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disease drug target and its inhibition

Hoshi, Minako

12,400,000

Alzheimer®s disease is a disorder that causes cognitive decline due to death
of mature neurons, but the cause and mechanism of this death of mature neurons had been unknown.
In this work, we showed for the first time that an assembly, a 30-mer of amyloid-3 protein, (which
we termed amylospheroids) binds to the sodium pump essential for the survival and function of mature
neurons and cause death of mature neurons by suppressing the pump function through this binding. In
addition, we showed that peptides that bind to amylospheroids inhibit the death of mature neurons
by blocking amylospheroids® binding to the sodium pump, and opened up a path to treatment.
We also clarified the tertiary structure of amylospheroids and showed that amylospheroids havd a

specific three-dimensional structure.
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