CHEEX|ONSHER] « M 1 & X 25 2002
Journal of the Korean Dementia Association. 2002; 1: 117-21

HHSIE - 2EH - PR - 28 | Gradient Echo MR Imaging of Vascular Parkinsonism
: A Case-Control Study
SX||BtHst SK|HR AZ D), FICHARM I
Hee-Joon Bae, M.D., Byung-Kun Kim, M.D., Ja-Seong Koo, M.D.,
Hyun-Sook Kim, M.D.*
Departments of Neurology and Radiology*, Eulji General Hospital, Eulji University School of
Medicine, Seoul, Korea
Background & objectives : Changes of signal intensity in the various structures of basal
ganglia (BG), which can be detected by gradient echo MRI (GE-MRI), have been reported in
different kinds of parkinsonism. Altered iron content in these structures may be a possible
explanation of above phenomenon. Vascular parkinsonism is a kind of parkinsonian syn-
drome and is common. However, there have been no reports about the BG signal changes
on GE-MRI in vascular parkinsonism. Methods : We investigated the difference of signal inten-
sity in various BG and midbrain structures between 36 patients with vascular parkinsonism,
which was defined as clinical parkinsonism+evidence of relevant vascular lesions on MRI+
poor or no response 1o levodopa, and age- & sex- matched controls. The intensity of BG on
GE-MRI was graded as 0-3 relative to cortical gray matter. Results : There were no significant
differences in clinical characteristics between two groups. Among patients with vascular
parkinsonism, hypointensity was observed in globus pallidus in 94.4%, in putamen in 58.3%,
in head of caudate in 33.3%, in substantia nigra in 72.2%, & in red nucleus in 52.8%. There
was no significant linear trend in the association between signal intensity of above structures
and the presence of vascular parkinsonism (p>0.05 on Mantel-Haenszel chi-square test).
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Fig. 1. Grading of hypointensity of basal ganglia structures on GE-MRI.
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Table 1. Comparison of clinical characteristics and number of
microbleeding between VaP and control

Continuous variables  Mean=SD  p value on Mann-Whitney test
Age Control 72.86+8.77 0.577
VaP  71.89%+8.35
Number of Control  3.67+6.87 0.430
microbleeding VaP  7.36+£15.66
Categorical variables  Yes (%) p value on Chi-square test
HTN Control 25 (69.4) 0.795
VaP 26 (72.2)
DM Control 15 (41.7) 1.000
VaP  15(417)
HL Control 4 (11.1) 0.326
VaP 7 (19.4)
Smoking Control 18 (50.0) 0.234
VaP 13(36.1)
Alcohol Drinking ~ Control 12 (33.3) 0.293
VaP 8(22.2)
History of Stroke ~ Control ~ 32 (88.9) 0.126
VaP  27(75.0)

VaP indicates vascular parkinsonism; HTN, hypertension; DM, diabetes
mellitus; and HL, hyperlipidemia.
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Table 2. Comparison of grade of SVD between VaP and control

Grade of SVD (Number of subjects) p values on Mantel' s exten-
sion test for linear trend

HhIZ - 2421 - AN 9 12

Table 3. Comparison of grade of hypointensity on GE-MRI accord-
ing to BG structures

0 1 2 3
Control 2 10 22 2 0.003
VaP 0 7 15 14

Grade of hypointensity Number pvalues on Mantel s

SVD indicates small vessel disease.
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Structures  Of subjects (Control/VaP) extension test for linear
0 1 2 3 trend

SN 16/10 16/23  4/3 0/0 0.348

RN 2017 15/18 1/ 0/0 0.525

GP 4/2  18/18 13/9 1/7 0.142

PU 18/15 15/12  2/4 1/5 0.095

CN 28/24  7/12  1/0 0/0 0.468

BG indicates basal ganglia; SN, substantia nigra; RN, red nucleus; GP,
globus pallidus; PU, putamen; and CN, caudate nucleus.
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