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ABSTRACT Objective: To study the effect of intramembranous fragments of amyloid- (IF-A ) on fibroplastic and neurotoxic
activities of AB42 in vitro. Methods: Thioflavin T was applied to detect IF-A effect on AB42 assembly. The biological activity of the
IF-A was assessed by the CellTiter 96 Cell Proliferation Assay (MTT assay). The calcium ion concentration in cell were also detected, as
well as the mixtures of AB42: IF-A. Results: (1) IF-A showed no aggregation at concentrations up to 750 pM but substantial inhibition to
AB42 fibril growth; (2)Compared with the in vitro cultured neuron which were treated only by AB42, that treated by IF-AR and AB42 (at
a 1:1 concentration ratio) showed an increased activities and a decreased calcium ion concentration. Conclusion: IF-A could protect
neuron viability from toxic damage by AB42 in vitro. It provides a foundation for the clinical treatment of Alzheimer's disease in vivo.
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