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Impaired neurogenesis and neuroinflammation in Alzheimer’s disease
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Abstract: Impaired adult neurogenesis in Alzheimer’s disease (AD) results in loss of existing
neurons and reduced regenerative capacity of neural stem cells (NSC). As abnormal accumulation
of amyloid-8 activates microglia to secrete inflammatory cytokines such as I1-15 and TNF-¢, AD
has been proposed as a chronic inflammatory disorder of the central nervous system. In addition,
it has been found that IL-18 or TNF-« has a negative effect on NSC proliferation and differentiation
into neural cells and inhibits hippocampal neurogenesis. Future therapeutic strategies in AD hold
promise for suppression of neuroinflammation and stimulation of adult neurogenesis.
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