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Abstract

Petroleum ether layer of Cnidium
monnieri (SCMpg) administered before the
training trial attenuated the scopolamine
(SCOP)-induced performance impairment on
passive avoidance task and Morris water
maze in male rats. Only adrenalectomy but
not scopolamine methylbromide (peripheral
cholinergic antagonist), 6-hydroxydopamine
(peripheral  catecholaminergic  neurotoxin
when given intravenously) blocked the
counteracting effects of SCMpz oOnN
SCOP-induced performance impairment in
male rats. From these data, we demonstrated
that the counteracting effects of SCMpe may
be partially related to activate the adrenal
gland. Furthermore, osthole, a major
lipophilic ingredient of SCMpg, administered
sc or icv promoted the performance of Morris
water maze in intact female and attenuated

the performance impairment in
ovariectomized female rats.
We  further found intraciterna

administration of osthole attenuated the
performance impairment of Morris water
maze caused by 6-hydroxydopamine (icv,
central catecholaminergic neurotoxin) but not
5,7-dihydroxytryptamine (icv, centra
serotonergic neurotoxin) and AF64A (icv,
central acetylcholinergic neurotoxin).
Therefore, the attenuating effects of osthole
might be related to modulating the activities
of central catecholaminergic but not



acetylcholinergic and serotonergic neuronal
system. Finally, intracisternal administration
of osthole did not reverse the performance
impairment of Morris water maze caused by
bilateral intrahippocampa injection of
propranolol. From these results, we suggest
osthole is a major component of SCMpe and
the attenuating effects of osthole were related
to modulating the activities of centra
catecholaminergic neuronal system via
activating adrenergic o receptors.

Keywor ds. Osthole, Learning and memory,
Passive avoidance task, Morris
water maze, catecholaminergic
neurons
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