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Abstract

This present study was aimed to
investigate the ameliorating effects and its
mechanism of Flos Lonicerae on drug-
induced memory impairment in rats. First, we
evaluate the ameliorating effects of Flos

Lonicerae on scopolamine-induced
impairment of passive avoidance response in
rats. Flos Lonicerae crude extracts
ameliorated scopolamine-induced

impairment of passive avoidance response.
Then ethyl acetate layer among four layers of
Flos Lonicerae has better potency.

Secondly, we clarified the relationship of
central and peripheral nervous system on the
ameliorating effect of ethyl acetate layer of
Flors Lonicerae in rats. The data found
peripheral cholinergic
antagonist-scopolamine methybromide did
not blocked the reversal from scop-induced
impairment, but ethyl acetate layer of Flos
Lonicerae reversed the impairment of passive
avoidance response, spatial performance and
intermediate reference memory induced by
central cholinergic neurotoxin Ethylcholine
aziridinium (AF64A) in rats.

From these above verdicts, we suggested
Flos Lonicerae posseses ameliorating activity
for memory deficit, and its main constituents
exist in ethyl acetate layer.

Keywords: Flos Lonicerae, Learning and
memory, passive avoidance, water maze
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Fig. 1 Effect of Lonicerae Flos (LF, 300 and 500 mg/kg, p.o.) on
the impairment of passive avoidance performance induced by
SCOP (0.5 mg/kg, i.p.) in rats. *** p<0.001 compared with VEH
group. ## p<0.01 compared with VEH/SCOP group.
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Fig. 2 Effect of fractions of Lonicerae Flos (LFc, LFe, LFb,
LFw)(50 and 100 mg/kg, p.o.) on the impairment of passive
avoidance performance induced by SCOP (0.5 mg/kg, i.p.) in rats.
**% p<0.001 compared with VEH group. # p<0.05, ### p<0.001

compared with VEH/SCOP group.
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Fig. 3 Effect of M-SCOP (0.5 mg/kg, i.p.) on the reversal from
SCOP (0.5 mg/kg, i.p.)-induced impairment of passive avoidance
performance treated with LFe (50 and 100 mg/kg, p.o.) in rats.
NS:Non significant.
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Fig. 4 Effect of LFe (50 and 100 mg/kg, p.o.) on the impairment of
passive avoidance performance induced by AF64A (3 pg/20
w/brain, i.c.v.) in rats. N=8 ** p<0.01 compared with Sham group.
# p<0.05 compared with VEH/AF64A group.
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Fig. 5 Effect of LFe (50 and 100 mg/kg, p.o.) on the impairment of
spatial performance induced by AF64A (3 pg/20 pl/brain, i.c.v.) in
rats. ** p <0.01 compared with Sham group. ## p<0.01compared
with AF64A group.
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