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Effects of high dose methylprednisolone on cell apoptosis and Bcl-2 expression after acute spinal cord injuries in rats
MA Li-jie*, ZHANG Jun-jun,WU Hao-tian. *Department of Orthopaedics ,the North of China Coal Medical College , Tangshan
063000, Hebei,China
ABSTRACT Objective:To investigate the effect of high dose methylprednisolone (MP) on cell apoptosis and Bel-2 expres-
sion after acute spinal cord injury (ASCI). Methods: The 48 female rats were randomly divided into two groups: control group
and experimental group. The spinal cord of rats were wounded at the level of Ty j in moderate degree for each group. Thirty
minutes after ASCI, the subjects in experimental group received MP injection through intraperitoneal with dosage of 30 mg/kg.
Then a dosage of 5.4 mg/kg of MP was given through intraperitoneal injection every hour in 24 hours. The subjects in the con-
trol group received Normal Saline instead of MP with the same method. The impaired spinal cords were harvested on 4 h,8 h, 1
d,3 d,7 d and 14 d after injury,and at each time point 4 rats were sacrificed in each group. The terminal deoxynucleotidal
transferase-mediated DUTP-biotin nick end labeling (TUNEL) and immunohistochemical measurement were used to observe
neural apoptosis and Bel-2 expression. Results : Apoptosis cells were noted primarily at 4 h after injury, with a maximum pres-
ence in lesion center at 8 h. The apoptotic index of MP-treated group had distinctly less than that of control group in 8 h,1 d
and 3 d after trauma. The Bel-2 increased in the experimental group. Conclusion : The administration of the high dose methyl-
prednisolone (MP) can inhibite the apoptosis after acute spinal cord injury in rats and increase the expression of Bel-2.
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Tab.l Amount of Bcl-2 expression at different time in each group(z+s,x107)

ZH 51 () 4h 8h 3d 7d 14d
pORiikaEl 24 6.97+1.42 10.68+1.81 22.64+1.45 18.16+2.78 12.72+2.82 9.96+3.05
JRITAL 24 7.38+2.60 15.26+2.16* 26.14x1.574 20.86+2.41 12.33%3.10 10.96%3.53

TE: SRIRAAA L, *1=3.25, P<0.05, 4=3.28,, P<0.05
Note ; Compared to comtrol group, *t=3.25,P<0.05,4=3.28, P<0.05

* 2 MRAMETEESHESETHBEEZE (v, x10™)

Tab.2 Number of apoptosis cells at different time in each group(x+s,x10™)

ZH 5 AR 4h 8h 3d 7d 14d
X REZH 24 3.08+1.15 7.42+0.72 5.03+0.89 3.36+0.95 1.60+0.89 1.52+0.76
JRITLH 24 2.84+1.41 5.75+0.79% 3.13+0.617 1.93+0.87% 1.21£1.03 1.49+0.49

FE SXHIRALA L, 4=3.12, P<0.05,5=3.52, P<0.05
Note ; Compared to comtrol group, “¢=3.12,P<0.05,%=3.52,P<0.05
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