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The Prevention the Memory Loss
Through Long—term Ginsenoside
Consumption in Aged SAMP8 Mice
by Decreasing Oxidative Stress
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Abstract To investigate the preventive effect of ginsenoside on the
spatial reference memory impairment in Senescence Accelerated
Mouse Prone 8 (SAMPS) and the mechanisms, in the present study,
SAMPS8 mice aged 4 months were chronically treated with
ginsenoside

months). The 3 dose groups were administered with ginsenoside of
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50, 100 and 200 mg/kg per day, respectively. Placebo—treated aged
mice and young mice (4 months old) were used as controls. In
addition, Senescence Accelerated Mouse Resistant 1 (SAMR1) mice
were used as '"normal aging" control. The beneficial role of
ginsenoside was manifested in the prevention of spatial reference
memory loss in aged SAMP8 mice. The optimal dose of ginsenoside
is 100 or 200 mg/kg per day. In ginsenoside treated groups, the
antioxidase level in serum is significantly increased. However, the
neurons damage level of the ultrastructure and the AB, ., level
markedly decreased in hippocampus. These findings suggest that the
increase of antioxidation may be one of mechanisms of the memory
loss prevention of ginsenoside in aged SAMP8 mice.
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Table 1 The effect of ginsenoside on locomotor activity of aged SAMP8 mice in open field test
/s
Gin—50 mg/kg 18.20+6.43 11.75+4.35 130.20+41.92 259.45+16.39
Gin—100 mg/kg 26.10+5.13 12.20+4.93 153.65+31.79 238.55+24.48
Gin—200 mg/kg 18.70+8.72 10.60+5.11 141.70+51.30 238.50+31.75
SAMP8-age—control 21.00+8.70 11.40+5.79 143.30+32.29 227.35+40.60
SAMR1-control 19.80+8.64 15.70+3.85 138.60+32.16 199.00+30.22
SAMP8-young—control 37.65+7.13* 15.85+4.21 219.45+35.24* 239.05+25.36
¥ P<0.05.
Note: * means P<0.05 as compared with aged control group.
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Table 2 The effect of ginsenoside on GSH-Px, T-SOD and MDA level in serum in aged SAMP8 mice

T-SOD/(U-mL™) GSH-Px/U MDA/(nmol -mL™)
Gin—50 mg/kg 245.52+36.87* 934.84+82.53* 18.42+1.97
Gin—100 mg/kg 275.70+55.24%** 997.74+83.09* 17.05+1.97*
Gin—200 mg/kg 254.26+47.25% 945.48+97.66* 14.00+£3.25%%*
SAMPS 141.97+33.63 575.39+70.01 21.52+4.67
SAMR1 255.23+£79.14%* 991.45+86.90* 16.88+1.23%*
SAMPS8 255.72+45.40* 1 154.03+86.53** 13.24+2.79%%*
,¥ 0 P<0.05,*%%  P<0.01, J¥ 0 P<0.05,%*  P<0.01,

Notes: Compared to aged control, #*P<0.05, *#*P<0.01, compared to young control, *P<0.05, **P<0.01.
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