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Vascular dementia; revisited
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Amyloid cascade hypothesis

nEERRT
HT, HL, DM, apoE4

ARFIOCR

l «—, BEmERT "
R I IEETIR
sHOR%Y VBRI
AREROEIE

ADDEST

X1 BMERKERIC X 2REORE, MEREIIILE L
77 IuA NizmEo I - 3% % 4 U CuNME
BREEO RN A % o Z O H. 1B AT AB
DEEEZTES T, SHITT VYN, 2 —FH
NS LR H 5,

3. M EMHRIE ; RERERETE

IR INIAERZ 2 MR IS U T, microatheromas,
angionecrosis. lipohyalinosis. fibrohyalinosis 7% & ®
k4 B2 b &2 B %, 412, fibrohyalinosis 13
AMEE D REMEPEREALAF L TR RS EHETH D |
FEREDRIELHE L TV, 20X ZREIE
PEANMAEIRZE L, FEEH - BUR - 7% & ol
W% <, 7T IuA FIIEREDOA U3 v R#E
WIEA v BORIST I T A FIEHE (X5 @ B I
WM TH Y Y, 2 FFEHO/NMAEIRE O 55 (138
AITTIHRDON 5,

7 I8 A4 FIEIERR L TR BETIE R, —
MR T 28-38% ITHAFAE Ly HFICRRAIBE B R 5%
TIEEET 55-59% 1B S N7z L DD D 5 Y
TIVINA T —IRERRIR T IS L > TR 507
78-100% 27 I B A FIMEREAFFAEL, 7384 F
MAERE & T VY A < — B O FIERE I 2258
5IEOMBEDFAET 5o FFIC. BMIMAEREICIEAE T
554 7O7 IuA FIERE (capillary CAA) %
JHSEFIR CM R B OMBIIEE TH S 7,

Jii 32 %9 microbleeds (lobar cerebral microbleeds:
CMB) ¥, BB M/NMiiZE (cortical microinfarction:
CMD) 9, BEMIC BT HIM (cortical SAH) 10 72
EOEZE L. LR, MRI THIIITTREL Ro T 5

(B2)o 2NHIET I A FIERECTHEIMT 2720,
FrlCE#E TIE7T I 0 FMEIEDIRE L 4. 4§
(2. IEERD CMB X RBEZEFIROBUNIAE R TR
3 <\ ApoE BI&THITlx ApoE e4 2%\ o T IV I N

MM ERHE © Revisited

2 B1RITEDHHIR MRI (3 Tesla) o FEBERIZHESTS 5
AATREE, RAVEZ B L. B CT T3ROS
567 7 FHIE - IRAABERENRH L Eh D, K
BN A RAE A S D7z, BHER MRI TlE 2
5 Ol susceptibility weighted image (SWI) THRE
ANETVTFE—TY R REH) . BZER microbleeds
AS528 & 1. double inversion recovery (DIR) 3D-fluid
attenuated inversion recovery (FLAIR) {5 CRz &%
IMEEEBDTDL (FEHD).

e CAAD—EHELADIZEEHEL. ADD8O—100%IE
CAAZEHT B,

Subcortical ICH CAA-related inflammation
‘White matter lesions

Cortical SAH

Cortical microinfarct (CMI)

Lobar MBs

CAA-related vasculopathies

K3 73IuAf FIEREE TNV INA T —HOEROE
XM, CAA. 7 3IuAf FIEIE ; AD. T Y N A
< —J% ; ICH, MW ; SAH, < T I : CMB,
N IfiL

A=z L EHETCME XML
CAA-related inflammation 23 5585bH5 (B 3),

4. MEMBEIE & 7 ILYINA T —IRDEEPRAVE R
ML RRAE (A & S W ZS . HHE
AT VI NA =R TOHAET B 1o FS
T NA = — R e i S A L R IR
W ODMAEMERANE CTHHAET b0 HEIRER
BRI~ 7 2 OEERKHER € 7V CHBRET



