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Abstract : Effects of single and repeated administration of various nootropic candidates were examined on
impaired acquisition by single oral administration of 3 g/kg ethanol (EtOH) in step through test. The inhibitory
effect of EtOH on acquisition was significantly reduced by single picrotoxin, but not affected by diazepam,
acetyl-L-carnitine and apomorphine. Single or repeated red ginseng total saponin and deprenyl, single pirac-
etam, repeated N-methyl-D-glucamine, but not single or repeated protopanaxadiol, protopanaxatriol and cen-
trophenoxine significantly ameliorated the impairment of acquisition by EtOH. On the other hand, the inhibitory
effect of repeated red ginseng total saponin but not that of repeated N-methyl-D-Glucamine, was significantly
blocked by pretreatment of oi-methyl-p-tyrosine, a inhibitor of catecholamine synthesis. Whereas, the inhibitory
effect of repeated deprenyl on EtOH amnesia was exaggerated by o-methyl-p-tyrosine. These results suggest
that the amelioration processes of drugs on ethanol amnesia involve complex mechanism between the central
GABAergic and dopaminergic neuronal activity in memory and learning, although the effects of repeated drugs
administration are not yet clear.
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picrotoxin(PIC), diazepam(DZP), acetyl-L-carnitine
(CAR), apomorphine(APO) % haloperidol(HPD)
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g. 1. Effects of acute picrotoxine (PCT), diazepam (DZP),
acetyl-L-carnitine (CAR), apomorphine (APO) and
haloperidol (HPD) on impaired acquisition of
ethanol-treated rats in passive avoidance perfor-
mance. PCT (1.25 mg/kg, ip.), DZP (0.1 mg/kg,
ip.), CAR (200 mg/kg, i.p.), APO (0.5 mg/kg, i.p.)
and HPD (0.1mg/kg, i.p.) were given 30 min before
ethanol injection in individual animal groups. La-
tency indicates the time rats entered into the dark
compartment. Values represent the mean S.E.M. of
three to six rats. ** p<0.01 when compared with
control.
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Fig. 2. Effects of single red ginseng saponins administration
on impaired acquisition ethanol-treated rats in passive
avoidance performance. Red ginseng total saponin
(RGTS; 100, 200 mg/kg, p.o.), protopanaxadiol (PD;
100, 200 mg/kg, p.o.), and protopanaxatriol (PT; 100,
200 mg/kg, p.o.) were given 30 min before ethanol
injection in individual animal groups. Latency indi-
cates the time rats entered into the dark compartment.
Values represent the mean S.E.M. of three to nine rats.
* p<0.05 when compared with control.
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Fig. 3. Effects of repeated red ginseng saponins adminis-
tration on impaired acquisition in ethanol-treated rats
in passive avoidance performance. Rats were admi-
nistered red ginseng total saponin (RGTS; 100, 200
mg/kg, p.o.), protopanaxadiol (PD; 100, 200 mg/kg,
p-0.) and protopanaxatriol (PT; 100, 200 mg/kg, p.o.)
for seven consecutive days and ethanol was injected
30 min after last treatment of drugs in individual
animal groups. The control animals were given only
normal saline without drug for seven consecutive
days. Latency indicates the time rats entered into the
dark compartment. Values represent the mean S.E.M.
of three to nine rats. ** p<0.01 when compared with
control.
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Fig. 4. Effects of single and repeated N-methyl-D-glucamine
(GLU), piracetam (PIR), centrophenoxine (CEN) and
(—)-deprenyl (DEP) administration on impaired acqui-
sition in ethanol-treated rats in passive avoidance
performance. Rats were administered GLU (500 mg/
kg, p.o.), PIR (500 mg/kg, p.o.), CEN (500 mgke,
p.o.) and DEP (25 mg/kg, p.o.) for one day or seven
consecutive days and ethanol was injected 30 min after
last treatment of drugs in individual animal groups.
The control animals were given only normal saline
without drug for one day or seven consecutive days.
Latency indicates the time rats entered into the dark
compartment. Values represent the mean S.E.M. of
three to six rats. ** p<0.01 when compared with

control.
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Fig. 5. Effects of pretreatment of ¢t-methyl-p-tyrosine (0-MT)
on the inhibitory effects of ethanol amnesia by repe-
ated red ginseng total saponin (RGTS), N-methyl-D-
glucamine (GLU) and (—)-deprenyl (DEP) administra-
tion in passive avoidance performance. Rats were
administered RGTS (200 mg/kg, p.o.), GLU (500 mg/
kg, p.o.) and DEP (25 mg/kg, p.o.) for seven conse-
cutive days and ethanol was injected 30 min following
last treatment of drugs in individual animal groups. o-
MT (200, 300 mg/kg, i.p.) was injected 24 hrs before
ethanol treatment. The control animals were given
normal saline instead treatment of o-MT before
ethanol treatment. Values represent the mean S.E.M. of
three to eleven rats. ** p<0.01 when compared with
control.
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