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Heavy drinking disrupts the nervous system by activation of GABA receptors and inhibition of gluta-
mate receptors, thereby preventing short-term memory formation. Degradation of cognition by alcohol
induces blackouts, and it can lead to alcoholic dementia if repeated. Therefore, drugs need to be de-
veloped to prevent alcohol-induced blackout. In this study, we confirmed the effect of an ethanol ex-
tract of Cassia obtusifolia seeds (COE) on alcohol-induced memory impairment. The effects of COE and
ethanol on cognitive functions mice were examined using the passive avoidance and Y-maze tests. The
manner in which alcohol affects long-term potentiation (LTP) in relation to the learning and memory
was confirmed by electrophysiology performed on mouse hippocampal slices. We also measured
N-methyl-D-aspartate (NMDA) receptor-mediated field excitatory synapses (fEPSPs), which have a
known association with cognitive impairment caused by ethanol. Ethanol caused memory impair-
ments in passive avoidance and Y-maze tests. COE prevented these ethanol-induced memory impair-
ments in these tests. Ethanol also blocked LTP induction in the mouse hippocampus, and COE pre-
vented this ethanol-induced LTP deficit. Ethanol decreased NMDA receptor-mediated fEPSPs in the
mouse hippocampus, and this decrease was prevented by COE. These results suggest that COE might
be useful in preventing alcohol-induced neurological dysfunctions, including blackouts.
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Fig. 1. COE ameliorates EtOH-induced memory deficit in the
passive avoidance test. COE (0-100 mg/kg) was orally
administrated 1 hr before acquisition trial. EtOH (1 g/
kg) was intraperitoneally injected 30 min after COE
treatment. Retention trial was performed 24 hr after the
acquisition trial (n=10/group). EtOH (1 g/kg) decreased
step-through latency in retention trial and COE (50, 100
mg/kg) reduced EtOH-induced decrease of step-through
latency at dose-dependent manner. Data represent mean
+ SEM. *p<0.05 vs control, # p<0.05 vs EtOH only

group.
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