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Synergistic effect of NF-kB and miR-146a in inflammatory reaction process after mild traumatic brain injury in rats
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Abstract : Objective

mode in the inflammatory reaction process after mild traumatic brain injury(TBI) in rats. Methods

To investigate the action mechanism of cortex NF-¢B activation and the miR-146a transcription regulation
The 60 healthy male SD rats
were selected and randomly divided into the control group(n=10) and the mild traumatic brain injury(TBI) group(n=150). The
mild TBI group was sub divided into five subgroups according to different time points:1,3,6,12,24 h after brain injury. 10% chlo-
ralic hydras(0. 3 mL/100 g) was intraperitoneally injected. The Marmarou’s method was adopted to induce rat mild TBI by dropping
the copper rod, weighed 450 g and 18 mm in diameter,from 1 M height. The control group was only given corresponding anesthesia,
scalp incision and suture. The changes of cortex NF-kB and miR-146a were compared between the two groups using real-time quan-
titative PCR and Western blot methods. Results At 1,3,6,12,24 h after TBI, miR-146a expression was significantly up-regulated
by 1.21+£0.15,1.73+0.29,2.36+0.24,3.60+0.37,1.97+0. 26 fold compared with the control group,which reached to the ex-
pression peak at 6—12 h after TBI,its transcription level was down-regulated at 24 h. The activation and nuclear translocation of
NF-kB was basically similar to the expression pattern of miR-146a. Conclusion The expression of miR-146a in mild TBI is signifi-
cantly up-regulated, NF-kB enhances the transcription level of miR-146a by upstream control components. NF-kB-miR-146a pathway
may play an important role in promoting the inflammatory reaction process after TBI.
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