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Behavioral Score of GAP-43 in Rat Acute Complete
Spinal Cord Injury
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[Abstract] Objective To study the behavioral changes of the spinal cord injury model to provide important data for neuroal
factor therapy of the impaired spinal cord. Methods In SD rat, aged 8 weeks, ( T;~Ty spinous processes as control), after the
spinous process and corresponding lamina of vertebra were removed, the spinal cord was cut by using scissors to prepare the complete
transversal abruptly spinal model. The behavioral score of the rat was recorded at different time. The evaluation was made in
imageology and pathology. Results  The score of SD rat in the experiment group was higher than the control group at different control
time. The pathobiology and imageology alterations were very apparent in the damaged spinal area. Conclusion  GAP-43 has
neuroprotective effect on the recovery of spinal cord injury.
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Tab.1 The behavioral score of the rat was recorded at different time
R[]
45
Istd 3rd d 5th d 9th d 15th d

PR 0+0 0.167 £ 0.104 0.500 + 0.151 1.500 +0.189 2.500 +0.333
bl 0+0 0.933 + 0.667" 1.900 + 0.100" 4.667 +0.167" 7.25 +0.144"
ik 0+0 0+0 0.982 +0.174 2.851 £ 0.202° 5.500 + 0.252"

51 R A ia) s B4 g, *P< 0.05.
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[Abstract] Objective To investigate on EB encoding latent membrane protein 1 (LMP1) regulating the transcription of p16
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and cycin D1 in the Tet-on-LMP1 HNE2 nasopharyngeal carcinoma cell line. Methods pl16 and cyclin D1 promoter activity and

transcription with DOX induction were detected by western blot assay, luciferase reporter system and RT-PCR at the different

timepoint. Results LMP1 downregulated pl6 promoter activity and mRNA expression and upregulated cyclin D1.

Conclusion

EB LMP1 can regulate G1/S checkpoint significantly-related pl6 and cyclin D1 expression at the transcriptional level in the

Tet—on—-LMP1 HNE2 nasopharyngeal carcinoma cell line.

[Key words] Latent membrane protein 1; p16; Cyclin D1; G1/S; Checkpoint

Ak B & F 1 (latent membrane protein 1,
LMP1) 2& EB i 8¢ g i ) 2L 8 1, 36 EK
PR FL IR X 6 DS ] 1 B K M 5 R DX S
IR A X 3 AR AE R 3, 38 B0
FHRAG TG Sl A R A S 5, 5 S
AN RILEES

BATCHIHAESE cyelin D1 78 AR 5505 5 2H 21
S RIE, RUIATHE S SRR R A O Ak
H SRR b R B Al R A /A . SR AR /4
A B R RS Z B B 2 ceyelin D1 RIE R I
A P e R /A R P
F—Jim, ST, ple R KA 5 5 AR,
HZ RGN, BRPLLE 3+ AR, HE,
TE p16 FAVER) S A0 il R rh S A B AE A ple R
beay i LU 3 R A 7 O e - < 7 e me vl
JE MFATWEIE EB W58 LMP1 X cyclin D1 F1 p16
PR T AL T Y SR A A

J IR/ S — AR R , G1/S Al s 28
TERE e 2 BB, FE R AR AT B BOM & 2R X — 4%
RBIES GU/S PEFEHI S M IE Y - eyclin D1
R TA T pl6 SFCHEIE |, cyelin D1
1155 CDK4/6 456 -G, Wil CDK4/6 [k
TR, I — FR GG S A 4 A e s 2 A
Wim. [mlEE,  pl6 fEk CDK Ay fnd A1, Hgmmg
PR AN E A G 1/S B TR T 45 Hh it bR 1 R
¥, HEAFKuEA Y cyclin D1 g ith X [6] 5 [X.
I, nIsedtEgs A CDK, BHIE cyclin D1 i BEETS
CDK LAPHEJESY CDK A&, MRS G1/S £
D R ZEEL . ARG A R o EL AR

Pt FAT1 775Kk — 2P B9 IELE Tet—on—-HNE2
BRI A EB S8 LMP1 P85 G1/S Kl &5 &
BN MM kRN, AANFEURIN T EB %k
B LMP1 4555 S DR 7% 41 B S 300 B 422 1) R 48 L
B AR ) S e

1 MRERE

1.1 FARERANEFREH

Tet—on—HNE2 5 W 95 41 Jitd 214 8 B BB K
MRS IR . fEIZA M R, LMP1 Rk
TRGF S TR0k, BE U AT AE YR I8 R
(doxycycline, Dox) MeEERIIE N, LMP1 & BUAHN
ORI BN . XA LR IR W 15 %o/ LT Y
RPMI 1640, 37 °C, 5 %C0?, Ff4E+F 200 mg/L
G418 1 50 mg/LL ] % 3R 24 W) i a6 W ) T EAT
B g
1.2 HMERER

IO 04 K 9 Y Tet—on-LMP1 HNE2 4il il ,
FA % 0.02 %EDTA Fil 0.25 % [ 1k, 14,
105/mL RN TH IR, WHBEAR IS, 25
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8 94 C 1m ZBME, 20 MEFF 94 °C 1m, 58°C 30
s, 72°C 45s; cyclinD1PCR FUW 2540 94 °C 4m A%
P, 35 MEFR 94 °C 60s, 65 °C 90s, 72 °C 90s.pl6
antisense , 5'-CTG CCC ATC ATC ATG ACC
TGG-3'; GAPDH antisense, 5'-TGA GGC TGT TGT
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Fig.3 Dose course of cyclin D1 luciferase activity
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