Validating the efficacy of a potent DYRK1a inhibitor (DYR533) in the 3xTg mouse model of Alzheimer’s Disease
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Conclusion
* Qur results show that DYR533 reduces DYRK1a, cortical AB,,, ptau at threonine 217, serine396, and TNF-a in

more about this

the 3xTg-AD mouse model of Alzheimer’s Disease.
* These results may help springboard clinical testing of DYRS533 as a therapeutic for AD and related tauopathies.
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