EAEWERAVENIZESEE Vol.19 No.l 2012

AD

AP deposition

¢ N

Senile plaques CAA
eurfibrillary tangles?
Neuronal 1 death

s

Alzheimer’s disease

B4 7uvung<—iE (AD). 7304 FIERE (CAA). B FIEMWEANE (SVD) DR,

HY. —hHORERHET Tl HERE O A DA
U0 8 20 H O RMKHER Cld 2 SIS 22
le]bZ) 12)O

Peo T, MPEBOENIE MR 7~ VIVETER R EH
HIRE OREFEFEFHIIR. VSRAD 2 & % B0
SE A 72 SISOV TREINIAT ) LEDD 5.
F o BRIE A EEICGHI T2 2 L AEETH D,
FIE R 2 O ATREE, AVEERIRIE & A U A 3550
FKEZ 7 VI A = — IR O REMEIE D v, AFH
FREfE L LC, M MERRANE CIXE BT, #)
IO, AR, HBIRENE L, RBHDOETIRLTLD
Hir72%\v e —H. TV INA T —iR TS hE
JETAMEDEHAL, B FEv, GE b UBASH L
DEWVS LD S,

5 BhHYIC

7 2\ A FIERE SR E R O/ B R HE D —
DTHHH, —HETVINA < —FRHE L Lo
ThBY, BEBBHEICES TN (K4), 5
%, W~ —H — 2OV TT I a4 FIEHEE D
BT 5 & & AN MAEVERIE O BRI D %235
boLEZOLND,

X W
1) Tomlinson BE, Blessed G, Roth M.: Observations
on the brains of demented old people. J Neurol Sci.

CAA

¥

CAA —related
vasculopathy

[T ]

Cortical small vessel
dementia

2)

5)

6)

7)

SVD

Subcortical region

Hypertension

Subcortical small
vessel dementia

11:205-242, 1970

Petrovitch, H, Ross, GW, Steinhorn SC et al.: AD
lesions and infarcts in demented and non-demented
Japanese-American men. Ann Neurol 57: 98-103,
2005

Kitaguchi H, Tomimoto H, Thara M et al.: Chronic
cerebral hypoperfusion accelerates amyloid
deposition in APPSwInd transgenic mice. Brain
Research 1294: 202-210, 2009

Yamada M, Ihara M, Okamoto Y et al.: The
influence of chronic cerebral hypoperfusion on
cognitive function and amyloid B metabolism in
APP overexpressing mice. PLoS One 6: e16567.
2011

Thal DR, -Griffn WST, de Vos RAI et al.: Cerebral
amyloid angiopathy and to
115:

its  relationship

Alzheimer’s disease.
599-609, 2008
Keage HA, Carare RO, Friedland RP et al.:

Population studies of sporadic cerebral amyloid

Acta  Neuropathol

angiopathy and dementia: a systematic review.
BMC Neurol. 9: 3, 2009

Attems J.: Sporadic cerebral amyloid angiopathy:
pathology, clinical implications, and possible
pathomechanisms. Acta Neuropathol. 110: 345-359,

2005



8)

9)

10)

Pettersen JA, Sathiyamoorthy G, Gao F-Q et al.:
Microbleed topography, leukoaraiosis,and cognition
the
Sunnybrook Dementia study. Arch Neurol 65:
790-795, 2008

Ii Y, Maeda M, Kida H et al.: In vivo detection of
cortical microinfarction with ultrahigh-field MRI in

subjects with cognitive impairment. J Neuroimaging

in probable Alzheimer disecase from

in press.
Kumar S, Goddeau R.P. Jr., Selim MH et al.:
Atraumatic convexal subarachnoid hemorrhage:

clinical

presentation, and

imaging patterns,
etiologies. Neurology 74: 893-899, 2010

11)

12)

MM ERHE © Revisited

Shibata M, Ohtani R, Thara M et al.: White matter
lesions and glial activation in a novel mouse model
of chronic cerebral hypoperfusion. Stroke 35:
2598-2603, 2004

Nishio K, Thara M, Yamasaki N et al.: A mouse
model characterizing features of vascular dementia
with hippocampal atrophy. Stroke 41: 1278-1284,
2010

O SEHK 2347 H30 H (1) 525

EIRAER 78 THRE S NZNETT,





