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We examined the therapeutic effect of hepatocyte growth factor (HGF) on higher brain
function, including learning, memory and cognhition, using neuron—specific enolase
promoter—driven HGF transgenic (HGF-Tg) mice by biochemical, behavioral and
neuropathological analysis. In this study, we found that HGF enhances learning and memory
function in HGF-Tg mice as compared with wild-type mice. Based on these results, we next
examined the therapeutic effects of HGF on learning and memory dysfunction of Alzheimer’ s
disease by using the model mouse of Alzheimer’ s disease (mutant human Tau™**-transgenic
mouse). As a result, HGF ameliorates learning and memory dysfunction of Alzheimer’ s
disease examined by bahevioral analysis, providing a potential novel therapy for
Alzheimer’ s disease.
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