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Alzheimer’s disease (AD) is a progressive neurodegenerative disease, resulting in the loss of cognitive
function. Mitochondrial aldehyde dehydrogenase (ALDH2) has been proposed to be a risk factor for
the development of AD, but there is still controversy about that. In this study, we demonstrated the
role of ALDH2 enzyme activity on amyloid-beta (AB) and nuclear factor kappa B (NF-xB) expression
in mice brain following ethanol exposure for 8 weeks. Five male A/dh2 (+/+) and Aldh? (-/-) mice,
8 weeks-old of age (C57BL/6] strain), in each group were exposed to ethanol for 8 weeks (2 g/kg
wt./day) using gavage. Those in the control groups received 0.9% saline alone. Results showed a dif-
ference in expression level of AR in the hippocampus after ethanol exposure according to the ALDH2
enzyme activity (p<0.05), but not in the level of NF-kB. Our results suggest a possibility that ALDH2
enzyme activity may be an important role in the development of AD.
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Fig. 1. Amyloid-beta level in hippocampus of mice treated with
saline or 2 g/kg/day of ethanol for 8 weeks. Five differ-
ent brains for each treatment group were individually
analyzed by ELISA kit. Error bar represents standard er-
ror in each group.
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Table 1. Analysis of variance (2-way ANOVA) of the effects of
the Aldh? genotype and ethanol exposure on the amy-
loid-beta level in hippocampus and NF-kB level in brain

tissue
. Amyloid-beta level NF-kB level in
Variables R .
in hippocampus brain
F=8.344 F=0.158
Aldh2 genotype 0.0 NS
Ethanol sur F=0.173 F=0.049
anol exposure NS NS

N.S: not significant
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Fig. 2. NF-kB level in brain of mice treated with saline or 2
g/kg/day of ethanol for 8 weeks. Five different brains
for each treatment group were individually analyzed by
commercially available kit. Error bar represents standard
error in each group.
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