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Clinical spectrum of CADASIL and the effect of cardiovascular risk
factors on phenotype. Study in 200 consecutively recruited individuals.
Adib-Samii P. Stroke2010

Table 3. Relations Between Cardiovascular Risk Factors and Clinical Features

Migraine Encephalopathy Depression Stroke Dementia
Age, y 0.95 (0.92-0.98)* 1.00 (0.96-1.04) 1.01 (0.99-1.04) ‘1.05 (1.03-1.08) 1.08 (1.04-1.13)*
Male sex 0.62 (0.32-1.17) 1.23 (0.50-3.05) 0.57 (0.31-1.04) 1.29 (0.74-2.27) 2.51(1.18-5.36)t
Hypertension 0.69 (0.33-1.44) 1.70 (0.64-4.50) 0.81 (0.40-1.63) ~2.57 (1.29-5.14) 0.80(0.32-1.97)
Ever-smoker 0.75(0.39-1.42) 0.57 (0.23-1.44) 1.81(1.00-3.26) 1.13 (0.65-1.96) 0.85(0.41-1.77)
Smoking, pack-years 0.98 (0.95-1.01) 0.98 (0.92-1.04) 0.99 (0.96-1.02) ‘1.07 (1.03-1.11) 1.02 (0.99-1.06)
Hypercholesterolemia 0.55 (0.25-1.20) 0.645 (0.245-1.697) 1.35(0.70-2.62) 1.06 (0.57-1.96) 1.61 (0.65-4.00)
Hyperhomocysteinemia 1.47 (0.46-4.70) 1.56 (0.39-6.18) 1.27 (0.49-3.11) 0.99 (0.40-2.43) 0.74(0.16-3.53)
Body mass index >25 kg/m? 0.61 (0.26-1.46) 0.64 (0.23-1.78) 1.52(0.73-3.18) 1.39 (0.70-2.75) 1.12 (0.39-3.23)

Values shown are ORs with 95% Cls.
*P<20.01, tP<0.02.
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Fig. 2. Osmiophilic granules seen on electron microscopy.

Fig. 2. White matter artery: thickening of the wall with GOMs in the media.
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