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BT ASCHEAR T PSCLE R 3 B OF 58 #E 8, R 0 1 XX

S 41 7 ) T
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PR B B 2 A P S H UL R R B, H T IR R
PEE A )5 A F0 B 15 ( post-stroke cognitive impair-
ment , PSCI) fy) £ % F Br o & £ 17 40, (H X T K ik
i FB I IERBE B A R S PR R AR E, B R IF R RE 5T
4 IR S R A BN RUK A o I, B L4 A I R
RS I 2 % WL EE B, XF PSCL B 540 & Bl 2= ¢
i /N LA 9 A SR 2 eb R R B SR TR e [ DR
PSCI 1y & A5 W) 18 b o I 355 5% A 00 R % 36 4R 4
AR REF S PSCE 0% [R] 7 i A s 438 7 35 By o %
X 26 P DY 1 B 0 A B R B A T AT B s PS-
ClB# s .

1 EMEREY
1.1 & # /I RNA 5 PSCI

I3 f 7/N RNA ( microRNA , miRNAs ) & — 254>
K218 ~24 AL IR 1Y 3F % 5% B BE /N 73 7 TE R
ik T AL A 2] KR AL R 22 AR G R AR SR
K% T EAE . Huang % Xt 38 fi] PSCI .37 fi
Hr 9l A Z B % ( post -stroke mnon -cognitive impairment ,
PSNCI) 2 38 {5 4 % VT e (%) % BRZH 1L 3% Hh miR-132
K HEATESE, 45 R W], 78 PSCL 4 IfiL 7 miR -
132 By J+ &, H &8 & 19 MoCA 3 73 5 Il 7§ miR-
132 7KV 5 GUAE3E o Xie %62 DA S i A4 42 BT 16 BA 57
WHFE Pl T 66 il B2 A N B A ( MCT) 2% #1 76
{91 XE # X0 B2, i € RS2 PCR i A6 I If ¥ o
55 BT 2% K T RO RE G B T B AR PR miRNA, 25 R K
B, miR-206 K miR132 7 %2 B O R ik S8 35 L 36
Bl TE R . 5 Huang S BF 98 K A 2 BF 5T R
Spearman A 5 73 HT 45 2R W78, miR-206 KKk 5
MoCA ¥ 43 5 1F Hi 3¢, miR-132 /K 3 5 MoCA P 4y
WEIEA L, Hitk, miRNA 5 MoCA ¥ 73 i1 #H 56 7
EAF i — B BE5E . {H miRNA A JU 7] 4 2 PSCI KL 1Y)
2 W Y — 285 AL U D 7, ELG G PR R BF 5
A PSCI 4 T By A6 o5 4 ok B 10 A B2
1.2 SUNHEEYS PSCI

Ok B 22 1 AIE s 2 BT 4R Al I U B e R 1Y A
SR (R OC B R R AR . Lin %040 A
193 ] 5 A 8, 16 A BE 24 h NI AL N
AR & Y — [ ( malondialdehyde , MDA ) F1 8 -%2 4t
Bt % WL (8 -hydroxydeoxyquanosine , 8-OHdG ) , 1 4>
JVJG B MMSE 3%t A %0 2 g, &5 R KW, 5
PSNCI 41 A1 bt , PSCL 41 {8 2 1fil 5 MDA 1 8 -OHdG /K
2 WY TR, EL R A R I B ) BE )
ZHZE S5 #275,8-0HdG /K F#id 185. 63 ng/L

IF PSCI g XU Be: 38 i, MDA 7K SE#8 3 2. 59 nmol /L
i PSCI U 00 M 41, L3 8-OHAG 15 MDA k
-1 5 MMSE ¥ 43 2 6k G .
1.3 mFEREHE PSCI

i A e BRI TE TR AT B 2 A AR KT
W7, — X PSNCI i PSCI 8 25 it 37 4R 3t 4 7K F-
B85 1910 Xk HE T 5% ¢ B, A U I e L R DR R R L I
8 i O L ( 182 2) = Ifi ¥ AR W) WA E Sl i2
PSCI )/ My bric #' o o BF 95 9F 52, 2 46 1 40
PR A] 3803 5] D i 2, 3 - XN 480 ( indoleamine 2,3 -
dioxygenase , IDO ) , 5 Zi {4 % B2 1) #& 3y Al K IR & 1R
77 A, B Ah R I R R = BR /B & R M
( kynurenine/ tryptophan , K/T) 0] /£ 3| %2 IDO ¥ 4
M bR . BT Uk, Gold 457 X 41 4 2 A4F it i 1 45
W AN b K/T W B9 58 R B, K/T A
1 1 B E MMSE 3 FE AR, 2T IESE 1 1DO 5 1
5 PSCI W &AM % o AR TT CRP K P 89 Tt 5 & 1
S W e [ DU N PSCE g B A B 33— 6 B
0 Ptk T 58 A7 A 9N 3 B Bk % (intracranial arteri-
al stenosis, ICAS) ., Guo Z'"gy A T 1116 £ AE & 5%
PE G I Ve 2 B E, KB BE B CRP ZKSF B T
A6 A A I A T RE T G o XS 311 {1 £
A ICAS 1y & BEAT W20 43 B, & B — 3% (8] A7 1 i
EORHE FEASFEA ICAS fB 3% 19 0 41 43 B v X Rl ¢
BRI A A AE o 0 BE PR BT 58 3R W, A g I 4Gz 3
CRP JK -7t g ml LA B0 o [ 00 A H b B A TCAS
0 2% rp B AR D RE .
2 RANMERSWHRKA
2.1 WMBER%EZS PSCI

