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[Abstract]  Alzheimer disease (AD) is the most common neurodegenerative disease characterized by
progressive impairments in memory, cognition, and behavior and finally leads to death. The histopathological
changes of Alzheimer disease include neuronal and synaptic loss, formation of extracellular senile plaques and
intracellular neurofibrillary tangles in brain. More and more evidences indicate that oxidative stress not only
strongly participates in an early stage of Alzheimer's disease before cytopathology, but plays an important role in
the development of Alzheimer disease. With the progress of the oxidative stress mechanism research in recent
years, antioxidant therapies also have achieved certain success in preclinical studies. Therefore, this paper mainly
focuses on oxidative stress mechanism and developments of common used antioxidant therapies for Alzheimer

disease, including selenium,vitamin C and E, coenzyme Q10.
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