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o 2 e 2 g R o 4 R AR RS P 2E T
R AE A5 5 | % 10 1) B B A Fr) — &L I 705 , R
I A T 1Y) 2 98 28 LR AE LA R4 8.7% 1 B T+,
A EREEA PR 6 AN, MBAZ T AT
Uige RS GET e LA [ 8RS B A AN B
R ZEEAE , BRN A 5 A SN RS (post-stroke
cognitive impairment, PSCI)®, & [& 2% 1 J5 IA
f 1 F #i 2% (post-stroke cognitive impairment no
dementia, PSCIND ) S8 1.5 4F (5 585y 8%, i —
E % T Ay 6 41 A 2 v i R 2 (post-stroke dementia,,
PSD), H L5 AFRRALR T i 2 50% . Ptk 76 7
IR PSCLIE A I AT A R I Bl 28 5 TS
B4 TR . AR R B T i R PEAG I
PRFFIE SRU0 2 4R bR B AR SO 2 v A B
A5 457 D6 PSCTR TN AEAT T 5T, BUALHAT
FEBURAE—E5iR

1 BRI

1.1 18 &% fedhab Ik A4 % % & (mini-mental state
examination, MMSE) #= 22 45 ] R4\ 4o 7 15 & &
(montreal cognitive assessment, MoCA )

MMSE 5t 6 45 B[R] 2 1] 7 4l 5 1) 7 3
126 GER T TR I RE S REEITAl . AT
SriiE, R Z R FE NI RE L . MMSE 3%
VRS o KA IS ),y (AT R IOt 4, 25 5
ZARF SR E NS T A A R
5 MMSE %4 HE, MoCA B i 1 XA 7))
FESE 7 H (AT, X TP MMSE 38 TCi2 46 5]
AT RA 1Y PSCLAE FR A Y. Zhu FPIHFSE 4
R RIRTEA S 2 A N MMSE 2 F1 MoCA
TR A 3 ~ 64 H PSCLIAA B4 1 7 1y
{E
1.2 & J& %= 5k #F £ & & (clinical dementia rating,
CDR)

CDR 3R Z il it 5 3 ML F @138 1R , 4
XA LR O B A2 T ) T ik
(R RARE T  TAERAE 228 AR 7 L SR8 A 1% A A

D A 4 ph ST T BRAE ) A5 HEAT TR, AT
FIVR B A Z AR BE . A WFST ] CDR =%
P4 PSCIH 3, 75 11 PSCIND fi4 H 8 ol 39.4%,
PSD (RN 15.8%, AERSFITRIAN, 5
PSCIAH L, CDR B3 T PSD 1217

H Rl AR B A9 2 MMSE 4t 28 A MoCA
WL X RERS IR 78 BTG Y 5, MMSE &
H1 MoCA 2 16 0 2 PSCI & & Jy T J2 % il A 4%
B BRI, BXLEPEAG X R 2 2Pk 2 il IF AN 3G
G, G b B SR R R AR R RIE SR
WP B — 5 B ORI M i A .
B, I PRAT SR T 22— 26T 471 77 1ok 45 By PSCI &
BT A S T

2 G PRFFIE

R AR AR OREIRFE R 2 AR A28
RIS A MR AR 22 5 . TR R, AR A |
PR Bl %5 5 PSCIL & A AR A &, Lim 25
WFFE I, S i P 2 v 2 P O e o IO £ % il A
Sk S PSCI A F [ F- . Matsumoto 55 ""lF 57 &
PRI ek R ot R X LA BRI AT A A K A T
DA . [RIAT A5 e B, R h ks R hefi A 780 £ o
PSD &A= 585 s W4y R AL 35 PSD R A%
e GNHIIREZ AR, BAh, R A TE
00 AT RBARL S PSCL I R A e — IR,

3 SKIGEIEAR
3.1 e AR AR @ . (plasma amyloid beta,,
ABi) Fn Tau i @

ABJE HHTE MR RIS (1 2o K A = A2 1
ZIK, B T B8 AB Lo FL AB oo Tau B2
IO AR DG AR 1, W8 1R A ol 72 5 B O O o8 R
(Alzheimer’s disease, AD) % VIAH G . TN N
15 AR il Tau 2 AUHG PSCIAE N M ZEIRT TR
HVETELE ARG SRIELAE T IE R B AB o X
BRIk PSCI YIS Wi R P fi 2, IFHEAAAGI AR
SRIAI PSCI Y2, HA ' HA B e i UK
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FBAFI AU A0S o Chi 55" (0 FH R 7R 855 o b ik I
55 1) 22 i A 10 A P R I AB e AT Tau 7K, 2817
Vio SR 3 H I ML3E AR o A Tau KPR 1 4RI % 4
PSCLig i M TRIN A % .