i B & {§ 5 ( white matter hyperintensities ,
WHMs ) 2 % A 7 i JE % 1 DX b2 B B v o0, 31X —
PR AFTE 45 27 21 L IC A0 55 TA R ) RE A 5% 1Y # 22 7T #l
ML YE, U WHMs FE& 2 g fa i v, H
AE TN PSCI fY) % 4= o Kang %6177 BF 5% 2 BL, I 8 6
Je [ % J&] FB1 i) WMHs 55 PSCI 3¢ . Chen %8 %} 77
e H A WHMs (4 25 b G835 547 I PR i 21 7 BF
FEOR B, U 5 L A R A AR R S5 A i B AN BT
WA T N B I A8 AE B AR T R 2R L RN A ik A
Jei AN R AR 56, IR 4t WMHSs DL &5 i 5 Y ek
AR e W 2 T A i 2 1% 3T ( clasmatodendrosis ) TJ
A PSCL ARG o 9k oK Bk Bl 15 2 — b JC B S8 s 1 1A
HLYUK Iy 797 HUR P B0 AR SR, T T PF I B
Jo 25 4 58 B A B T B A A AR
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2.2 figHmE PSCI
B P9 A1 BF 5% 22 B B I ( cerebral mi-
crobleeds , CMBs ) K H %0 i 55 e i o i < b 8 35 1)
AT RE T M 7 A OC, B CMBs % i 19 3% £,
L P A A A RS 28 D T Y N D BE A BE R
. T H R AR C e MR U W PE R
FU BRI A A% G CMBs 45 A AT
Al Sk
2.3 PEERRMKER.ERERSE PSCI

2 R S B i R B A TN RN T RE A A
B, HOA R 2 AR LU S IC 12 | € ) gk K = (A M
PR S R AE o SR, — R G WM KB, A
IR B9 B A T AR 3 R, PSCT | X s 30 A7 W]
B REE A IATRE ) B B d 12
T EE N KRS R s R

i £k A% AE ( cerebral microinfarcts , CMI) S fixi /)N IfiL.
EWE—FRIEAX, ZRAETEHE N FKEETL
M 22 P AR R I ST T 0 B R 2 R R IR S R A
LA P A R 5 458 — s A R BRORE BE 8 SO A IR
T6 ¥ % EAL A L% B AT WL AR BE 4 L Arvanitakis
SE N 425 fFE X R 52 B 1 R Y TR 4R
N7 ik e 5 B o B 2 A A, R 4 2R 5 I R
RO B, 45 2R e B, ik IRE FE A8l 30% , CMIT {4
B s )| N A I S A i T
BE. CMIJECAZ 0 T B o7 fa b R, 5 9o
SRV B 1 LR SRS T BEARAE G . Bl AR
PR A T R IR 7.0 T g 4R AT i A
RIS S5 14 B2 J5T R B kb 2T B DL okl Ol R
W B CMI 4216 T 32 #5 . CMIAE 7.0 T 3% fie
RN S A B AR S AN AR AR 8N BB AR T R
IbL R OREAR S mm, BB S0 BUE , A 5 HAb 451
FAEZCER ARBESRARSE)" . BR
7.0 T ff PRI CMI B A 55w 1912 W7 i, (5 29
A A e KWl B B A D T YRR il o Aurdel
27T R R BRI AL 4 ( diffusion - weighted imaging |
DWI) A6 ) 31 55 A> &5 45 5 Xk i) 422 4l ) CMIT 17 fif
g5 R R W] DWI _F 8> 95 48 0] 3% B 4 4F R AR B0E A
B CMI, 5 s g5 78 22 A2 el W] R 1 4% 5 800 i 4
ARG I MR BE 5 o e Ah, 3.0 T % 2L HR
) WL Sz %% K 52 1% %) ( double inversion recovery , DIR)
F 3D AR 2 [ R B2 P A1 (3D -fluid attenuated
inversion recovery , 3D-FLAIR) g {% 8 A B F CMI 1
B

