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B-amyloid peptide (AB), the principal protein component of senile plaquesin
Alzheimer's disease (AD), plays an important role in neurotoxicity responsible for AD.
Peptide structure and aggregation state are important in toxicity. However, the exact
structure of the toxic form of the peptide and the mechanism by which it interactswith a
cell to cause toxicity are unknown.

This research was set out to use surface plasmon resonance (SPR) spectroscopy for
the direct, real time observation of AB-membrane interaction. Viaanalyzing kinetic and
equilibrium data obtained from SPR measurement, along with results from conventional
biophysical and spectroscopic techniques as well as cell culture-based biological activity
experiments, we will then construct amodel, on a mechanistic/molecular level, of the
interactions of AB-cell interaction, and seek for the link between biological toxicity and
molecular/biophysical mechanisms of Alzheimer’s disease. We believe the results from
this proposed research should lead to better understanding of membrane-amyloid peptide
interactions that result in biological activity and further facilitate the development of new
strategies/compounds to prevent amyloid protein (especially AB)-induced neurotoxicity.
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