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Pathological Brain Aging

2V S | K 4

RIS R 5 R R
Kbl
B, B

1972 42— b~ ARFEAZE, 1979 4RI R E S A2,
1983 R KRFRFIREZLZMERME T, EFEL,
1985 4E 7 1 U # RFMRALFZHHY h—F 7 = v —,
1986 F_A 7 —ERRPABELMHY —F 7 21—,
1991 4 RIR RS- A5G = 2835 AT, 1996 47 2 0 ik,

TAKEDA, Masatoshi, MD, PhD

Professor, Department of Psychiatry,
Osaka University Graduate School of Medicine

1972 Graduated from Dartmouth College, NH, USA, 1979
Graduated from Osaka University, 1983 Graduated from Osaka
University Graduate School of Medicine, 1985-1987 Research
Fellow at Florida University, and Baylor School of Medicine,
1991 Assistant Professor, Osaka University, 1996 Professor of
Psychiatry, Osaka University .

n:u%urﬂ T!i%*ﬁ/ﬂé ngiﬁz))mu&)%ﬂéﬁ)
%@ffi%ﬁ"]ﬁi ZOWTIE oIS Tvie

. ARWFZETIE, BEEALSHEO ERoERE B
&L, TIARRY AL AT 7Rl @%Eﬁ)ﬁﬁiéa@%ﬂ
JEIR ERTELEAL ORI PO 2y RS- 2 32, 380
EODE;.?F“{W(#%&%%‘@%L/LHU@_@H%E% %, BER
AIFEE MCD - AR EE (SCD IZH Y72
prodromal stage THY, 1EF %{KE%@@E%}WPQT
B A6 & 7= FEFE BTSN B & A3 X B AV ITIRAEL T
WHEEBZBLIDN, ORIV TR E S
DB E& LD FRERE LD 1A,
ZLT, ZORRE N AA~—D—DBR% LR ARE
KTk 5 TSI DT 5,

NAF~—=D—=I1TONW ULy BZL 2 — YRtk

DOFEMZRRFIL, Ry BZL A —BiEEOY s —
=1 —&720 155 5 1l I F i & D\ ik
WZIRIET 5, TBHEIZOWTIE, TV NA~<—h
OWHIEREAZHOIZL, ZORBENEE & IE
T IEERFRT D,

RHAEDMEZHY—H— L ABRELRET 5
Study of Up-stream Pathological Events Triggering Abnormal Protein Accumulation during
the Early Stage Differentiation Normal and Abnormal Aging, Searching for the Biomarker of
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Abnormal protein deposition is observed in
dementia brain, such as beta-amyloid, tau,
alpha-synuclein, and others, whose pathological
significance has been under discussion. In this
project, we will concentrate our effort to clarify the
molecular mechanism in the early stage of
pathological brain before the initiation of abnormal
protein deposition. This early stage of dementia,
corresponding to the prodromal stage of dementia
such as mild cognitive impairment (MCI) or
subjective cognitive impairment (SCI), in which the
events of normal brain aging and events related with
pathological dementia onset might be mingled
together without clear differentiation. We will focus
into this early stage of dementia, trying to elucidate
the initial pathological events triggering the
abnormal protein deposition in the brain.

Modification and processing of amyloid precursor
protein (APP) and tau protein will be studied using
the advanced technology of molecular cell biology,
to establish the surrogate biomarker of pathological
gamma-secretase activity, beta-amyloid
modification, and tau protein modification, which
will eventually lead to the discovery of the means to

prevent neurodegenerative dementia.
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Fig. APP and APLP1 are both processed by presenilin
complex showing the similar regulation.
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