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Effect of minocycline on caspase-3, p53 and apoptosis after spinal cord injury in
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Abstract . Object'ive To investigate the effect of minocycline on the expression of caspase-3, p53 and
apoptosis after spinal cord injury (SCI) in rats. Methods One hour after spinal cord injury, adult male SD
rats were divided randomly to receive 50 mg/kg minocycline intraperitoneally and 24 hour again, followed by 5-
day 25 mg/kg minocycline ( group A), or normal saline (group B), with 56 rats in each group. After opera-
tion, the rats were sacrificed at4 h, 8 h, 1 d,3d, 7d, 14 d and 21d (n =4 at each time point), and the in-
juried spinal tissue specimens were stained with hematoxylin and eosin ( HE) , immunohistochemistry and termi-
nal deoxynucl-eotidyl transferase-mediated dUTP nick end labeling ( TUNEL) method, and caspase-3 activity
was examined. Results The histopathologic changes in spinal cord tissues in group B was worse than that in
group A. The expression of caspase-3, p53 and apoptotic cells was observed in two groups, and the apoptotic
index and the expression of caspase-3, p53 in group B were higher than that in group A (P <0.05). Conclu-
sion  Minocyeline could inhibit the expression of caspase-3, p53 and apoptosis after SCI in rats.
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