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AOP: Adverse Outcome Pathway

[AOP No. 48] Adverse Outcome Pathway on binding of agonists to ionotropic glutamate
receptors in adult brain leading to excitotoxicity that mediates neuronal cell death,
contributing to learning and memory impairment,
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(A - D) Fluorescence images of drebrin (green), MAP2 (red) and DAPI (blue) in cultured hippocampal neurons. (A-C: control, D-F: 100 uM glutamate)
(B and E) Dendritic skeltons (blue lines) mapped on fluorescence images. (B: control, E: 100 uM glutamate)
(C and F) Drebrin clusters (white areas) mapped on fluorescence images. (C: control, F: 100 uM glutamate) scale bar : 10um
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Accuracy C1: Nuclear C2: Drebrin C3: MAP2 Sensitivity C1: Nuclear C2: Drebrin C3: MAP2
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