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Abstract

This study was designed to investigate the anti-dementia effects of acorn (Quercus acutissima CARR.)
in brain of the mouse. Dementia model was induced by administration of scopolamin (30 mg/kg BW). Male
ICR mouse (30*2 g BW) were fed basal diet (control group), and experimental diets (AP-5 and AP-10 groups)
added 5% and 10% of dried acorn powder to basal diet for 8 months. Acetylcholine content significantly increase
in AP-5 and AP-10 groups (4.2% and 11.3%, respectively) compared with control group. Acetylcholinesterase
activities were significantly inhibited (13.5% and 17.6%, respectively) in brain of AP-5 and AP-10 groups.
Monoamine oxidase-B (MAO-B) activities were significantly inhibited (10.0% and 12.7%, respectively) in
brain of AP-5 and AP-10 groups. These results suggest that acorn (Q. acutissima CARR.) may play an
effective role in an attenuating various age-related changes such as dementia including learning and memory

impairments in brain.
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Table 1. Composition of experimental diets (g/kg diet)

. Groups’
Ingredient Control _ AP-5 AP-10
Corn starch 62905 5795 529.5
Casein 200.0 200.0 200.0
Soy bean oil 70.0 70.0 70.0
@ ~Cellulose® 50.0 50.0 50.0
Mineral mix> 35.0 35.0 35.0
Vitamin mix” 10.0 10.0 10.0
L-Cystine 3.0 3.0 3.0
Choline bitartrate 2.5 25 2.5
Acorn powder - 50.0 100.0

YControl, AP-5 and AP-10 diet contained 0%, 5% and 10% of
acorn powder, respectively.

2 4 -Cellulose (Sigma, USA).

39 AIN-93M mineral mix, AIN-93VX vitamin mixture (ICN,
USA).
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Fig. 1. Effect of acorn powder on acetylcholine content in
brain of mouse model of dementia induced scopolamin fed
experimental diets for 8 months.

Means with different letters are significantly different at p<0.05
by Duncan’s multiple range test.
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Fig. 2. Effect of acorn powder on acetylcholinesterase ac-
tivity in brain of mouse model of dementia induced scopol-
amin fed experimental diets for 8 months.

Means with different letters are significantly different at p<0.05
by Duncan’s multiple range test.
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Fig. 3. Effect of acorn powder on monoamine oxidase-B ac-
tivity in brain of mouse model of dementia induced sco-
polamin fed experimental diets for 8 months.

Means with different letters are significantly different at p<0.05
by Duncan’s multiple range test.
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