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[ Abstract] Alzheimer’s disease(AD) is a degenerative disorder of the central nervous system that lacks effective treatments. Early de-
tection, diagnosis, and intervention are therefore critical for delaying disease progression. Exosomes are small vesicles secreted by cells
that are widely present in bodily fluids and carry various biomolecular markers, making them emerging liquid biopsy markers. Brain—
derived exosomes enter the peripheral circulation by passing through the blood—brain barrier. They carry a large quantity of biomol-
ecules, such as characteristic proteins and nucleic acids, which are closely associated with the development and progression of AD. The
effective identification and detection of such molecules provide a non—invasive method for early AD diagnosis. This review focuses on
the role of exosomes in the molecular mechanisms of development and progression of AD as well as technological advances in the detec-
tion and diagnosis of the disease, exploring the application value and prospects of body fluid exosomes in the early diagnosis of AD.
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