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Development of anti-tauopathy drug
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Thus far, targets of anti-Alzheimer’s disease (AD)
drugs (so called disease-modifier) have been
exclusively towards the upstream events, that is A
production and accumulation, according to the
amyloid cascade hypothesis. However, we have
recently learned that once dementia develops, its
progression cannot be blocked even by complete
removal of AB deposits, suggesting that alternative
means should be taken to suppress the formation of
neurofibirillary tangles that have been long
suspected to be directly involved in the cognitive
decline in AD. Tau is hyperphosphorylated to make
up neurofibrillary tangles, causing through several
steps synaptic loss and neuron loss, finally resulting
in cognitive decline. We made preliminary
observations using model animals that two
compounds, X1 and Y, are effective to reduce
deposited tau and improve cognitive impairment,
and further block neuronal loss in the model mice.
The two compounds are here subjected to strict
assessment for its effectiveness using a couple of
lines of model mice. First, we make every effort to
promote these two compounds to phase 1 clinical
test. Second, we further characterize the newly found
function of tau (indispensable for LTD generation)
to find other therapeutic targets in the tau molecule.
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Fig. Development of anti-tauopathy drug.




