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The change and significance of four kinds of amino acid in cerebrospinal fluid of rats with neuropathic pain
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Abstract : Objective

,Yang Tiande'”

To investigate the change and significance of four kinds of amino acid in cerebrospinal fluid of rats after
spared nerve injury(SND). Methods A total of 30 male SD rats were randomly divided into 3 groups with 10 rats in each group:
control group(group A) ,sham group(group B) and SNI group(group C). Mechanical withdrawal threshold(MWT) and the concen-
trations of glutamic acid(Glu) ,aspartate( Asp) , y-aminobutyric acid(GABA) and glycine(Gly) were measured before operation and
after operation. Results MWT of group C were lower than that in group A and B after 1,3,5 days of operation(P<C0. 01). The
concentrations of Glu, Asp in group C were were significantly higher than those in group A and B after 1,3,5 days of operation( P
<C0.01). The concentrations of GABA,Gly in group C were significantly higher than those in group A and B after 1 day of opera-
tion(P<C0. 05). The concentrations of GABA,Gly in group C were significantly lower than that in group A and B 3,5 after days of
operation( P<C0. 05). Conclusion The imbalance of EAAs-IAAs in the SNI rats maybe one of mechanisms in the neuropathic pain.
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