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Abstract: Alzheimer’s disease (AD) is the most common type of dementia characterized by progressive cognitive dys-
function. In recent years, intestinal microbiota, as a large number of microorganisms in human’s digestive tract, has be-
come one of the hotspots in the research on the pathogenesis of various diseases. An increasing number of evidence has
shown that intestinal microbiota communicates with the central nervous system via the gut-brain axis and affects the cogni-
tive behavior of the host, and it is closely associated with the development and progression of AD. Studies have shown that
there is a reduction in the diversity of intestinal microbiota in animal models of AD and patients with AD. Intestinal microbi-
ota affects the neurobiochemical process of host brain by producing intestinal microbolites and neurotransmitters, there by
increasing or reducing risks of AD. Some intestinal microorganisms can drive peripheral inflammation, activate brain glia
and inflammatory factors, induce neurotoxic reaction, and finally accelerate the development and progression of AD. This
article reviews the mechanism of interaction between intestinal microbiota and AD and discusses the potential value of probi-
otics in the prevention and treatment of AD, so as to provide new ideas for the prevention and treatment of AD.
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