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[ Abstract ] Objective: Traumatic brain injury ( TBI) is a common neurological injury. Brain nerves will be severely damaged after TBI. This experiment
will study C57BL6/N mice, and explore the improvement of Melatonin (MT) on traumatic brain injury in mice through the NF—« B pathway. Methods: Thirty
C57BL/6 mice were randomly divided into control group, model group and drug intervention group. The control group was fed normally. TBI mouse model was
constructed in model group. Drug intervention group was divided into Tow, medium and high dose; mNSS score was used to evaluate the neurological impairment
of mice. The expression of TLR4 and NF—« B gene was detected by qRT—PCR. Western blot assay was used to detect the changes of IL—=1 8 and IL—6 protein.
Results: mNSS score in control group was 1 point, mNSS score in TBI group was =10 points, mNSS score in drug intervention group was <7 points. In gRT—PCR
assay, mMRNA contents of TLR4 and NF—« B in brain tissue increased in TBI group compared with control group, but decreased in MT group compared with TBI
group. In Western blot assay, the protein expressions of IL—1 B and IL—6 in brain tissue of the TBI group were increased compared with the control group,
while the expressions of IL—1 g and IL—6 were decreased in the MT drug intervention group compared with the TBI group. Conclusion: MT can reduce the expression
of inflammatory factors through NF—« B pathway and improve the neuroinflammatory response in mice.
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