THERAPEUTIC SOLUTIONS

FOR NEURODEGENERATION AZP2006 a first in class new neuroprotective compound for the treatment of Alzheimer’s disease and related neurodegenerative diseases.
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AZP2006 reduces neuroinflammation induced by AB1-42 injury in presence of microglia
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Pharmacological treatments: AB1-42 (20 uM ~2 uM of APO for 24 h or 5 pM~0.5 of ABO for 72 Effect of AZP2006 on neuron survival, neurite network and tau phosphorylation (AT-100) levels on primary rat. AZP2006 positive effects on neurodegeneration associated biomarkers and increase of PGRNin AZP2006 effects requires Progranulin (PGRN) in association with Prosaposin (PSAP).
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mcreased oxidative stress and gliosis. SAMP-8 mice also show impaired immune response and AZP2006 neuroprotective effect associated to PGRN release. Effect was observed on cortical neurons injured with Neuroprotective effects of AZP2006 in the SAMP-8 mouse model. Mice were treated from the age of 6 to 10 month of age. o
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