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[Abstract] Alzheimer disease (AD) is the most common type of dementia and imposes a heavy burden on society.
The alteration of blood—brain barrier (BBB) may be one of the early events of AD. It has been found that the gut microbiota
and their metabolites may be involved in the occurrence and progression of AD by affecting the structure and function of
the BBB. New strategies targeting the gut microbiota and BBB for AD treatment are also receiving increasing attention.
Mediterranean diet and probiotics can improve the structure and function of BBB, while probiotics and fecal transplanta-
tion therapy are still in the animal research. Exploring the alterations in gut microbiota of AD and their relationship with
BBB can provide a basis for new targets for AD prevention and treatment.

[Key words] Alzheimer disease Gut microbiota Metabolites Brain—gut axis Blood—brain barrier Mediterra-

nean diet Probiotics Fecal transplantation
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