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Abstract

Vascular dementia(VaD) is currently considered to be the second most common type of dementia. VaD
is not a single diagnostic entity, but a heterogeneous syndrome which encompasses several clinico—
pathological forms of dementia resulting from cerebrovascular diseases. A common form of VaD is
subcortical VaD which is characterized by lacunar infarcts and deep white matter changes, leading to a
progressive decline in memory and cognitive function. The neuropsychological and cognitive profiles of
subcortical VaD have been reported relatively homogeneous. At present, subcortical vascular dementia is
regarded as the most important subtype of VaD with getting the attention of vascular dementia. The aims
of this study are to discuss the concept of subcortical VaD and its importance focusing on diagnosis,
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prevention and treatment with a case report.
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Fig. 1. Two pathophysiological pathways of ischaemic brain
injury(adopted from ref. 8).

Ao Avel et e = Aow
sick. @A sl el i St fikol
sfol Awhg Ameh=vl T2 P S
wAR) Ao olvln Gges A
A Ao ] it o] W] &tk 2

, 1())
A

94 P Aol A Bol= HdFy [
=2 (frontal executive function)®] A&h= A

AFhe] Ay dsiE oloFe Al
3] & (prefrontal-subcortical loop)E &3 (lacune)
oju} WA HHo]l EAAA YERA HT) o]H
HEGE dogl= eyl dile e A
Alegke] W4 Wslel Qlvk sdsl dadA
s A" Auigbae ko] ¥ £7 9
A= WFEEET 2 (hyaline)
o= oA FH7 83 (arterioscle-
rosis)o] TAYSHH e HH FEFENA
S FolAA s8N HELS doT)
Al Hk S8 HELY AA 7S s
o] HAEE Aol o] A9LE dEA4
09—7]71] %‘“4'. %ﬂﬂ

ru ﬂl}ﬂi

%_w_-wm:i

i

]_

[¢]

g

b

¥ 7 M(lacunar state)S

= %uﬂ LH7Lo] qu]

2 Ao AHAOR o] HAgE AR M
24 =7 M (Binswanger's disease) S
1A DckFig. 1P o] T4 71H0L 93
A2 AR Beakxu wMReel Bl
ANA zpolE Holm FF EAEo] YEephdTh
nE9t ot ol W¥eld wistel st

ol itk

R

o 1l my
o o 1o

A dPAANE JAdst = s FL A
&3t F A 2H(biological marker)7} §17] Wi
of d@AgAme] e F2 JgHoz o

Fojxar Qi dA AHeEE AdEoRe
Hachinski, DSM-1IV, ADDTC, NINDS-AIREN,
ICD-10 5ol 3tk o] Folxl ADDTC®} NINDS-
AIREN<+= possible, probable, definitev 0.2 1}
FE=1 possible YAHF o7 FyAdx|ufe] 7}
Aol = JHow Hot
2| O AF A 2 7

749~ probable= 94
] H7P g%t 749 definite
Held gxiazdo] A Q

=
[€)
3



Table 1. NINDS-AIREN Diagnostic Criteria for Vascular dementia.(adopted from ref. 11)

I. Criteria for diagnosis of probable vascular dementia

A Dementia
B Cerebrovascular disease

C A relationship between the above two disorders

1 Onset of dementia within 3 months of a recognized stroke

2 Abrupt deterioration in cognitive functions or fluctuating, stepwise progression of cognitive

deficits

II. Clinical features consistent with the diagnosis of probable vascular dementia

A Early presence of gait disturbances

B History of unsteadiness and frequent, unprovoked falls
C Early urinary frequency, urgency, and other urinary symptoms not explained by urologic disease

D Pseudobulbar palsy
E Personality and mood changes

Ill. Features that make the diagnosis of vascular dementia uncertain or unlikely
A Early onset of memory deficit and progressive worsening of memory and other cognitive functions
in the absence of corresponding focal lesions on brain imaging
B Absence of focal neurological signs, other than cognitive disturbances
C Absence of cerebrovascular disease on brain imaging
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Table 2. Brain MRI imaging criteria for subcortical vascular dementia.(modified from ref. 8)

Binswanger-type white matter lesions lacunar cases

Hyperintensities extending into periventricular and deep | Multiple lacunes (>5) in the deep grey matter
white matter; extending caps (>10mm as measured parallel | and at least moderate white-matter lesions ;
to ventricle) or irregular halo (>10mm with broad, irre- | extending caps, irregular halo, diffusely con-
gular margins and extending into deep white matter); | fluent hyperintensities, or extensive white-
and diffusely confluent hyperintensities (>25mm, irregular | matter changes

shape) or extensive whitematter change (diffuse hyper-
intensity without focal lesions) ; and lacune(s) in the deep
grey matter

Absence of haemorrhages, cortical nd/or corticosubcortical non-lacunar territorial infarcts and watershed
infarcts ; signs of normal pressure hydrocephalus; and specific causes of white-matter lesions (eg,
multiple sclerosis, sarcoidosis, and brain irradiation)
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Table 3. Neuropsychological test results in the patient with vascular dementia

Neuropsychological test

Attention

Digit span (forward/backward)
Letter cancellation

Language & Related function

Spontaneous speech
Auditory comprehension
Repetition

Naming, K-BNT
Reading

Writing

Praxis

Finger naming
Right-Left orientation
Calculation

Body part identification

Visuospatial function

Memory

Interlocking pentagon
Rey CFT copy

Orientation (time/place)

3 word registration, recall

Hopkins verbal learning test
Free recall (1st,2nd,3rd trial)
20 minutes delayed recall
Recognition

Rey CFT copy
immediate recall
20 minutes delayed recall
Recognition

Frontal/Executive function

K-MMSE
CDRIGDS

Contrasting program
Go-No-Go test
Fist-edge—palm
Alternation hand movement
Alternating square & triangle
Luria loop
Word fluency
animal/supermarket item
Phonemic item(71//0)
Stroop
Letter reading/Color reading

4/3

Abnormal

Fluent
Abnormal
Normal
44
Normal
Normal
Abnormal
Normal
Normal
Normal
Normal

Abnormal
15

3/5
3/2

3 = O

15

Normal
Abnormal
Abnorrmal
Abnormal
Deformed
Normal

4/3
0/2/0

14/13
21/30
1/4

Abbreviation : K-BNT, Korean version of the Boston Naming Test; ReyCFT, Rey-Osterrieth Complex
Figure Test; K-MMSE, Korean version of the Mini-Mental State Examination ; CDR, Clinical Dementia
Rating ; GDS, Global Deterioration Scale
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Fig. 3. Tc-9m HMPAO Brain perfusion SPECT shows moderately to severely decreased
perfusion on both fronto—parieto-temporal lobe.
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