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There is a great need of new, pro- Remoxipride Remoxipride
cognitive drugs in the treatment of
schizophrenia as the related cognitive 3. Higher doses of remoxipride, result in 4. The total amount of exploration was not
impairments remains the most lower locomotor activity affected by remoxipride
challenging cluster of symptoms to 20 5

ameliorate with current antipsychotic
drugs. Clinical and preclinical studies
suggest that the pathophysiology of the
cognitive dysfunctions in schizophrenia
iInvolves dysregulation in cortical
glutamate trasmission'43. Interestingly,
previous preclinical studies suggest that
the antipsychotic drug remoxipride might
have glutamate modulating ability, as it
has been suggested to act as a mGlur
2/3 agonist in addition to its dopamine D2
antagonistic effect. Furthermore,
remoxipride has also been shown to
prevent cortical glutamate release .

produced by NMDA?R antagonists (e.g. {# 30 min ‘ 2MIN _ 24 h - >MIN »
ketamine and phencyclidine)*. With this
background, the aim of this study was to
investigate the effect of remoxipride on

recognition memory by using the novel ‘
object recognition task in rats.
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