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Background: Subcortical ischemic vascular dementia (SIVD) results from small vessel disease,
which produces either arteriolar occlusion (lacunar infarct) or a widespread incomplete infarct
of the white matter (Binswanger's disease). Little data have been available concerning the dif-
ferentiation between the subtypes of SIVD. Methods: Thirty-nine patients (22 males; mean age,
67 years) were included. All patients underwent the Seoul Neuropsychological Screening Bat-
tery and their medical records and brain MRIs were reviewed. Patients were divided into three
groups by Erkinjuntti's MRI criteria: lacunar type, white matter type, and mixed type. Vascular
risk factors, neuropsychological findings, and the presence of depression were compared among
those groups. Results: Eleven patients were classified into the lacunar type group, 12 patients
into the white matter type group, and 16 patients into the mixed type group. There was no sta-
tistical difference among the 3 groups in the demographic and vascular risk factor profiles except
in the history of stroke or transient ischemic attack. The trend was noted that neuropsychologi-
cal deficits were the most severe in the mixed type group and moderately severe in the white
matter type group. The frequency of depression tended to be higher in the mixed group but
there was no statistical significance. Conclusions: Our study suggests that there may be some
Jae-Hong Lee, M.D. ‘ differences among the subtypes of SIVD in vascular risk factors, frontal/executive function, and
Department of Neurology, Asan Medical Center . . . . )
University of Ulsan College of Medicine, 388-1 associated depression, with a tendency of the mixed type to be the most affected and the white
Pungnap-2 dong, Songpa-gu, Seoul 138-736, Korea | Matter type to be the next. These findings need to be replicated further by a large clinical study.
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Fig. 1. Typical Cases of subcortical ischemic vascular dementia: lacunar type (A), white matter type (B) and mixed type (C).
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Table 1. The sociodemographic and vascular risk factor char-
acteristics of the subjects

Lacunar type White matter Mixed type p-
(n=11) type (n=12) (n=16) value

Age (yr) 63.8+7.8 68.2+7.1 68.5+9.8 330
Male sex 8(72.7%)  5(41.7%) 9(56.3%) .324
Education (yr) 56+29  7.2+48 72450 626
K-MMSE 19.7+46 198+44  189+50 864
CDR 0.8+0.5 1.1+03 1.0+04 227
Hypertension 7(636%) 9(75.0%) 15(93.8%) .147
DM 5(45.5%)  1(8.3%) 2(125%) .052
Hyperlipidemia 2(18.2%)  3(25.0%) 4(25.0%) .902
Smoking 5(45.5%)  3(25.0%) 8(50.0%) .388
Hx. of stroke/TIA ~ 8(72.7%)  5(41.7%) 4(25.0%) .048*
Heart disease 1(9.1%) 1(8.3%) 1(6.3%) .959

K-MMSE, Korean version of Mini-Mental State Examination; CDR, clini-
cal dementia rating; DM, diabetes mellitus; TIA, transient ischemic attack,
*p<0.05, by Pearson chi-square test.
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Al 259 AARAA 24E vlwste] #4135 A3 Table
20 AXEIATE 274 AAF S8 F 22 2571 (letter can-
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W white matter typedlA+& 2%(16.7%) 123 mixed type
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Table 2. Neuropsychological test results

Lacunar type White matter Mixed type — p-

Variables (n=11)  type(n=12) (n=16) value
Attention
Letter cancellation 0(0%) 2(16.7%) 6(37.5%) .051

Digit span forward 46+10 48+15 4411 727

Digit span backward ~ 2.4+1.2 2611 22+13 654
Language & Related function
K-BNT 32.0+11.1 30.7+£103 28.3+11.8 .707
Fluency 0(0%) 0 (0%) 1(6.3%) .455
Comprehension 1(91%) 2(16.7%) 3(18.6%) .856
Repetition 0(0%) 1(8.3%) 0(0%) 329
Reading 2(18.2%) 1(8.3%) 2(125%) .728
Writing 2(182%) 4(33.3%) 3(186%) .371
Praxis 2(182%) 5(41.7%) 8(50.0%) .147
Finger naming 1(9.1%) 2(16.7%) 1(6.3%) .358
Calculation 7(636%) 9(75.0%) 10(625%) .574

Body part identification 1 (9.1%) 1(8.3%) 1(6.3%) 547
Rt-Lt orientation 2(182%) 4(33.3%) 7(438%) 424
Visuospatial function

Rey CFT copy 18.1+102 176+£103 16.1+=11.1 .881
Memory function
SVLT free recall 11.1+43 10.6+4.2 9.3+38 479
SVLT delay recall 13+22 09£13 08+12 751
SVLT recognition 16.0£3.1 172+£34 164+£35 691
Rey copy delayed 40433  3.6+37 43+3.7 .866
Rey copy recogniton  16.1+2.8 16.3+3.1 156.3+37 743
Frontal executive function
Word fluency:animal 7.1+£28 7.3+31 49+28 .068

85.6+£27.2 741£329 77.7+£295 718
35.1+£241 28.1+233 20.6+190 .293

Stroop word reading
Stroop color reading

Contrasting program ~ 3(27.3%) 5(41.7%) 9(56.3%) .330

Go-No-Go test 2(18.2%) 8(66.7%) 13(81.3%) .033"

Fist-edge-palm 8(72.7%) 7(58.3%) 13(81.3%) .591

Alternating hand 8(72.7%) 7(58.3%) 10(62.5%) .536
movement

Alternatingsquare & 1(9.1%) 2(16.7%) 1(6.3%) .536
triangle

Luria loop 2(182%) 5(41.7%) 4(25.0%) .721

GDS 4/9 (44.4%) 5/10(50%) 9/13(69.2%) .459

K-BNT, Korean version Boston naming test; Rey CFT, Rey complex figure
test; SVLT, Seoul verbal learning test; GDS, geriatric depression scale.
p<0.05; *, by Pearson chi-square test or ANOVA test.

The number on contrasting program, go-no-go test, fist-edge-palm test,
alternating hand movement, alternating square & triangle, and Luria loop
means the number of subjects who showed poor performance on the
test.

(5/10, 50%), mixed typedlA+= 9%8(9/13, 69.2%)°] Lebst
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