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HEEER (FEX) Establishment of immunoassay system for phosphorylated TDP-43 and the
study of the localization of phosphorylated TDP-43 using the immunoelectron microscopy
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Several studies about DNA/RNA binding proteins such as TDP-43 and FUS have examined. I
found a novel 7ARDBP gene mutation in familial ALS patients and published the clinical
and pathological findings of them in detail. Furthermore, I published the reports about
a patient with familial ALS with FUS mutation, a patient with sporadic ALS with numerous
FUS-positive inclusions, and the mechanism of neuronal degeneration of the model rats
of ALS. 1 also read the paper about the relationship between TDP-43 and FUS at the
international meetings.
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