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Molecular mechanisms of the aberrant metabolism of tryptophan in
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PR R OFE (J£3) : Alzheimer's disease (AD) is an increasing neurodegenerative
disease with growing elderly population. Prevention and treatment of AD is an urgent
social issue. In this study, molecular mechanisms of the aberrant metabolism of tryptophan
via induction of indoleamine 2,3-dioxygnase in AD, which leads to a generation of
neurotoxin quinolinic acid, was studied. In particular, the putative receptor for amyloid f
peptide expressed in activated macrophages infiltrating into amyloid plaques was tried to

be characterized.
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