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Abstract: [Objective] To observe the effect of Ginsenoside Rbl on the brain aging of mouse, as well as to explore the role of
mTOR/p70S6K pathway. [Methods] Twenty-seven mice were obtained from the Animal Experiment Center of Sun Yat-sun University.
Four-month-old mice were termed as the young group (n =7), and 22-month-old mice as the old groups (n =20). PBS was
administered intraperitoneally to the young group, and old groups were injected intraperitoneally with PBS (old controls), low dose
Rbl (10 mg-kg™-d™") and high dose Rb1 (20 mg-kg™"-d™), respectively. The mice were sacrificed 6 weeks after intraperitoneal
administration. Mice brain tissues were obtained to examine the malondialdehyde (MDA) level, monoamine oxidase (MAO) activity
and the protein expression of Plasminogen activator inhibitor 1(PAI-1), p-mTOR/ mTOR (Mammalian Target Of Rapamycin) and p-
p70S6K/ p70S6K.  [Results] In the brain tissues of old controls, MDA level, MAO activity, expression of PAI-1 protein,
phosphorylation level of mTOR and its target p70S6K protein increased significantly, compared with young group. However, the MAO
activity, mTOR phosphorylation and p70S6K phosphorylation level were decreased in the brain tissue of both Rbl group mice;
Furthermore, the MDA level and PAI-1 expression level of high-dose-group mice brain decreased significantly compared with old
controls.  [Conclusions] High-dose (20 mg-kg'+d™") Ginsenoside Rb1 had the effect to prevent mice brain natural aging-related
changes. The anti-aging effect of Ginsenoside Rb1 may be highly associated with mTOR/p70S6K pathway.
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Fig.1 The effect of Rb1l on MDA production in mice

brain tissue
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Mean + SD. n = 4. F =5.041.1)P < 0.01 vs. Young group; 2)P
< 0.05 vs PBS group;3)P < 0.01 vs. PBS group. Young: young group;
PBS: old control; L-Rbl: low-dose-Rbl group; H-Rbl: high-
dose-Rb1 group.
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Fig.2 The effect of Rb1 on MAO production in mice

brain tissue
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Fig.3 The effect of Rb1 on PAI-1 protein expression

mice brain tissue
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Fig.4 The effect of Rb1 on p—~mTOR and total mTOR

protein expression in mice brain tissue
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protein expression in mice brain tissue
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