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[Abstract] The purpose of this paper is to investigate the possible risk factors, pathogenesis and prevention strategy of
Alzheimer’ s disease (AD). The risk factors of AD can be classified into modifiable part and unmodifiable part, of which the
unmodifiable part mainly involves in age, gender and genetic risk factors, and the modifiable part mainly involves in diabetes, midlife
hypertension, midlife obesity, lack of physical activity, depression, smoking, low education level, sleep disorder etc. In addition,

exposure of metal elements in the environment, history of brain injury, history of hypothyroidism and alteration of intestinal flora were

also considered as risk factors of AD. The research status of these risk factors and their possible pathogenesis are discussed in this paper.
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