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ABSTRACT

Objective : The purpose of this study was to estimate the effects of Ramulus et Uncus
Uncariae DM fraction on memory enhancing in rats

Methods : We oral administered Ramulus et Uncus Uncariae DM fraction to rats then
executed passive avoidance test and observed figure of pyramidal neuron on CAl

Results : Findings from our experiments have shown that REUD(>1mg/100g/ml) was
effective in memorial improvement. and oral administration of REUD(100mg/100g/ml) for 2
weeks was found to induced the figure of pyramidal neuron on CAl in rat hippocampus
injured by scopolamine .

Conclusions : As the result of this study, Decrease of memory induced by injection of
scopolamine into rat was also attenuted by REUD, based on passive avoidance test. and
REUD was found to reduce the activity of AChE and induced about the CAl in rat
hippocampus. Base on these findings, REUD may be beneficial for the treatment of AD.
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Fig 1. The retention latency of passive avoidance
response.. The retention test was performed 24 hours after
training session. Normal: groups of rats without any
treatment(n=6), SC: groups of rat with scopolamine
treatment, REUD: groups of rats administrated with 0.1, 1,
10, 100 mg/ml/day of REUD treatment. All results are the
Means+S.D from five experimental tests. Those values
significantly different from control are indicated (*p<0.05,
students two-tailed t test)
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Fig 2. Crystal violet staining of hippocampus CA1 area 14
days after scopolamine treatment in the normal. Normal (A,
B), scopolamine—treated group(C, D), REUD treated group
(E, F). Arrows indicate pyramidal neurons in CA1 area. The
crystal violet staining of hippocampus CA1 area 14 days
after scopolamine treatment in the normal. Normal: groups
of rats without any treatment(n=6), SC: groups of rat with
scopolamine treatment, REUD: groups of rats administrated
with 100mg/mé/day of REUD treatment.
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Fig 3. The neuroprotective effects of REUD in the neuronal
density in the CA1 region of the hippocampus after
scopolamine treatment for 14 days. The crystal violet
staining of hippocampus CA1 area 14days after
scopolamine treatment in the normal. Normal: groups of
rats without any treatment(n=6), SC: groups of rat with
scopolamine treatment, REUD: groups of rats administrated
with 100mg/100g/mé/day of REUD treatment. All results are
the Means*S.D from five experimental tests. Those values
significantly different from control are indicated (*p<0.05,
students two-tailed t test).
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