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[ Abstract]

traumatic brain injury in rats ,and to research the mechanism in secondary brain injury . Methods 48 male rats were

Objective  To observe the NF-kB activity and expression of NF-kB mRNA change after
randomly divided into Sham operation group (Sham group,n =6) and traumatic brain injury group ( STBI group ,n =
42). The rat TBI model was established by improved Feeney method . The pathological change was observed through
HE staining, and the activity of NF-kB and TNF-a was judged by immunohistochemistry staining . The mRNA level of
NF-kB was detected by RT-qPCR. Results
higher (P <0.05) , and the activity of TNF-a was increased ( P < 0.05). The activity of NF-kB and TNF-a were
positively correlated (r =0.519, P <0.05). The expression of NF-kB in 3 h and 6 h were higher than that in the

The activity of NF-«kB after traumatic brain injury was significantly

Sham group (P <0. 05) ,the rest had no significant difference (P >0.05). Conclusions The NF-kB is excessively
activated in traumatic brain injury , which is consistent with the change of TNF -a and the pathological change . The
NF-kB may play an important role in secondary brain injury .
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