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Research progress of cerebral small vessel disease and related cognitive dysfunction
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[Abstract] Cerebral small vessel disease (CSVD)is a series of age-related vascular disease that involves in a variety of pathologies.
Increasing evidence has shown that CSVD is closely related to the occurrence of cognitive function. At present, the pathogenesis of
CSVD and how it affects cognition are not yet fully understood, so there are no established treatment strategies for either preventing or
treating CSVD. Combining the definition, classification, pathophysiology , and animal models of CSVD, this article reviews the clinical

research and treatment of CSVD and related cognitive dysfunction.
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VCI) A1 L% PE B & (vascular dementia, VD) UL #)
P Z—

HR G P 2% 53 25, CSVD F 243k /Nl ik i 4k
P A8 O B st A% P il 10 5 At SIS AR 1 35
AL/ IS | SAE S G2 AH I 1Y /I I A8 Ik
JBE D A R LA 2 R i) /0N i A8 1 L2 o THTAR 318
WL B AR 2R AE , CSVD B 43 A Jiis Bt M i A3 46
(lacunar infarction, LI) i F Ji 55 {5 5 (white matter
hyperintensity, WMH) | il % J&] 6] [F] Bt 4™ K (enlarged
perivascular space, EPVS) | Jixi f3 t Ifil (cerebral mi-
crobleeds , CMB ) Fl i = 45 , 1xX 26455 A% 4 0] FRph my; ]
WHAEFE . HETIGR [ CSVD BYi2 B 3= E A5 B 1%
FFB [ IS5 i R R BURAR . 1) A= P 25
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2 CSVDHRITRIBAIBH &

HHir CSVD /9 &AL i A B8, KA 52 A
“h CSVD 55 AR BRAIL TR 7T BE 50 P dok i ARV
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(dynamic contrast - enhanced magnetic resonance ima -
ging, DEC-MRI) FI5/R 5K 2 14 (diffusion tensor ima-
ging, DTD) K2 BITEA BBB 1418 35 1 F1 A 14 57 14 52
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&, ALFE 137 [ 2 22 ) 24 R (homocysteine , Hey) 4f
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& B H K 5 5L EPVS 508 2 1EAH G, #2758
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HX. BAN, ARG L P LI M55 A Hey W% 2
T, OF B 5 Rk sh Dk BE A sr AR OG0
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(Alzheimer’s disease , AD)7E N P ISR DA K A XUIE) S
Jog UL B I LA DA L o - )2 T ik 2 5
B2 AT LA B A7 BAL A Z AU PR 4, LI
FHEONFN DB AT I HLE 7] RE S B -5 2 T 45 4k
AR G
3.2 WMH 5ikfe )y gelE 55

Xof Jili 1 3 A2 TR A SE R B, WMH (8 5 T
AN [ T DA R 400 7 R R i i, Bt 55 17 10 3 e
AR NP WMH B AT I BE T
BHETAECI f5 B E Hod 2 A 13
B 28 RN INFN D REBEAG J& AE A A — A G
PEo Qi &F X 115 BRI R AT X 22 N (AE=50 %)
HEAT 9 AF I BE T, R 2 K Scheltens & & A1 H s GE
i B = 55 P B R VAR AN R X WMH ™ 5 2
B, >R H T 25 2 J10kS iR 28 4 A 5 3% (mini-mental
state examination , MMSE) 3EAN A I K, FERSIE T
AR M R KT R IR B PR TR A TR
J&i , MMSE P43 F- ¥ 547 T [ 0.224, 45 4 MRI 45 2%
AT BB S ik 3 S R 5 B2 B T i WMH 5 R . A5
NG B =2 R RN S B WMH [ 4 A
TS B A 38 3 b 1 B, i — 2D WF R A B, 3K AT
il 55 Mk = S Bl g B o 380 B BT R R AR R
SFAEE M A, WMH FTAD (9 % A= % 01
K, THE A7 1 WMH B A R 2 T80 AD % A 1k 7.
E™, Salvado®E & WMH B9 % 4 5 AD A=
A8 4% R 32 —— 35 25 11 E (ApoE ) &4 S5 HE [
() B LA — s A O ME . X WMH A9 % AE L
i, Roman ZF"A 8 WMH S 20 13 E T fE 511
BB P 22 T4 3 DG, il 1 s A8 RE A 5 RS IR A g
P28 TCET A A B SR , AT AR IR TR oA 240 ) 286
SEAEE  HE P AL HI RS o
3.3 EPVS L5iA%e 3 4hl% 3

