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Figure 1. Effect of CE on Morris water
maze performance deficied induced 4-
VO(n=5-7). Oral administration of CE
(500mg/kg) for 14 days. Mean daily
latencies of escaping from the start point
onto the hidden platform. Each rat was
subjected to two trials per day for 6
consecutive days.
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Figure 2. The retention latency of passive
avoidance response. The retention test was
performed 24h after training session.
Sham;groups of rats without any
treatment(n=7), Control; groups of rat
with scopolamine treatment, CE; groups of
rats administrated with 300mg/kg of
Cervus elaphus.
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LERATY,  Acetylcholinesteraset= &3 2
DENEAHNA AFHE EFoln U
AHEM sk 8804 B8 g9gs
8= acetylcholineS 8816+ choline
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Fi N CE(x100 ug/ml) an

Acetylcholinesterase activity by CE.
Concentration of CE to inhibit human
AchE activity by 50%. All results are the
means+SEM from five experimental tests.
These wvalues significantly different from
control are indicated (p<0.05, student s t-
test)
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Figure 4. CE extracts did not cause any
significant changes inrectal temperature
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following transient global ischemia. Rectal
temperatures were measured in rats until 6
hours after global ischemia-reperfusion.
Animals were administered with CE
extracts of 100 mg/kg at 0 and 90 min
following 10-min ischemia, respectively.
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Figure 5. Typical photomicrographs of the
rat right hippocampus in the sham,
control and CE treated groups.. In the
sham operated rats, arrow showed the
tracks of the CAl pyramidal neurons(A)
and the majority of pyramidal cells in the
CA1l subfield present unaltered staining
properties(B). In control rats, arrow
showed a reduced staining intensity of the
pyramidal cell layer and neuronal changes
were restricted to the CAl subfield (O).



The damage could be characterized by
coagulative cell change of pyramidal
neurons and pronounced gliosis (D). CE
100 mg/ke, (E, F) treated group showed
a marked reduction of the number of
irreversible damaged pyramidal cells in the
CA1l subfield each. Scale bar is 100um.
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Figure 6. Protective effects of water
extracts of CE on transient forebrain
ischemia. CE(100 mg/kg dissolved in
saline) was given at 0 and 90 min
ischemia. Results represente average
normal-appearing CAl pyramidal neuronal
counts over a 1 mm length of both left
and .right hemispheres of three sections.
Values are expressed as means + SEM.
Data were analyzed by student s t-test
between control and each sample group,
after ischemia. Sham operated and control

group were administered with saline.
(**%<0.001).
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