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Abstract: Objective To investigate the effects of different assembly forms of B-amyloid peptide (AR, ~;») on dynamin [ (Dyn [ )
and synaptophysin(Syn) in human neuroblastoma SH-SY5Y cells. Methods The Dyn | and Syn protein levels were measured by
western blotting in human SH-SY5Y neuroblastoma cells treated with different assembly forms of AB;-.. B-amyloid oligomers
(ABOs) in the hippocampal formation of ten cases of postmortem brains with Alzheimer Disease (AD) and eight cases without any
neuronal disorders as age-matched controls were detected by immunohistochemical method. Results The Dyn [ and Syn protein
levels were significantly declined in SH-SY5Y cells treated with ABOs(P<C0. 05) , but not A monomer and fibril. The ABOs-like
immunoreactivity was significantly increased in the pyramidal cell of hippocampus and neuronal cells of the entorhinal cortex in AD
patients as compared to controls(P<C0. 05). Conclusion Intracellular ABOs may be the main toxic form of AB,which reduced clath-
rin endocytosis regulated protein Dyn [ and synaptic loss,and might be a mechanism in connection with cognitive dificit of AD.
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