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Motor neuron disease with dementia
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MND/ALS [ motor neuron disease (MND) &
amyotrophic lateral sclerosis (ALS) (ZA%R Tl X F+&
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BoOHFEICERINTVWEZ L 2B, TALS T
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2006 12 Arai 5 ©, Neumann 5 P 12X ) 2O
ANED FE 2 W5/ TAR DNA-binding protein of
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*ALS[dImultisystem disorder
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= Defining the cognitive and behavioural dysfunction
1) pure ALS
2) ALS with behavioural impairment (ALSb/ )
Neary> DM EEDTIFMBIRE DKEL2 DT
3)ALS with cognitive impairment (ALSc¢/ )
RABERETEENALOND
4) ALS with a concurrent dementia(ALS-FTD)
FTDD A EEET-T
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