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[Abstract] Objective To explore whether y-Adducin alleviated neurite damage induced by A4, fibrils
in neurons. Methods Experiment # 1: Primary cultured neurons were exposed to AR, fibrils at a concentra-
tion of 10pmol/L for 24 hours, neurite change was measured after staining with neuronal marker microtubule
associated protein 2(MAP2) , TUNEL staining was performed to detect apoptosis. Experiment # 2. Primary
neurons were pre-treated with adeno-associated virus encoding control or y-Adducin, respectively,5 days after
virus infection, AR fibrils (10pmol/L) were added into both groups, Immunofluorescence staining was used
to investigate the effect of y-Adducin on neurite damage induced by ABi4. fibrils, Dil staining was used to de-
tect the changes of dendritic spines density in primary neurons. Results A, 4 fibrils induced damage of neu-
rites and caused apoptosis in primary neurons. Overexpression of y-Adducin protected neurites from damage
induced by ARy {ibrils. Conclusion It was found that y-Adducin alleviated neuronal neurite damage induced

by A4 fibrils, which indicated that y-Adducin might be a novel therapeutic target for Alzheimer’s disease.
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