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Effect of high-dose methylprednisolone on expressions of c-fos and heat shock protein 70 after acute spinal
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[ Abstract | Objective:To discuss the effect of high-dose methylprednisolone (MP) on the expressions of c-fos and heat shock protein 70
(HSP70) after acute spinal cord injury (ASCI) in rats. Methods: The rat model of ASCI was established by using Allen’s method in 48
female Wistar rats,and the rats were treated with MP  (MP group) or normal saline (NS group) after ASCI. The expressions of c-fos and
HSP70 were determined by immunohistochemical method and image analytical technology 1,3,and 6 hours and 1,2,and 3 days after ASCI,
respectively. Results: The expressions of c-fos and HSP70 in spinal cord tissues were positive in both NS group and MP group. The expres—
sion of c-fos increased after ASCI, and reached the peak 3 hours after ASCIL. The expression of c-fos in MP group was significantly lower than
that in NS group 1,3, and 6 hours afier ASCI (all P < 0.05). The expression of HSP70 increased after ASCI and reached the peak 1 day
after ASCI. The expression of HSP70 in MP group was significantly higher than that in NS group 6 hours, 1 day,and 2 days after ASCI (P <
0.05,P < 0.01,and P < 0.01,respectively ). Conclusion: MP could inhibit the expression of c-fos and stimulate the expression of HSP70,
and thus it is effective in treating ASCL
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