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Inhibition effects of basic fibroblast growth factor on c-fos gene expression after trac-

tive spinal cord injury in rats

LIU Lei, TANG Kang-lai, XU Jian-zhong, LI Qi-hong (Department of Orthopaedics, Southwest Hospital, Third Military Medical Universi-

ty, Chongging 400038, China)

Abstract: Objective To observe the effects of basic fibroblast growth factor on c-fos gene expression in spinal
cord neurons of rats after tractive spinal cord injury. Methods The animal model of SD rats with tractive spinal cord
injury was established through tracting T\; — L, spine longitudinally with a special spinal tractor that was put on parap-
ophysis of T, — L vertebrae after exposing Tj; = I, spinal cord via dual laminectomy, meanwhile spinal cord function
was monitored by cortical somatosensory evoked potential (CSEP). Forty model rats were randomly divided into 2
groups, the bFGF treatment group (n =20) with bBFGF injection into the subarachnoid cavity and the control group
(n =20) with saline injection. Five SD rats without any treatment served as normal control. The c-fos gene expres-
sion was detected with immunohistochemistry and analyzed quantitatively with image system of computer. Results
The e¢-fos gene expression in tractive spinal cord injury was higher than that in normal control group, especially in-
creased markedly in damaged neurons. The peak value of ¢-fos gene appeared in 2 h after the injury, but c-fos level
in the bFGF treatment group was lower evidently than that in the control group at the different sacrificed time ( P <
0.05 or P <0.01). Conclusion Basic fibroblast growth factor can inhibit significantly the ¢-fos gene expression in
spinal cord after tractive injury, which may be one of the mechanism that bBFGF protect neurons and relieve lesion in
spinal cord.
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Fig 1 Expression of C-FOS in 2 h after tractive spinal cord injury
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