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The purposes of themfstud')were-b-ﬂdy-the anticonvulsant mechanisms of N-

alproic analogue with anticonvulsant

Hydroxymethyl-2-propylpe
activity, on the level of b oving rats. Changes of brain amino

acid namely, glutamate, inobutyric acid) were investigated by

Significant decrea eV ' i tamate, an excitatory amino acid

neurotransmitter, was noted i om-@}fﬂ?i?ﬁr ated -gr whereas a reduction of glutamate was

observed only in rats receiving high dos?EAO ] 'B:W.) of VPA. However, HPP did not directly elicite
_r!"-.-, .-F'.-r" o g

inward currents in aqL‘Jyy dissociated rat h Mﬁdditionally. GABA,, glycine and
- :

ecrease in brain glutamate could

NMDA currents were
primarily account for anticilgjvuls

Based on our ﬂndlng that VPA in the dose of 440 but not 220 mg/kg B.W. exclusively decreased
the level of brai sed the same mechanism of
anticonvulsant ﬂtﬁﬂ ?\lﬂiﬂmﬁmao:lnﬁcmase in cortical glutamate
seemed to be a primary anticonvulsarit mechanism of=HPP. Some meé€hanisms other than that
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