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The title of the lecture should consist of no more than 250 alphabetic letters, and the abstract
should be no longer than 1,350 alphabetic letters, including the title. Figures and tables may
not be included.

Abstract Sample :

Molecular imaging in Alzheimer disease: From basic development to clinical application
Nobuyuki Okamura and Kazuhiko Yanai

Dept. Pharmacol., Tohoku Univ. Grad. School of Med. Sendai 980-8575, Japan
yanai@med.tohoku.ac.jp

Alzheimer disease (AD) is an age-related and progressive neurodegenerative disease. At the
cellular levels, there are marked neurodegenerative changes accompanied with a reduction in
many neurotransmitters and neuropeptides. The pathological hallmark of AD is the
accumulation of amyloid-forming proteins both extracellularly (AB) and intracellularly (tau) in
the brain. These protein accumulations are considered to start before the appearance of
clinical symptom of dementia and regarded as a target for treatment of AD. A remarkable
dysfunction of the cholinergic system, characterized by deficits in memory and cognitive
functions, has been observed in several brain regions of patients suffering from AD. We have
developed a series of carobon-11 labeled molecular imaging probes that target AChE and
amyloid deposits. We will show molecular imaging studies using [''C]donepezil, a molecular
probe for imaging AChE and [''C]BF-227 and ["®F]FACT, benzoxazole derivatives for amyloid
AP proteins. The molecular imaging studies successfully differentiate AD patients from normal
subjects. Molecular imaging can offer a new insight for examining pathophysiology and
therapeutic efficacy of AD.
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