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We demonstrate that ADDLs induce drebrin loss from dendritic spines in cultured
hippocampal neurons without reducing drebrin expression or dendritic protrusion density. In addition,
the inhibition of HDAC by SAHA attenuated ADDL-induced drebrin loss from dendritic spines. These results
strongly suggest that the regulation of histone acetylation/deacetylation plays an important role in
modulating actin cytoskeletal dynamics by inducing gene expression under cellular stress. Our findings
provide insight into the mechanisms of amyloid toxicity and suggest that HDAC inhibitors may hold
therapeutic potential in neuropsychiatric disorders, such as Alzheimer®s disease and depression.
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