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Advances in the study of AB oligomers and Alzheimers disease WANG Guoging ,CAO Yunpeng. ( Department of Neu-
rology , The First Hospital of China Medical University ,Shenyang 110001, China )

Abstract: Alzheimers disease (AD) is a progressive neurodegenerative disease with memory impairment as the main
manifestation. With the development of an aging society, the incidence of AD is on the rise, bringing a huge social and eco-
nomic burden. In recent years,the classical amyloid cascade hypothesis in the pathogenesis of AD has been challenged , and
the toxic effects of AB oligomers (ABOs) have been consistently recognized ,which may be a trigger for the pathogenesis of
AD. The specific source, structure,and pathogenic mechanism of Af oligomers are not fully understood. It is possible that
different types of oligomers are not consistent in pathogenicity and toxicity, and their mechanisms of action are different.
This article reviews the recent understanding of AB oligomers, as well as their structural characteristics and pathogenic

effects, to better understand the relationship between AR oligomers and AD, and provide possible directions for future re-
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search.
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