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Abstract  Objective  To investigate the protective effect of ascorbic acid on secondary brain injury caused by trau—
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matic brain injury and its possible mechanism. Methods The rats were randomly divided into sham + saline group
sham + ascorbic acid group hit + saline group and hit + ascorbic acid groups. Moderate traumatic brain injury model
was established 24 hours after traumatic brain injury the neurological injury score brain water content and permea—
bility of blood brain barrier were evaluated. 24 hours after traumatic brain injury the expression of tumor necrosis
factor-o ( TNF-t) and aquaporin 4 ( AQP4) in damaged brain tissue were evaluated by Western blot method. Re—
sults Compared with the hit + saline group the hit + ascorbic acid groups degree of neurologic injury mitigated and
brain edema reduced the extent of damage to blood brain barrier reduced significantly TNF-o and AQP-4 reduced.
Conclusion Ascorbic acid can reduce brain edema and fight against the destruction of the blood brain barrier.
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