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proteomic and functional insights into autophagy
and lysosomal dysfunction 22ic2026. 4c80877

Despoina Goniotaki!, Maximilian Hausherr?3, Steven Lynham#, Ayushin Ale', George Chennell?, Stefania
Marcotti®>, Katrin Marcus?:3, Wendy Noble®, Diane P. Hanger'!, Deepak P. Srivastava’’

1.Department of Basic and Clinical Neuroscience, Institute of Psychiatry, Psychology & Neuroscience, Maurice Wohl Clinical Neuroscience Institute, King's College London, UK, 2.Medizinisches Proteom-Center, Medical
Faculty, Ruhr University Bochum, Bochum, DE, 3. Medical Proteome Analysis, Center for Protein Diagnostics (PRODI), Ruhr University Bochum, Bochum, DE, 4.Proteomics Core Facility, The James Black Centre, King's
College London, London, UK, 5.Microscopy Innovation Centre, Research Management and Innovation Directorate, Guy’'s Campus, King's College London, London, UK, 6.Department of Clinical and Biomedical Sciences,
University of Exeter, Exeter, UK, 7.MRC Centre for Neurodevelopmental Disorders, New Hunt's House, Guy’'s Campus, King's College London, London, UK

Tau35 overexpression disrupts endo-lysosomal and autophagic pathways, driving early
cellular dysfunction through impaired acidification, trafficking, and proteostatic resilience.
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