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Although amyloid precursor protein (APP) has a central role in Alzheimer’s disease,
the physiological functions of this protein are yet to be fully elucidated. We established an
embryonic carcinoma P19 cell line expressing the intracellular domain of APP (AICD).
While neurons were differentiated from these cell lines with retinoic acid treatment,
expression of AICD induced neuron-specific apoptosis. We evaluated AICD-induced
changes in gene expression through cell death. The expression of 41,256 transcripts was
monitored by DNA microarray. The expression of 277 genes was induced more than 10-fold
by the presence of AICD. Conversely, the expression of 341 genes was inhibited to less than
one-tenth of the original level. These results suggest that AICD induces dynamic changes
in gene expression, which may be closely correlated with AICD-induced neuron-specific
apoptosis.

In addition, we are still producing transgenic mice to analyze neuron specific
toxicities of the intracellular domain of APP leading to Alzheimer’s disease.
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