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Recent advances in the treatment of Alzheimer's disease by gelsolin
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Abstract: The presence of amyloid plaques is one of the neuropathological features of Alzheimer's disease (AD).
Amyloid plaques consist mainly of f-amyloid peptide (AP). Accumulating evidence shows, targeting AP, clearance
of amyloid plaques is helpful for improving recognition ability, and will be an important strategy for the treatment
of AD. Gelsolin plays an important role in the regulation of cell skeleton rearrangement and cell mobility. Results
from several research groups show that gelsolin is closely related to the pathogenesis and development of AD.
Gelsolin inhibits the aggregation of AP into fibrils, and also disaggregates the preformed AP fibrils. More
importantly, gelsolin reduces amyloid plaques and decreases the level of A in transgenic mouse models of AD. In
the future, gelsolin will be probably applied in the prevention and treatment of AD.
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