WF5E 45 B R, EPVS B0 A H1K - BE A £
VD B & Zha 552 K B EPVS 15 67 47 1) £ 5 7R
Wi 1A 0 R 2R 114) 2 A DR dd S 14 o, () B, RS
Ab EPVS 5 1 B A B9 EPVS 51 B S e & 1
MER K, Huijts 2205 189 75 1ML /R BE EPVS H
PEAT MR ARG LA % A 220 P2 PEA A 1E T A o
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Ab EPVS BB 5 B0 8 b B T R 12 09 3 Hos
AL 1) EPVS IR 25 A AR IE A S A 5GP . hiAE
P —IFREFE A 9T 430 4 B il ik 2 B
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Al R, OEL KT A EPVS 7ERf 15 1 48 )5
55 ON 8 E A AR B A O W LI T Ak
EPVS 9% 5 4 S0 HEBERE T LA I 4058 25 (6] B
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AL E S8R A R, T EPVS % 5 WMH 5%
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R B, 24 CMB kB 1L 4 A, A Bl 1
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{5 B AR B Fs S N R . Xu 58 o R
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FBCE T B R A AR E A 5 . IEAh,
Bergeron ZERHE /N CMB & 6 8 G, il w3
AR E Barnes 26 F LA 2% ST 55 R EMY
SIYIRIE 5 IVHKE & B CMB /N S B 2%
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4.1 TRME D AKEZ S YRR

LR B Ik A8 PEARRE 1 LA B it Jee A e i 45 4%
J& CSVD f5e R UL Ao B s, R 32 A 05U
2 J 3 Jik A ZE (bilateral common carotid arteries oc-
clusion, BCCAO) B AL A5 A FE 455 7Y fi2 45 - b A5 401
XL A AR BRI I [R] Y, BCCAO
A AT G by XU 25 3 50 ok oK A e P 2 0 L 1
P ZE W A, S ol ) 02 e P 3 AN J2 25 5 RS ™ Y
AR SO | E B RE i 22 0 ) RE R A LA K™ R 1Y)
N B DI RERRAS , 2 Bk A e A — S A R T 1R 1Y
B {2 AR i — 4P R Rt b . — I 3
WFFER B, U5 S bk PAT 288 DA Bl A i it 37 2 75
WA , 3R A8 MARRHE T 25 R il 1 5 9 4R 88 M
D, TR kR A 20 5 e Joe 48 1L 25 2 R 28 5, Y B
B2 27 ) ACIZ I BEBI % . 7 BCCAO BRI
fitlh b BFSE N B0 565 T 2 B XU 251 A 3 JDk o 7 A A
IS ET Bl KA R FRBEAE AR, sl e 17 i 45
W4 B ShIFE T A R Y R
42 BAEVEZIER AT PR

B T BCCAO BT, By A v [ Ak e M R K B
(spontaneously hypertensive stroke - prone rats,
SHRSP) LA K B % P & 1 H K B (spontaneously hy-
pertensive rats, SHR) 152 24 Hil CSVD # H 1 s 15
A, SHRSPJETE SHR B&Atl b5 & ik , BAT 3k
Fs s LA B AR rp R A 3 R R REAE S i LA s 1l A
TR BRIMLPE U7 , 5 AJE CSVD AL, A
WFFEARGE ™, SHRSP A A S B 1l 451 03 7T i 5 1l
EERIRR UL —E A S A o, HEA T
BN AL R A ATEAE o T8 3 2 S0 B~ 43 Ar
Bailey 55/ & 8 SHRSP R IR AZ . P9 3% | JDFIIG A4 55 A [X.
FFAE R i 1 B 7428 BN LA I A TR 1, 45 CSVD
H AR AR — 25, T SHR 3= 2400 1l e N 2R AH
S CSVD, BRI K BBB RG24t il 116 475
PR I Z2 4655
4.3 Notch3 4L B Zh B R

CSVD F& KPR Sl WA A5 T 1L R P A DG ]
FLRHI R . Notch3 J&— 7l 2R Ik T I
JULZIE 0 ] 200 9% 5 S 2 A, ik oA /0N I A 1 i
I REE B A B SCHEAVE o 4 i 15 A2 A4 7Y
Notch3 H& A 98 722 ] g 5 205 DL i PR EE A% CSVD,
TR B T AR AT N Y R G A v iR
4 1% 21 Bk 9 (cerebral autosomal dominant arteriopa-

thy with subcortical infarcts and leukoencephalopathy,
CADASIL) , CADASIL Notch3 %% & [l /N Bl Bk 1% 452 41)
B Ak CSVD By & 2B . FUBESEIA Y, Noteh3
HE PN 28 S B AP T LA L AR DG B ok S
LRI AT A IR AR R S B g B
B, Fe 2T | R e S L S A A R 1
FIBURAE s Ak, R 40 D RE AR N g 5 5%
) Notch3 ik 5] A8 06 S8 A G, He RS A S e ik ey
JE R 11 B 28 7T g & CADASIL &A= Y RTIE

