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Effect of CsA on amino acid contents and microenvironment of hippocampal

extracellular fluid after local cerebral ischemia in tree shrews

SUN Shuai

(Department of Cardiology ,Frist People’s Hospital of Yunnan Province , Kunming 650032,China)

Abstract: Objective

possible mechanisms of neuron protection. Methods

To observe the effect of cyclosporin A(CsA)on amino acid and micro environement, and to explore the

To establish three groups: sham,ischemia and treatment groups. The experi-

mental animals were pretreated by CsA (40 mg/kg) at 6 h after occlusion. The focal thrombotic cerebral ischemia was formed by

photochemistry-induced technology in tree shrews. Amino acids and pH,PCO, , PO, and HCO;

by blood gas analyzer and HPLLC-PITC technology respectively. Results

of the above groups were detected

In CsA group.the contents of Asp,Glu and Gly was de-

creased , but GABA increased.and there were notable difference compared with the ischemic group(P<Z0. 01). The most hippocam-

pal neurons were normal;

and microenvironment after occlusion in choosing the 6 h

few was defective after pretreatment with CsA. Conclusion

CsA could improve contents of amino acid

“therapy window”. CsA probably protect neuron by changing contents of

excitatory amino acid or inhibitory amino acid through different mechanisms.
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