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Overexpression of TDP-43 causes partially pS3-
dependent G2/M arrest and pS3-independent cell
death in HeLa cells
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It has been hypothesized that the dysregulation of
transactive response DNA-binding protein-43 (TDP-43)
in neurons is closely linked to the pathogenesis of amyo-
trophic lateral sclerosis and frontotemporal lobar degen-
eration with ubiquitinated inclusions. However, it re-
mains undefined whether the dysregulation of TDP-43 in
non-neuronal cells contributes to the pathogenesis of
these neurodegenerative diseases. In this study, we
show that a low-grade overexpression of TDP-43 causes
p53-dependent G2/M arrest and p53-independent death
in non-neuronal cells including glial cells. Because gli-
al cells support the integrity of neurons, it is likely that
TDP-43-induced G2/M arrest and death of non-neuronal
cells may contribute to the neuronal loss through the

non-neuron-autonomous toxicity.
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