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Table 1. Grade of Microangiopathy

Grade 0:no microangiopathy.

Grade 1:small high SI dots less than 10 in number.

Grade 2:multifocal high SI lesions.

Grade 3:confluent high SI lesions smaller than lateral
ventricle.

Grade 4:confluent high SI lesions larger than lateral
ventricle.

SI = signal intensity
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Fig. 1. A 63 year-old patient with chronic hypertension.
On T2-Weighted MR imaging, multiple dark signal dot
lesions are seen in the basal ganglia and the thalami.
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Table 2. Location and Number of Signal Void Dots

Locations No. of patients(%) G NS,
of SV dots
Thalamus 61(83.6%) 4.1
Basal ganglia 51(69.9 %) 4.3
Pons 41 (56.2%) 1.8
Lobar 29(39.7 %) 1.4
Dentate nucleus 15 (20.5%) 0.7
Midbrain 1( 1.4%) 0.03
Total 12.4

SV = signal void

Table 3. Frequency of Abnormal Findings

SV(+) group SV(—) group  p value
Hypertension 97.1% 59.7% 0.001
ICH 43.8% 8.2% 0.001
MAP 95.9% 64.4% 0.001
Infarct 13.7% 5.5% »0.05

SV =signal void ICH = intracerebral hemorrhage
MAP = microangiopathy
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vV (+ o) SV (—) grou
Microangiopathy () group (=) group
Grade 0 o( 0%) 15 (20.5%)
Grade 1 3(4.1%) 11 (15.1%)
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Fig. 2. Linear regression analysis of the relationship be-
tween number of signal void dots and grades of micro-
angiopathy.

r: Correlation coefficient of grade of microangiopathy
versus number of signal void dots
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Table 5. Correlation between Number of Signal Void
Dots, ICH, and Infarct

ICH (+) ICH (—) p value*
126+110 8.4%x 5.2 >6.05
Infarct (-i-ji Infarct (—) p value*

9.3%£ 7.3 12.7 £ 11.9 » 0.05

ICH = intracerebral hemorrhage
numbers : mean value *+ one standard deviation
p value*: T-test
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Signal Void Dots on T2-weighted Brain MR Imaging :

Correlation with Hypertensive Brain Lesions'

Dong Soo Yoo, M.D., Chun Keun Jeong, M.D., Sang Joon Kim, M.D.,
Young Seok Lee, M.D., Jae-Il Kim, M.D.?, Ho-Jang Kwon, M.D".

. Department of Radiology, Dankook University College of Medicine
2Department of Neurology, Dankook University College of Medicine
3Department of Preventive Medicine, Dankook University College of Medicine

Purpose:To evaluate the relationship of signal void dots seen on T2-weighted images with hy-
pertension, hypertensive intracerebral hemorrhage and infarction.

Materials and Methods: MR images of 73 consecutive patients with signal void dots on
T2-weighted images were reviewed. Seventy-three randomly selected age-matched patients without
signal void dot lesion were also reviewed. We evaluated 1) the location and number of signal void
dots; 2) the frequency of hypertension among patients and controls; 3) the frequency of associated
brain parenchymal abnormalities (hypertensive intracerebral hemorrhage, microangiopathy and in-
farction) in both groups; 4) the relationship between the number of signal void dots and associated
brain lesions in the patient group.

Results: Signal void dots numbered 1—50(average, 12), and were found mostly in the thalamus,
basal ganglia, and the pons. Hypertension(97.1%), hypertensive ICH(43.8%) and microangiopathy(96
%) were frequent in patients with signal void dots, the number of which correlated with the
severity of microangiopathy. Infarction(13.7%), however, did not correlate with dots.

Conclusion:Signal void dots correlate closely with hypertension, hypertensive ICH, and
microangiopathy. They may indicate hypertensive brain change.

Index words: Brain, hemorrhage
Brain, MR
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