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The Neuroprotective Effects of Daidzein on Hippocampal Neurons Injury Induced by

Glutamate in Vitro on Rats
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ABSTRACT Objective To investigate the action and mechanism of daidzein on glutamate-induced injury in cultured

Methods

cerebral hippocampal neuron of rats.

determined by observing SOD, MDA and calcium concentration of neuron.

Effects of daidzein on hippocampal neuron injury induced by glumate was

Results  Daidzein prevented the elevation of

intracellular calcium and content of MDA, and increased activity of SOD induced by 400 pwmol - L Glutamate in a concentration

dependent manner.  Conclusion

The neuroprotective effects of daidzein could be associated with inhibiting intracellular

calcium overloading, decreasing MDA content, and increasing activity of SOD.
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Tab.1 The effect of daidzein on SOD activity and MDA
content in hippocampal neurons x+s,n=12
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(pmol - L™") (pumol - gpr™') (KU - gpr™")
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Fig.1 Inhibition of the increase of [ Ca’" ]i induced by
Glu by various concentration of daidzein

Compare with normal group , *' P <0.05; Compare with Glu
group , **P <0.05

A. normal group ; B. Glu group ; C. Ver group ; D. 50
wmol + L™' Daidzein ; E. 100 wmol - L~' Daidzein ; F. 2 000
pmol - L' Daidzein
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ABSTRACT Objective

To study the bioequivalence and relative bioavailability of ambroxol hydrochloride orally



