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Background: Cerebral autosomal-dominant arteriopathy with subcortical infarcts and leukoencephalopa-
thy (CADASIL) is an inherited small vessel disease caused by mutations in the Notch3 gene. Lacunes
may reflect occlusive type microangiopathy. However, cerebral microbleeds (CMBs) may reflect bleed-
ing-prone microangiopathy. In the present study, we aimed to determine whether hypertension influence
the distribution and severity of lacunes and CMBs in patients with CADASIL. Methods: The study popula-
Received: August 29, 2014 tion comprised 85 patients who underwent brain MRI, including T1-weighted image, susceptibility weight-
ngct’g dreﬁiy:ibgf;%msgq 26’ 2014 ed image (SWI), and fluid attenuated inversion recovery (FLAIR) image. The patients were divided into

' ' two groups depending on the presence or absence of hypertension. In the first, demographic factors,
and MR findings were compared between CADASIL patients with and without hypertension. In the sec-
Jung Seok Lee, M.D ond, we under_took aregion by regiorl corr?pqrison of number gf patients with lacunes or CMBs. Result_s:
Department of ,\"eu'ml'ggyy Jeju National University The hypertensive group showed a higher incidence of CMBs in lobar area (p<0.001) and basal ganglia
Hospital, 15 Aran 13-gil, Jeju 690-756, Korea (p=0.014). CMBs tend to be observed more frequently in the thalamus (p=0.058), brainstem (p=0.057),
Tel: +82-64-717-8178 and cerebellum (p=0.052) in the hypertensive group. However, hypertensive group demonstrated a
Earﬁ]aﬁgﬁng(:‘?zgn;\?;ocom higher incidence of lacunes just in lobar area (p=0.040). Conclusions: Our findings suggest that CMBs

' ' may be a more sensitive neuroimaging marker of hypertensive arteriopathy in patients with CADASIL.
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Table 1. Demographics and clinical characteristics of CADASIL patients
with or without HTN

CADASILHTN (-) CADASILHTN (+)

(n=35) (n=50) palue
Demographics
Age, year (SD) 5794127 655+114 0.009**
Male 21(60.0) 28(56.0) 0.713
Education, year (SD) 110+53 85+54 0.028*
Medical history
Diabetes Mellitus 3(86) 9(18.0) 0.344
Hypercholesterolemia 9(25.7) 12 (24.0) 0857
Coronary artery disease 3(6.6) 120 0301
Ever-smoking 14 (40.0) 20 (40.0) 1.000
MRI characteristics
Presence of lacunes 20(57.1) 44(88.0) 0.001**
Number of lacunes, median 1.0(0-18) 40(0-22)
(range)
Presence of CMBs 16(45.7) 43(86.0) <0.001™*
Number of CMBs, median 0.0(0-23) 8.0(0-120)
(range)

Comparison: independent T test for age and educational level, Chi-square test for
the other variables. Data are mean + SD or n (%) values.
*p<0.05;p<001;"*p<0001.

CADASIL, cerebral autosomal dominant arteriopathy with subcortical infarcts and
leukoencephalopathy; HTN, hypertension; CMBs, cerebral microbleeds.
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Fig. 1. A 63 year-old man who had one stroke (mild left-sided weakness). Susceptibility Weighted Image (SWI) showing multiple CMBs in brain (A, B).
3D-T1 weighted image and Fluid-attenuated inversion recovery (FLAIR) image showing multiple lacunes in brain (C, D). Arrowhead indicates cerebral
microbleeds. Arrow points to lacunes.

E]Qlal T Th40] BiBlS B el o 294 37H(H<] 0-1207H) %1
o} ) HuAE RS F915= 7009 01207 vl
] HulHIEE2 F914= 0719 0237H) 274 B3{ck: )
|22 i o] 437(50.6%), 71413l HR] 307(35.3%), Al
A} HIE0] 427(49.4%), |71 Hlo] 241H(28.2%), 12| 1L Ak Ho]
167(18.8%)°]1ck:

TFoLo] Bl mEelTo| H|to] Yu|4|&E o] uhy HlE 7} of
] (p<0.000)T 7] 3(p=0.014)0] 4 {-2J617] =gkon] £
O 2 [OfRt -2 oFAIRE AV (p=0058), = 7Hp=0.057), 7L
2|31 Ank)(p=0052)004] 352 HFS Mu} T o] u
Y W1 |9l (p= 004000 ARF ko] vl e H]s}

)

http://dx.doi.org/10.12779/dnd.2014.13.4.112

£ PE B T FHollAf= F ol A ko7t glsiet
(Table 2).

=& 7%l A% &g O‘QiE} OIoﬂ H}o}oq o327 xﬁugq 7o
bt wisto] i ol ARt oA
A W% 7} 2=9ke) 5 CADASIL SRkl A] o] G574 A}

U] Al 5 B el o 4 glgieh

www.dementia.or.kr
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Table 2. Topographical distribution of lacunes and CMBs of CADASIL pa-
tients depending on HTN

Location CADASILHTN (-) CADASILHTN (+) pvalue
(n=35) (n=50)

Location of lacunes
Lobar 16 (45.7) 34(68.0) 0.040*
Basal ganglia 11(314) 25 (50.0) 0.088
Thalamus 9(25.7) 13 (26.0) 0976
Brainstem 6(17.1) 12(24.0) 0446
Cerebellum 2(5.7) 3(6.0) 1.000

Location of CMBs
Lobar 9(25.7) 34(68.0) <0.001™*
Basal ganglia 7(200) 23 (46.0) 0.014*
Thalamus 13(37.1) 29 (58.0) 0.058
Brainstem 6(17.1) 18 (36.0) 0.057
Cerebellum 3(86) 13(26.0) 0.052

Comparison: Chi-square test for association between two categorical variables n
(%) values.

*»<0.05;**p<001;**p<0001.

HTN, hypertension; CMBs, cerebral microbleeds.
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