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[Abstract]

Objective To investigate the MRI and clinical features of cerebral autosomal dominant arteriopathy
with subcortical infarcts and leukoencephalopathy (CADASIL).

Methods A retrospective study about 11 inpatients suffered CADASIL was carried out in Beijing
Tiantan Hospital from August 2010 to November 2012, which included magnetic resonance imaging
(MRI), clinical features, direct sequencing of Notch3 gene and/or skin biopsies of patients.

Results The clinical features showed headache was 45.45% (5/11 cases); memory decline was
45.45% (5/11 cases); presence of anxiety and/or depression was 57.14% (4/7 cases). The MRI
showed the pontine lesion was 63.63% (7/11 cases); the damage of temporal pole was 54.54%
(6/11 cases). Five patients were performed with direct sequencing of Notch3 gene, in which four
mutations occurred in exon 4 and one mutation in exon 3.

Conclusion The migraine is an important clinical feature of CADASIL patients. Pons is a common
damage location in CADASIL patients involved brain stem.
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