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[Abstract] Objective To explore the expression of neuroglobin(NGB) in rats brain edema model induced by
lipid polysaccharide(LLPS). Methods

The research of NGB expression change in infective brain edema induced by lipid polysaccharide

60 female rats were randomly divided into 3 groups:lipid polysaccharide group
(L) ,saline group(S group) , Sham group(C group). Three groups were carrotid injected with LPS 150 ;g(0. 15 mL),
saline 0. 15 mL,nothing respectively. After 12 hours,all rats were sarcrificed,and the brain tissues were harvested.
Dry-wet weight,evan blue, RT-PCR,and immunohistochemistry were used to measure the brain tissue water content,
the integrity of blood-brain barrier,the gene and protein expression of NGB. Results 12 hours after the operation,
the brain tissue water contents, EB value, NGB m RNA and protein expression were significantly high in LPS group.

and the the brain tissue water contents, EB value, NGB m RNA and protein expression were not statistically signifi-

cant between C and S group. Conclusion The expression of NGB in rats brain edema model induced by lipid polysac-
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charide(LPS) is obviously high,it maybe the protection mechanism of NGB in rat brain edema.
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