3.2 A ke s (alkaline phosphatase, ALP)

ALP J&:—Fh Z R H KR 0 4 Ja . 0F 58 kB0, 2k
A R I ALP Zh K ks, IR DFTE AR
ALP 7K T 238 0 2k e i M2 v g8 5 A S 01 AE T KU
He Z:"HEAT T — 40,8 523 {5 PSCI 5 3 1 496 {4l ]F PSCI i %
{14 Tl JBE P R 5, SR FH 22 PR R TR 4R MR T Logistic [R1 AR 7R #3+F
ALP 5\ HIBE A5 105G 7 , 45 3 2 PSCT 414 1 1M 7% ALP /KF-
B 8 Tk PSCIL AL, H. ALP (17K - 5 0 e s P B 52 I 1
AHIE ; I35 ALP ¥ B AR 0 1 U/L, DT RES 2 1 & A A A< 14
Tn42%. ZWFIEIE~ T ILTE ALP 78 PSCIH Y EH ZL/EH] o
3.3 g% @ 48 5% #5 A5 B A2 (lipoprotein-associated phospholipase
A2,Lp-PLA2)

Lp-PLA2 J&—Ff 5 (14 B AT 5 5E A 48U 16 P 9 06 R AR
fitf, 55 AR 0 | Il D R A R R S L AN B ks RE A AL
BEJEBEYIRC, Jiang S WFFE R BLINLG Lp-PLA2 K- TH 5
SN 14 R AR R ARG, FAN 2 — BB A R AE AN
HAbFER R A2 . E A 2 #5058 & BT ALP=
75.52 U/L 1 Lp-PLA2=253.31 ng/mL 2 B IfiL 1 PSCI & 4= (1 75
fEIRZE, ATVE R Wi PSCI AR B ™
3.4 /& W K A %k B F (vascular endothelial growth factor,
VEGF)

VEGF J& —Fp HA 14 A Rl & A3 V8 F 09 R R
FE, —TAF o8 & BAE ARSI A o A R, R S K
/K14 VEGF 5 I K e AH G , 18] B2 0 58 A A ik 7K ek A B ]
A SECGNHTHRERAT™ . Marietta 252 E 17 5 — TR IEMERTSY
SR T ELISA il 56 141 1 v i i A 2 b jR 38 & e 55 5 R i L
1% VEGF /K, FER 12 1 £ Logistic [71J5 43 B 5k I & VEGF /K
X PSCT 2], 2 B 224 2 it 14 i 7= v 2855 1 1LY VEGF
K3 (>519.8 pg/mL) , A< 34~ J5 B4 Al BB & 2E PSCI,
X S PA BT B R M N PSCI, M i 52 B 4 ) T S
3.5 £ f# RNA (microRNA, miRNAs)

miRNAs & —Ff & J 20 & 47 20-24 7% 17 R 1) RNA , 38 5
it 5 mRNA 193" UTR 456, 756 s Ja il R L R iy 2Rk
A W5 W] miRNAs £ 2R T PR T R #EVE T, JF al Ak
WY AR Y™, Huang S5 58 & B PSCI 3 IlLT P
miR-132 7K 2 5 T IANANE B A R4 3, H 5 PSCLIER#
1 MoCA t 3R 143 5t FUAH G 5 il i 25 il ROC 43 #7715 Hi miR-132
(14 F5 A% 1 S8 R -0.69 , L XoF 7 (14 BBV o0 94.9% , 47 S ¢
86.7% , HERIYE K 89.5% o T HRAS IS AT L I IT, KB
PSCI # & 1ML 7 H miR-191-5p F1 miR-20a-5p 24 {8 B & T &5 ,
ROC £ 43 #1 3= B 35 56512 W7 PSCI I R B FRe S5 i 340
T 4RFR 2 W7, LG22 W7, A 2 A PSCL R 12 I i i
HAEYFERIEY
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3.6 HAbdik AR

WF5E I8 K BRI A 5 PSCI & Az AH G Il 2= 48 5 . Wang
SEEIRIE YR B 13 A AR T A 5T Ixad ZKF- RIS AR D REAT
5,4 BT PSCIAY & AE . Kulesh 25290\ A 1fiL 375 T IEAH e ik
At )3 P B AT VR R PSCLI A bR i . Maria S0 A K LG
JRIR R A 2T R I W e R | L BRI R K A7)
WA R IAHIRE S T B I S AR AR . A BT R I RS
W EER A KRR BN D) B f5-2F J 2 AD Y 8%
BOH R B KB R, AR A BYZKF T REH 7R PSCIER
I SRS B B0 1A Wang 450 SR I P4 A £ 1 IR VR
Bz S K75 PSCL & VIR G, AT fig 2 S8 PSCI N R Z —.

