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[Abstract] Alzheimer's disease (AD) is the most common cause of dementia. As the population ages, the num-
ber of people with AD increases year by year. There is currently no effective treatment. The pathogenesis of AD has not
been fully understood. It is currently considered to be a multifactorial disease. Its pathological features are mainly the de-
position of beta-amyloid protein (A3) and the neurofibrillary tangles (NFT). At present, it is believed that reducing the
production of AB can delay or prevent the development of AD. Rho/ROCK signaling pathway is involved in this patho-
logical process, so Rho/ROCK inhibitors have become a new target for AD treatment research. Statins can inhibit Rho/
ROCK signaling pathway, which provide new ideas for the treatment of AD. This review will summarize the relationship

between AD, Rho/ROCK signaling pathway and statins.
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