5 CSVD RINENThEEERRHIBA A

5.1 bt P egig sy

CSVD FEUR B i PR A b S IR Y O s &
B2 Rt TR 2 B A v 3l 5 LA A R I
R O T TR B A Tk T 25 )
BT, S A AR T T UM AR . A A AH
2 Y 21 5 it s 350 7] (recombinant tissue-type plas-
minogen activator, rt-PA ) 72 Bl Il VE A i SR I A A7
U259, TR REE T LU AL 13697
VIGUET XT3 035 Bil /& (F 4 L ) il # 41
I RO ST 45 R SR W, RIVEETE K 5 6 h EA7 i Ik
R RENGE QAR AR, 5
DAY S IR R s A e A 2 e ™ FE AN R
E A BFTE R, CMB HI WMH K £ % 1 L1 ks
R A ISR ST SR R ARSE A DI,
IR CSVD B HE A AR J5 A i XUR: , H % R g
g 7 A A 4 BNRYTVE L, BRI CSVD AR A Ay e
KRR YT AR B
52 N ReIE AT G TT

H AT, 1% CSVD 3 A0 D BE R b1 36 97 T
FEARXT R I RIS 2R h T AD, (U B 5T
T H 2T VCIHICADASIL, CSVD ARG AT
REFR AT B I KIAYT 227 AD S H AR |, JIH
BRR A0 70 T 2R N-H 3= D - R IRZ A4,
P2 8 W AR -SRIV LA K e S-S50 T T
AHIZ5Y) , B0 CSVD A ) B R fit 8 o A ot 28 2R
G AT s VR o 22 A% WIR 5 5 JEL i A4 ) 77 e
WIHFIRIF R BRI AD BEE A0 5 REL |
Xof B OBUE i PR aUEG: 1 25 28 03 R B, 5 0 HR A AH
L, Z 430k 5T 4 RERS 1 25 0l AD DAL R ——IA
. 1 % (Alzheimer’ s disease assessment scale-cog-
nitive section, ADAS-Cog) 2 8L, IEB] T 2 3R 5%
97 AD BT i PR e F T CSVD A SGIA
TREREAFITAYT " o [RIAEHEL , 56 4 W BiiE B e X
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HF T AU S S B AR i A
B B A SE NG PR 1T B 1 i BBB HE A PN, 38 a5 41
JEL P AN B 1 3 S i AR s 2T i DI RE . 10
KT VD [/ IMEAR AL 1 6 IR PRI IR 25 R 3%
A, J& 53 P R AC 3 VT HR 2 B T 20 il 2220 F)
B RNy g R VP41, RE e A A s A i T g
[Fi] B JE 25 1l SP-38 WT LLsl 2 e PX JOBE Js o IfL s 5 fik
SRZE B R BT 2 D RE B
53 CSVD# =%

CSVD () TR BH i it A 3G R i s | % i A bt
I LR b A 3% 2UAE . R IR 2 CSVD AR Y
N 22— IR UE B TR I
o A8 1) I8 A DG A R R RE TR A A R
FRNEN T RE IR o %G I 5 I e 1 i 4 26 £
BN E SRR RIRYT . BB TR PO R R
83 [R] A ELA B I AR S R Sh I R A B A 1
S EBUR IR . P/ MIRYT BES s A s
A IV A , 30 i A i — R A2 . BRI IR
L DABT R VCAR B2 IR YT N 32, A R 4 FH A 7R Bk
PG &M, AR SR BT L/ MR 2GR A IR YT TR A
BT o 1 TR X i Bt A A R P AR T 2L
{74 T HAIG PRI 25 S 3 B, A ELK AR =] DM 2476
7, BT R PCAR RIS B SR T IR I i BRI A
H A (IR L ABET RSB Ay T
2y ] AT K s Ik ol B Ak Tk A B0 Bk o e 1 Ak
g e RIS S8 2 T AT 4% B TR R 1 R I 1) KT D
Al IR A A T R R A R e, R CSVD it R 1)
JEZAE AT E— B 5E ™, A, A ik
NG NN =0y - (K= A P DS
i Z iz 2 4 1A B AR Oy U A B F CSVD iy
W

6 BEESRE

Bl Pl 285 AR H AR RS e, CSVD 28 7
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AN AR BRI BE A5 R W b g S (H
CSVD 4nfay A= LA B 45 N Dy R ML A5 B R
ATHFE . BEAh, CSVD MRS 31 2 B0 R R 2 2
DL R il Z ] 55 0 sl AR = Y i A o 1 2
Mo BB BE CSVD Wi iR BARBUS T —E ik, &
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