Neuronal BIN1 expression is required for spatial learning and memory
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Abstract 3. Characterization of BIN1 cKO mice

i - i i .- i ey i i i . We generated neuronal BIN1 cKO mice using Syn-Cre or Emx-Cre drivers. Using biochemistry, A) Analysis of BIN1 levels in different areas of
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BIN1 is expressed in the neurons and mostly localized at the presynaptic site. In cKO models BIN1 levels are overall decreased =
in the brain, particularly in the hippocampus. Electrophysiology studies reveal weaker synapse strength in BIN1 cKO mice. This research is founded by
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Finally, the loss of BIN1 leads to selective impairment in learning and memory behavior in spatial learning and memory task.
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To pursue this study, we will: 1) Confirm BIN1 localization at the synapse by immunoEM; 2) Identify the cellular / molecular _
mechanism by which BIN1 is involved at the synapse; 3) explore BIN1’s role in amyloid and Tau pathology using cKO models, in /\45 S LEC oM
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the context of BIN1 as a risk factor for Alzheimer’s disease. Cure in Mind. Cure in Sight.
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