4 BE RHEFERMEBERE
4.1 %0 %% %4 & (transcranial doppler, TCD)

TCD 2 F AU H AR M55 A AL Al 75 g, % it
WKL ) F1 28 A TP ) —F P e Ak A i , S — P iTAb i
RSN =511 €T -BE siorvt: 23 iac o1 1N v DA N 11 = v i I = K
— TR 7 1T A 9 22 HH TCD A6 0 28] %) i 5 oA R s e 119 2 Ak fnd
78 IOTETE AN FE )RR A1 55 1058 B A G, B 2 i A
AR FIIR A VAR XU 2435 () — FPog A (i 1 LR,
4.2 #E IR - (magnetic resonance imaging , MRI) Fr % 3 3R 0%
% 2 #7 (magnetic resonance spectroscopy , MRS )

MRIZ I FH G R R AR AG G55, JF S i
ARAE B o MRS J2 I 7 176 44 P S5 — R 20 2 X3 Ak 27 i o3 1)
TERIFE AR . A7 5T 22 B MRS #6058 1 12 WA T S5 B0
ShAS T EA EEAEAER, Shiima S5 4 W 5 25 45
J& PSCI 1) dpe 5t T (Rl F~ .- Chen Z5COTF 57 & BRAT I 19 5% 100 i 57
P A R TR G T 240 L P9 AN 3t 03 2 R I 1 A AH LA FH ) ZE L AN
PSCI 1y & HE AR DG o [RIEE, DA 0 e 15 i 4 b k07 oK
AN CBCRAT G . B MRI X PEAL PSCL Y & A= — A H .
Yuan 55U FE R T BG5BT , 25 28 3R B 237 MRS (1 PSCIX
B RO A 1T 11 PR I A= $50 PSCI Y & A o
4.3 R R (diffusion tensor imaging, DTI)

DTLZ TR K 53 F 9 02 B AR 15 i) S P S i 2
T4 P2 AL TR BB | B REAG O T i 11 JoT 47 4
W HAEr, A MR LB DT T2 B R B R IE
PEINFIBERT, P B S5 58 WA X L 62 451 PSCI A8 2 % [
11 60 {51 fek e (AR 2 1) DTTAG A 25 5L, & B DTI AJ Sy 25 i iR 7
TEIG] PSCIR A= S B i 17l
4.4 % fn ¥ A (quantitative electroencephalography , QEEG )

QEEG J& 3544 J iy 1) i v, TR0 50488 490 550 — b I 1] s 4 | 5
AT BV S A I L IE 5 o 5 MoCA 2 A5 A Fn iR [1] (1)
B IR AT LA R A IR AR AN SRR Y AR
B o IR s HOR S 0T R A A A rh 8 3 OB
SE BT AL 0T R BB R A AN F LR S, ARG
Z55L3 W] QEEG I 2t 1] A PSCI Y LI 1 5 # HL 5 8., e il
A BEASBEFT A VPAG (F TREAIR 35 5 b A [ ) sl Ak
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5 Hit

Stroop I8 2 Xt w2 il 98 A 3 A0 S R T A g — el
o IR Stroop MEATE A PN fERERT &
NSRRI A T DB D0 ST T R ] 2 B e SR
AIAE A TRLEY, 5K 55 AR5 9 BRI Stroop €611 5612 Wi
A PEIRTAE R R & A PSCI Y 58 U AR S A s B
BT REA P U PSCLAE & . A R IA N A ok MTHFR 2L [H
A] BB SR — R AR S (Y TN PSCI AR 2R, 2% & HAM LI 2R
MTHFR 5 [K 5 45 S S5 W] 0 e 22 8, DA 38 3 — R A ALt
SFECPSCI &A™, [ AR A% 22 B TEE B 280F 52, il i
Wi B AR ST BEARSE™ . Lin S50 B IR T
S PSCI Y 2 it v 2% w5838 T 8 il A B R LA i
SCFASs [WRHIE, [RIHF Sy 1 — N JEF W 38 il A P e Fn s 4 g 5
PR S MR ELAT LIS T PSCLARE )

6 INESRE

PSCI H Hif # JeA5 S PERRT I ik o PR, TR0 B+ 33
20 E N — DL BT B A R R e IR AR R A
SR SR P2 A AT B TG PSCL &R (BTG
255 A IR PRARAE , AR R RGP 3R A [l A 26
SEXF PSCII R A" AL 2R o IR, T B2 2207 ThT H 3% 25101
I PSCLI AR o SR AR A R B0 ) AH S AT S E 2 A T
SAES DU DA 2 B4 S ST TR AT 28 PR — i B i PR AR
o H H AT 6P K 5 PSCI R A AR i BARBL 8 A7 155 E—
TSRS
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