Journal of International Neurology and Neurosurgery 2017 ,44(1)

R ERSZERFRINNRESTHRER

BRA, BH mik SRR EHLLT WA
l. MAEHKRFARAEFRE, TG X ET 050017

2. MABARERMNMZNE, TG &K ET 050051

B T W/ E R (CSVD) 2 B0 45 il 1 5T & 15 5 6 Bl i R B i e I 2 4 L I BORE B R K i 1t L )
Bo CSVD W] 5[ e A ) 20 % , Hok S BOA RIS RE T M SRt 1 2 2 D] o A% o S DA g ( PSCL) 2 DA R B it o
TLH R 2 — , FRR AL R i A . BT O A 8Ok 1 22 4R 2R B, CSVD 7E PSCI g 2% AL ) b ik 2 22 4R 11 .
1, AR SCX) 2%l CSVD 7R PSCI Hh A 6 Az 2 Ji v O AR T BEAT 125004, LA O 47 b B PSCI Ay 2% 2 ML

3R R < I B AR S 5 M Bk AR B 5 MG B e a5 2 s A B

1 5 TN B A5 ( post-stroke cognitive impair-
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BE 312 Wi bR E 1 — 2R 91 25 A AE o A3 DA 0 45 4
BEHIAS TR, B 43~ PSCI JE % 5 ( non -dementia PSCI ,
PSCI-ND ) #1125 /7 J5 i S ( post-stroke vascular demen-
tia, PSD) . —JULLAE 5 | B 2 A4k Xy Bl Y
087 T 0 7 %, 3R PSCI % A o 1 1£80.97%
Bl N 2 A KW Ok 2 rp R P2 T A K,
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CSVD 5 7 eh iy 1L J5 B tA 0 B B 1 K AR 58 %
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i 5 {5 5 ( WMHSs ) B 5 22 ( white
matter lesions , WML ) 5 48 7£ T, AL BLAR WK 52
5% K & FF %1 ( fluid - attenuated  inversion recovery ,
FLAIR ) K o3 F AL 1% b 5 w5 5, i AE T, AL
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