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Abstract

Objectives :

Ginseng Radix Rubra water extract(RGE) has been used in vivo test for its beneficial
effects on neuronal survival and neuroprotective functions, particularly in connection with
APP-related dementias and Alzheimer's disease (AD). APP derived from proteolytic
processing of the B-amyloid precursor protein (APP), including the amyloid-B peptide (AB),
plays a critical role in the pathogenesis of Alzheimer’s dementia.

Methods :
We determined that RGE inhibits formation of APP, which are the behavior, and possibly
causative, feature of AD.

Results and Conclusions

In the cells, RGE significantly activated antiapoptosis and decreased the activity of
APP-grim, a key enzyme in the apoptosis cell-signaling cascade. These results suggest that
neuronal damage in AD might be due to two factors: a direct APP toxicity and multiple
cellular and molecular neuroprotective mechanisms, including attenuation of apoptosis and
direct inhibition of APP, underlie the neuroprotective effects of RGE.
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Fig. 1. Increased median life span of
RGE-treated flies. Survival ratio of Normal and
APP-GAL4/UAS-GRIM transgenic adult flies after
prolonged treatment with the RGE, H202 and
APP-GAL4/UAS-GRIM and of nontreated flies of
the same genotypes. *, p<0.05 of when compared
with normal. ¥ , p<0.005 of when compared with
APP/GRIM controls. The data represent mean
values * S.D. of three different experiments
performed in triplicate.
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Fig. 2. The percentage of climbers is reduced by
APP induction. The percentage of flight ability is
decreased by APP induction, but the percentage
of flight ability in RGE treatment increased as
same flies. Comparison of climbing ability (*,
p<0.05; t , p<0.005). Error bars indicate mean =
S.D. Details of all the indicated genotypes in this
and other figures are described in Methods and
Materials.
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Fig. 3. Climbing time increase by APP induction.
Comparison of climbing rate (x, p<0.05; t ,
p<0.005). Error bars indicate mean + S.D. Details
of all the indicated genotypes in this and other
figures are described in Methods and Materials.
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