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[Abstract] Objective:To study the interference effect of methylprednisolone (MP) at different time points on
the expression of heat shock protein 27 (HSP27) in ischemia—reperfusion spnal cord injury.Method:75 SD
rats were divided into five groups randomly (n=15):Group A,B,C,D and E.In group A, aortic artery was ex-
posed alone as control.Animals in group C,D and E all underwent 30min of occlusion to aortic artery,and
animals in group C,D and E received 30mg/kg of MP at 30min, lh and 3h prior to injuryrepectively.Animals
in group B received same dose of normal saline as condrol before injury.The spinal cord specimen from group
A 3h after surgery and from other groups 3h after injury were harvested,embedded,sliced and stained im-
munohistochemically.The neuron cell body,nucleus,nucleolus, polarity and Nissl body of the neurons were ob-
served histopathologically ,and the level of HSP27 was tested immunohistochemistrically.The absorbance value
(A) of the positive stained substance stand for the intensity of HSP27 expression.Result:From HE stained
sections, the specimen in group A displayed normal neuronjatrophy of the neurons,blur of nucleus,nucleolus
and Nissl body,and disappearance of polarity were observed in group B.Atrophy of the neuron was alleviated
in group C than in group B.The nucleus and nucleolus can be seen clearly,polarity existed but the Nissl
body was not homogeneous in group C.Compared with group C,neuron atrophy was more severe in group D,
Nucleus,nucleolus and polarity can’t be seen clearly in certain neurons and the Nissl body was not homoge-
neous either in group D.No obvious difference of above parameters were seen between group E and group B.

The intensity of HSP27 expression differed among each group,and the value of absorbance of each group was
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63.76+3.02,100.32+4.13,132.05+5.03,121.92+4.68,102.16+5.96 respectively.The expression in group C and D

was higher than that in group B (P<0.05),and also statistical significance was found between group C and

group D (P<0.05).There is no significant statistical difference between group E and group B (P>0.05).

Conclusion: Expression of HSP27 in spinal cord can be upregulated after use of MP 30min prior to

ischemia—reperfusion injury.
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