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In neurodegenerative diseases, accumulation of abnormal proteins in cells in
the brain is a widespread phenomenon and is considered to be the cause of neuronal degeneration.
Abnormal aggregations of TDP-43 are observed in neurons of amyotrophic lateral sclerosis (ALS)
patients and frontotemporal lobar degeneration (FTLD) patients, thus, these aggregations may be the
cause of these diseases. In this study, abnormal aggregates were made from TDP-43 monomer
synthesized in vitro, and the accumulation process of abnormal TDP-43 aggregates could be observed
in detail in the human neurofibroblast SH-SY5Y cell line. We also found that accumulated TDP-43 is
aberrantly phosphorylated in the same way as the patient®s brain.
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