, AP)
VLIH PR AR, ARSI B X B UL PBS -, W
L 4 P f A 2 4 £
1.6 Fas k& & BN F &

TR RIE e L A B AR A R 2N ) R A 156 B S AT
A BRI B YE TR, LA PBS A —di. MO R i

AR EIRE N Fas HMEANH
1.7 Bigar
KA CMIAS-FUR (8 B2 R BT R (AL A= AR K
. \
A\
-i\ ! . 8
(R T %
S - - ’.

SEFRAE) A OLYMPUS 545 5 668 85 104 7 i 25 0K 8 1 PH 4 40 g i
B (A~/400 1590 EF ) K Fas 5 (A PHYE AR RO F- 246 % BE (L (D) )
i 5E
1.8 %itsF7%k

LIMAIEE A x £ s TR, B access R B H 5 1 1 &
[ SAS GEiHK PFE T ¢ Kide .

2 & B

2.1 HEHELEMNZmeE THEMNER

AE AT R 2H K A8 F AR 20 v 5 o DL 08 TS PR A, i B £
ARG 24 h, ¥ 5 CA2 XD B/t S T PR PE 40, B T
PR A a3 05 5 5 (B 1) 455 72 h FHVE 200 it 2t 32 o
£ Fhla 7 dikmie (& 2)60)5 14 d 10 PEYE 4 M 20 4 B
TRE. AR, E0& 76 A6 R O & e ] B T
Gt LT ARFEELGEEL,E L,

A: TBI group; B: CTP group
Bl %E48hiE3 CA2E Fas EARE (SPx400)
Fig 1 Expression of Fas protein in the hippocampal CA2 region at 48 h after TBI  (S-P x 400)
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Fig 2 Neural apoptosis in the hippocampal CA2 region at day 7 after TBI (TUNEL x 400)
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F1 WAGEED CA2 RWEMI Fas EARIE (D,
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Tab 1 Expression of Fas protein in the hippocampal CA2 region
after TBI (D, n=4, X +s)
Phase (h)
12 24 48 72
T 0.127:0.015 0171085 0.22+0.08 0.25+0.03 0.247 £0.025
CIP 01820016 0.157+0.00 0.19:£0.05° 0.10+0.05" 0.14+0.21™

Group

*: P<0.05, #*: P<0,01, vs TBI group

#2 WANGERD CA2 EWEMM T (number/HP, n=4, x +s)
Tab 2 Neural apoptosis in the hippocampal CA2 region
after TBI ( number/HP, n=4, ¥ £5)

Phase (h)
Group
) 48 7 168 336
TBI  1B.00+£3.408 21.18+3.75 M.45+3.067 2.18+4.67 15.26+3.350
CIP 17.45+£3.94 19451311 21.19£3.52" 2L.0+4.64"  11.8:2.50"

#3: P<0.05, #%: P<0.01, vs TBI group
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