BxXc—19

FIZHREHEEX (RENREHE) HRARBEE
FRE 2 4% 6 H 8 HEUE

%S - 33920

HMEER - EBE#HME O

FAZCHEARS : 2009 FEEE~2011 4

FEEES 21500339

MR EERER (F030) TDP-43 proteinopathy oD###% i IR AR 32

ZeiERE4 (3 30) Neuropathological reserch of TDP-43 proteinopathy

HEREKRE
HHE E#E  (YOSHIDA MARI)
BHEMKE - MBERSPHER - &2
MZEEES : 60288545

WFFERC R OEE (Fn30) -

i ZEME PRI SR B ALAE (ALS) & TR SABEZ PESE (FTLD) D3 AR 1 Cd % TAR DNA-binding
protein 43kDa (TDP-43) DEEETHE & 4340 % HIH N 22 F VT BRI AR A8 L 72, TDP-43
1% ALS TILEE R A2 CERE L, —J5 FTLD CllifESh = = — 1 LRI TDP-43 OER 470
Z ORI RTERDAAIITE N & 5 03 W& ORI T @RS 5 2 L 2R LT,
MR O R (330) -

We investigated neuropathology of TDP-43-positive inclusions of amyotrophic lateral
sclerosis (ALS) and frontotemporal lobar degeneration (FTLD) in autopsied brains

TDP-43-positive inclusions were found beyond motor neuron system in ALS brains, and in
motor neuron system in FTLD brains, while the cellular and distribution of inclusions
showed differences between two diseases. We confirmed the common pathological basis
encompassing ALS and FTLD.
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