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Alzheimer's disease (AD) is the most common neurodegenerative disease that seriously damages the health of elderly population. Most clinical drug research targeting at classic pathology hallmarks, such as beta-amyloid (Aβ) and tau protein, failed to achieve effective cognitive improvement, suggesting that the pathogenesis of AD is very complicated and the time of diagnosis and treatment is important, and there are still other unknown and undetermined important factors, especially at the early stage of AD. Death-associated protein kinase 1 (DAPK1) is a calcium/calmodulin-dependent serine/threonine kinase that plays an important role in various neuronal injury models. Mounting evidence has demonstrated that DAPK1 variants are associated with AD risk, and the activation of DAPK1 is also involved in AD-related neurodegeneration in the brain. In our study, we found that DAPK1 mRNA and protein level were significantly increased after Aβ oligomers (AβOs, 5μM) treatment in SH-SY5Y cells, and we also found that phosphorylated NR2B subunit at Ser1303 (phospho-NR2B) level were remarkably elevated. Through co-immunoprecipitation and double immunofluorescent staining, we found that the interaction between DAPK1 and NR2B subunit was increased after 6h treatment of AβOs. What’s more, we found the elevation of DAPK1 and phospho-NR2B levels and the ratio of phospho-NR2B/NR2B were reversed by selective DAPK1 inhibitor. Our findings indicated that DAPK1 signaling might play an important role in neuronal damage at the early stage of AD, which provide new evidence for understanding the pathological mechanisms of early cognitive impairment and novel potential therapeutic target for AD.
Biography

Ling-Zhi Xu has completed his PhD at the age of 28 years from Peking University. He has published 4 SCI papers as the first author or co-first author, including Molecular Psychiatry, Molecular Neurobiology. 
Presenting author details 
Full name: Ling-Zhi Xu
Contact number: +8618618488399
Twitter account: None
Linked In account: None
Session name/ number: Neuron & Neurology | Neurodegeneration
Category: (Oral presentation/ Poster presentation) Poster presentation


