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[Abstract]
Neurodegenerative diseases such as Alzheimer’s disease (AD) are closely related to immune
mechanisms in the brain. The central nervous system was once thought to be an immune-privileged
organ. Neuroinflammation is involved in AD pathology, and glial cells are now entering the limelight in
AD research. Recent studies have revealed age-related vasculature as an issue at the forefront of AD
pathogenesis. A background of neuroinflammation, including innate immunity, inflammation-associated
cell death (pyroptosis), and peripheral tissue inflammation appears to be involved in AD pathology. How
complement protein and complement receptors, which are necessary for the activation of microglia, are
involved in the pathological progression of AD remains unclear. This mini-review introduces recent
findings on brain vasculature in AD pathogenesis and associated damage to the blood-brain barrier,
induction of neuroinflammation, and neuronal cell death to advance the understanding of the

involvement of immunity and the complement system in neurodegenerative diseases.
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