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B-catenin T QR IZBIZM( n=30,x £5) 3d 7d 144
4 a b a b a b
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Oscillating field stimulation on expression of -catenin protein and

neurons regeneration in rat with spinal cord injury
Zhang Kunkun, Qian Jun, Huang Xianjia, et al
( Dept of Orthopedics , The Second Affiliated Hospital of Anhut Medical University , Hefer 230601)

Abstract Objective To explore the influence of oscillating field stimulation on expression of B-catenin protein
and neurons regeneration in rat with spinal cord injury. Methods Sixty SD rats with spinal cord injury induced by
Allen’smethod were randomly divided into experimental group and control group. The experimental group was im—
planted oscillating electrical field as intervention, while the control group just reveived oscillating electric field stim—
ulator but not applied stimulus. At 3,7,14 d after experiment, Basso-Beattle-Bresnahan( BBB) Rating Scale was
used to observe the recovery of motor function. Western blot, immunohistochemistry and immunofluorescence stai—
ning were used to analyze the expression of B—catenin protein and neurons regeneration of SD rats. The statistical a—
nalysis was performed between the two groups. Results BBB scores showed no significant difference at 3,7 d in
two groups, while BBB scores presented a significant difference at 14 d( P <0. 05) . Western blot and immunohisto—

chemistry results showed that the expression of B —catenin protein was higher than the control group at each time
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qRT-PCR # A 45l HDAC6 Fil «-SMA mRNA A9 3 1k 1% B

MTT A6 o s FLRSC T 4% 240 B 1 240 Jf0 354 8 0% s (6 Lipo—
fectamine™ 2000 Reagent [i].0> 5 LA ZT 4 40 A v 2 e /N 14k
RNA HDAC6( siRNA-HDAC6) J5 WL .0 5 WU LET 4k 41 o 184
FAMIRE . BER et s NUSET 4E40 /il siRNA-HDACSG 21
HDAC6 1l a-SMA (17 1 3R35 B 1 T B%; qRT-PCR H AR
siRNA-HDAC6 2+ HDAC6 Fll o-SMA f) mRNA Rk T~
[%; % 4% siRNA-HDACO BH 5 41 il O 13 BB 2 448 200 1 7y 344 5
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FEHE LB ( histone deacetylases, HDACs) 7E.[»
o5 £ YAl e A e ask A8 v i B AR T 2 BRI R A
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PR AT iz ARGk, BAT AR BEO WUIE RAVEHT. T
LR AR 1 2 S AL 6( histone deacety—
lase 6, HDAC6) 1E 4 11 #4126 H 2 L BEAL B K %
() — B3, 75 21 A A B2 05 19 & A2 R i vh k5 o B A
FIP o BRI 52 HDACG X0 i BIURG 2T 24 200 e o (v
VEREE A B - Z W50 3l 2ok 5% Y4 siRNA-HDAC6
XoF 2L Bt D LA R 338 8 3% 1 0 5 T, R0 5 1 4
R AE B ST HLL R B B D 25 4E A 0 B IR $ 4t
B

1 #MR5EFZ*

1.1 ##l
1.1.1 %4  SPF 2% SD ZLE( #E:) 50 2,1

Ji#E, (20 +£5) ¢, W H ZRUERIRZ L 5 sh P o

1.1.2 #5350 MTT MGG ( 5[ Sigma 23
w)) 3 B8 & A 2000+ TRIzol i 5] ( 3£ [E Invitrogen 2%
7l 5 BT AR LT (O P 275 20 F) 5 PrimeSeript™
RT Master Mix( H 7Z< TaKaRa /¥ %)) ; HDAC6 FTif
( £HE Abcam A 7)) 5 o WLWLEI & H ( a-smooth
muscle actin,a-SMA) | B-actin( Z7H+-{E/AF]) 3 —
o AL DA S AW ARA BRA D) 5 005 5120
£\ SYBR-Green i 5| ( 37 P4 %8 Fermentas 2\ #]) ; b
W TS «-SMAHDAC6 il B-actin.

1.2 7k

1.2.1 BM H75% CEEBGR IR 1S s, FIIR
BEIFIBCH O I, & T v PBS e HIFYS PBS( &
L) HBE3 W, ZHBRILTG o B0 JJELH 259 12y 1
mm X1 mm X1 mm E’\Jéﬂﬁﬂﬂ%,%ﬁﬁo

1.2.2 zrifie AR JSRE (10 AY) Bk A g
(R 12 1) BRETHAL DAL, 37 CoKR, TH AL

point( P <0.05) ,and the expression of B-catenin protein gradually decreased with the extension of the time in the

two groups. Neurons expressed an increasing trend from 3 d to 14 d, while the number of neuron in the experimental

group expressed better than that in the control group,and cell morphology was more regular. Conclusion Oscilla—

ting field stimulation can improve the expression of B-catenin protein and neurons regeneration in the injured spinal

cord , which would contribute to neurological improvement after spinal cord injury.
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