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Abstract ]The present study was undertaken to examine the effects of ginseng saponins [ginseng total
saponin (GTS), protopanaxadiol saponin (PD) and protopanaxatriol saponin (PT)] on the hyperactivity,
reverse tolerance and dopamine receptor supersensitivity induced by cocaine. A single treatment with
cocaine produced hyperactivity. Repeated administration of cocaine developed reverse tolerance and
dopamine receptor supersensitivity was also developed in reverse tolerant mice which had received

the same cocaine. The hyperactivity and the developments of reverse tolerance and dopamine receptor

supersensitivity by cocaine were inhibited by ginseng saponins. From these results, it is proposed that

ginseng saponins may be useful for the prevention and therapy of the adverse actions of cocaine. In
addition, the rank order of inhibitory potential was observed as PT>GTS>PD.
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Fig. 1. Effects of protopanaxatriol saponin (PT) on co-

caine induced hyperactivity in mice. PT 100
or 200 mg/kg (i.p.) was injected to mice 1hr
prior to the injection of 15 mg/kg of cocaine
(s.c.). *p<0.05, compared with that of saline
(SAL) group. *p<0.05, compared with that of
cocaine (COC) group.
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Fig. 2. Effects of ginseng total saponin (GTS) on co-

caine induced hyperactivity in mice. GTS 100
or 200 mg/kg (i.p.) was injected to mice 1 hr
prior to the injection of 15mg/kg of cocaine
(s.c.). *p<0.05 compared with that of saline
(SAL) group. *p<0.05, compared with that of
cocaine (COC) group.
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caine induced hyperactivity in mice. PD 100
or 200 mg/kg (i.p.) was injected to mice 1hr
prior to the injection of 15 mg/kg of cocaine
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