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Abstract

Oxidative stress is one of the major reasons for brain aging and neurodegeneration. Ethanol and
acetaldehyde increase the levle of oxidative stress in brain tissue resulting in aging and
neurodegeneration related alcoholic dementia. Ginkgo biloha extracts are used as therapeutic and
preventive agent for dementia. Here, it was investigated whether Ginkgo biloba extract show the
effectiveness against ethanol~ and acetaldehyde-induced oxidative stress in rat brain. Ethanol and
acetaldehyde increased the level of oxidative stress by about 35% to 50% in rat brain tissue. However,
Ginkgo biloba extracts reduced the level of ethanol- and acetaldehyde-induced oxidative stress. This
result might reveal the link between the effectiveness of Ginkgo biloba extracts on oxidative stress and
its effectiveness on alcoholic dementia.
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