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Effects of repulsive guidance molecule B on functional recovery after spinal

cord injury in rats
Xiong Ming,Shao Gaohai Lt Jinhua,Zhang Tao ,Zhang Hongjun
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[ Abstract ]Objective : To explore the expression rule of repulsive guidance molecule B(RGMB) after spinal injury in rats and its cor—
relation with the spinal cord functional recovery. Methods ; Totally 65 adult male SD rats were divided into A,B,C groups ran—
domly. Chondroitin sulfate (chondroitinase ABC,ChABC) enzyme was not applied to do degradation in group A (n=25). ChABC was
used to do degradation in group B(n=20). Only spinal cord was exposed in group C(n=20). Body movements were recorded in three
groups al the same postoperative time points. Rats were executed to do specimen detection. Basso—Beattie—Bresnahan (BBB) score
was used to evaluate the feeling and movement of rat’s hindlegs. HE staining was employed to calculate the total damage. Real—time
PCR was used to detecte RGMB mRNA expression.Immunofluorescence staining was used to observe the double standard expression
of glial fibrillary acidic protein (GFAP) and neurofilament—200 (NF-200). Results ; Within the same period at 2—-4 weeks after the
injury,, BBB score was obviously higher in group B than in group A(P<0.05). Two weeks after the injury, HE staining demonstrated
hollow formation in A and B groups;damaged area was significantly smaller in group B than in group A(P<0.05). At 2-4 weeks after
the injury, GFAP/NF-200 double immunofluorescence staining demonstrated that GFAP expression was gradually lower in group B
and immunofluorescence intensity value was significantly higher in group A than in group B(P<0.05) ; NF-200 positive staining fibers

passed through the damaged area and immunofluorescence intensity value was significantly higher in group B than in group A(P<0.05).

RGMB mRNA expression was decreased in group B than in
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group A(P<0.05). Conclusions : After spinal cord injury in rats,

RGMB concentration in the microenvironment is negatively
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correlated with the spinal cord functional recovery. RGMB in—

hibitors may be helpful for clinical treatment of spinal cord in—
jury.
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ZREIEE A .
1.2 K AAMBAG AR B &-Fo 520
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F1 5/E3.7.14.28d HHKXR BBB ALK (x £5,n=5)
Tab.1 Comparison on BBB score on 3,7,14,28 d after the injury (x +s,n=5)
) e it
3d 7d 14d 28 d
320+ 1.88 420242 7.22 £2.42° 14.22 +2.42* 1=-3.730,P=0.042
B 3.68 + 1.67 4.71+2.59 9.71 £2.59° 19.41 +2.59* 1=—2.940, P=0.040
) 1594 +1.24 19.01 £ 1.57 20.55 £ 1.54 20.42 + 1.66 t=—1.850,P=0.030
FAH 3.660 4.760 9.780 11.680
P 0.062 0.074 0.032 0.022

Hia, 5 A 45 P<0.05
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Ji G 6 T S i 21 R A T U, 6 R R AT, {H R —
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0.05) ;2 4120 N BBB P44 ikt 5 , 2R A Gl #E X
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22 ABFEMR
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0.85) mm?, B A5 IX AR /N T A 4H(P<0.05) ;455)7 28 d
2 G IX 23 Ay (2.81 £0.87) mm?, (1.52 +0.85) mm?(P<
0.05), WK 1,

C.B4l14d D.B#1284d
1 BRALREFEYR (HE,100x )

Fig.1 Spinal cord tissue pathological slices ( HE, 100 x )
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Fig. 2 Immunofluorescence staining observation( 100 x )

2.4 RGMB mRNA #9 real-time PCR # |
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#2 f5/514d7%028dGFAP,NF-200 ®ERKLERAMEERE
Syt (x+s,n=5)
Tab.2 Percentage of positive area of immunofluorescence of
GFAP and NF-200 on 14 d and 28 d after the injury ( x +s,n=5)

205 GFAP NF-200
AC14d) 421+1.67 0.87 £0.35
A(28d) 3.94+1.05 2.01£0.98
B(144d) 3.72£2.01 3.75+1.27
B(28d) 0.79 + 0.84 435+2.14

A BEIGT 14 d & 28 d A B 2 4 GFAP,NP-200 ik 2% 2 ¥4 48
28 L (P<0.05) A 2H GFAP 14 d #1128 d 4H N FK Ik LG4
X (P>0.05)

LB 1) poneemememcmeaeesoeesesssssesssesesssesesssssesesesnens
Fr 120
D 11 B | (SRR
ey 80 f-
Lo nAZ4L
= U | et | moien | e uB4l
(o'
RIS | EEEE ] ==
m
= 20 B8t - B -
£ 0 . . .

1 2 3 4

Fif ] ()& )

B 3 AJFEE RGMB mRNA Mt RiLXE
Fig.3 Relative expression of RGMB mRNA after the operation
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