3 IFHRNBREE
3.1 OEEzS PSCI

T A B P BB 2 v i R e R 5 PSCI
M %R AR BT ST R B, B R K R R
7% ( white matter lesion, WML ) <=l 5, [7] i & 4E K
T AR B Jo R R AE K N Bl Bk Bk Ry Rl RE PR AR R
ORI AT T8 T G S I R ol 8 4% 1P s 7 U T BE R A
TAYER . W, tEA b B & B JC e ] Fh 2k
AU G 8, 35 % PSCL W) & . — WAk F 4
Bl T4 BA B AF 58 S s 0 A B T I AR R, 29 012
& s WU E R, AR R RN 2. 12% , B
ST AR B (1.5% ) . Chou %2 ff 5t %
1, B ] CHADS2 ¥ 43 R A &% B b 85 88 s 4b 18 &
S I M R BB R A RO Y XU . Liao
1200 1) %% B, CHA2 DS2-VASe P43 I B3 B 248 4 #i
R ¢ F8 A 0. 611 B & & T CHADS2 i iil]
) c $8%00.589, [H L, i CHA2DS2-VASc ¥ 43
K VYAl P B S R AR R I P B A
3.2 FMmES PSCI

AR AL i S PSCL B e [ [ 3R . Matsu-
moto % B 5% % BL, 4% E Ifil ' ( home blood pressure ,
HBP ) fy ] 55 X5 2R > DA 80T B A A R 1 35000 40 1
SR, 28 J6E I Fs 20 J8C 38 43 S I & I 8] £ PSCI (Y
14 % 15 3 78 2 W95 . DR I, Yamamoto 45 gk
17 — BT BEVEBEIE , I T 249 B HE O 5 P 28
PR UG e L P 2 v A, ORI R A R K
Ifil. = ( morning home blood pressure, m-HBP ) FiI [ {1
Z JiE Ifil [ ( bedtime home blood pressure , b-HBP) , £
P41 1.3 AER 2RV, JF 21T MMSE £
A, AL R LW AT HBP T 5 Ik 0 2 BE
W A5G, L b-HBP 7t % m-HBP J} 5 45 1A %01 2 fiE
TREXRRE Y, H U, @ik 5 HBP O ™ %
Fa 1l afn e 22 A AT B R B A HE 2% PSCI B i .
3.3 #IRmS5 PSCI

Wl PR A 93 02 A T IR R AR RS PR O Z 16 Y
— MR A, HORR AR O 25 R R R/ B I R A2 4
A/ SR AR 20 8 KPR AL, —TX 201 4 Sk
eI P A b R B DT — A R RIS R B, B R
A 4H Fe AR BE R e A & A= PSCL iy XU B
(35.7% vs 18. 1% ) , A] AT & o — A 7 7 PSCI
(1 % B o I 5 3% W1 A v s o B IR O A S8 AR
& I 2 OE H K F Al RE B PSCL # — NG 7 5
B Lim S5 E ST & B, ok B vk A op )
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V4 I B A S R R I A DA S 2 PSCI Y B 0 B
T o WL, W W i HOT 1 AR
A ok T AR S P, W] RE A BT B A RN R
BE AL JE R RSO I g e B N R O S A
PR ik I P A v g R R i A P A 0 T B R A 1
M7 e b PR ER, HW P IR Y R AR TR T Bkl
P R 2 rp R R B D) BE R AR TE R
Raf 1) XU 385 0 o DRk, A 00 R % DR s A8 3 I W L I8
PE T v AR EE R A B A A T I A R B S Y
HEFE,
4 /NG

ISR IR S S A o e 5 NP B N S P e <
LRI, A7 B T PSCL iy RS 8 19 0 18, JF A7 22
Sl PSCI 1) 751 B £ (3 37 HE s o X PSCI£E s R 3% 11
T AT 4E 28 PSCT i ifF R o SR T, 3 26 7004 [N 7
Y5 PSCI Z [A] A B 156 2 19 HAR ALK o A f5 Rk TE £
W 58 E — IR S
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1.2 mENLEH

S8 A I A A3 2 ik 25 R WA <8 AR ( Parkinson
s disease , PD) . [ /R 2% ¥ 2R 955 ( Alzheimer’ s disease ,
AD) %5 Z Fh #2282 & 58 9 19 3L [ g B f2 . NBP
RE B0 e SR OB A R 1 D B S5 R BRI S
WA o e I B 7 A D T R (e
active oxygen species, ROS) ;= 4y, 245 F NBP §g 5 />
B i BB 14 SOD | GSH 45471 S AL il &5 & , $2¢ &
PLUARST B 3R R e
1.3 HAT

CEELE IR e R VIl B (B u Ul
FEAR ], NBP A el 4% ke 1ff | R £ K #h 22 w ME SE
MU Sz cmE T R EEN KA S
() SH-SYSY 4 Jfid 5 £ 155 51 v, NBP Ak 3 RE 3 %
T-#4H ¢ [ cleaved caspase-3/ caspase-3 1 Bcl-2/
Bax () LU (28 4k , Wl 40 ML 458 %5 o INK -caspase -3
Gf5 eSS NBP BT ER"

VEB BT BHER (1989 - ) , Lo TR T I, 322 TR IR G 2000 B I LB B BRI 7E
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