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Schwann cell abnormality due to variant TTR and neurodegeneration

Tatsufumi, Murakami
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TgS1 Schwann cells, which are derived from a FAP transgenic mouse
expressing V30M TTR gene. were treated with a proteasome inhibitor, resulting in granular vesicle
formation as an aggresome. TgSl1 were also treated with Hsfl siRNA, and the swelling snd filling
with TTR were recognized in the cytoplasms and the dendrites of the cells.

Neurite-growth assay was performed using rat DRG neurons with wild-type TTR and V30M TTR. V30M
TTR inhibited the neuritis outgrowth, but wild-type TTR did not. Immnohistochemistry of the sural

nerve specimen of a FAP TTR E61K patient demonstrated several TTR positive Schwann cells in the
peripheral nerve.
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