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A Therapy on Riluzole Reduces the Glutamate Levels in ALS
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ABSTRACT Objective To estimate the reducing effect of riluzole on glutamate level in patients with amy-
otrophic lateral sclerosis( ALS). Methods CE-LIF technique was employed to detect the glutamate levels in
CSF and plasma of ALS patients and healthy controls. Results The glutamate concentrations in plasma and
CSF of ALS patients were (75. 65 20. 44) and (8. 1= 2. 71) # mol/L respectivly, which had significance with
control group ( P <0.05). After riluzole treatment, the mean value of glitamate concentrations in plasma was
(66. 19 10. 27) * mol/L. They were significant with those before treatment ( P <0. 05), but still was higher
than control group. Conclusions Our results showed that the glutamate concentrations in plasma and CSF of

ALS patients were higher than control- The plasma glutamate concentrations were decreased af ter riluzole treat—

ment, but were still higher than those of controls.
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