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Abstract: Cerebral small vessel disease (CSVD) is a series of clinical, imaging, and pathological syndromes
mainly caused by small vessel lesions, and it often has an insidious onset, diverse manifestations, and a low rate of early
identification, which are the common reasons for gradual progression to cognitive impairment. It is worth noting that
CSVD-related cognitive impairment is not limited to vascular cognitive impairment, and it can also involve other neurode-
generative diseases such as Alzheimer disease and Parkinson disease dementia. Therefore, precise identification, early di-
agnosis, and intervention are of great importance in controlling the development and damage of CSVD-related cognitive im-
pairment. Given the complex pathological mechanisms and classifications of CSVD and the fact that the association be-
tween CSVD and the progression of cognitive impairment cannot be neglected, this article provides a comprehensive under-
standing of the etiology, pathogenesis, pathology, and imaging subtypes of CSVD and reviews the association between
CSVD and various cognitive impairment diseases, so as to provide a reference for the clinical multimodal evaluation, pre-
vention, and treatment of CSVD-related cognitive impairment.
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TR 2~5 mm B i S 5T R IR B PN £ 1 A
45k .
CSVD B A BEAE W R M, 728 42 AHfE
Je ks W, S AR D RE A D 2 e A SR A
LB ATIRE T B A B UIA G . e E, /sl ik A 2E
JIRERY CSVD 24 1 i i 2 o K 9 30% , T3 81, 41
WFFE B [ CHES R AEAS [R) B A v
TAT 2R B ep [ CSVD o 728 T 1 | S 14 i B M A AR
o R L P AR P Y 259% ~ 509%

FL T CSVD R A =, B i /) i A8 & A8 4
AR i 00 A8 8 B T AR 43 2R (1) /Bl ik A
b, 2 ULAY CSVD 2R B, 5 4R i B8 A M 4
PR (e I BEDRO o5 LI 25 ) B DTAR ¢ . (2) il
VE R I (cerebral amyloid angiopathy , CAA) , J&
EAEN A KR i B AR B RE SRR A 32 2T
HURAE CAA 5 APOE SN G, APOE = HL 590
JEH AR E R 2 — o (3) 1AL CSVD , f 4

5 H #7:2024-02-19; 11T H #7: 2024-03-05

E &8 : ikl 528mRA5E (20212D0201801,2021ZD0201808) 5
% [ SR 545 (81861138008 ,82011530139) ; 11444 A SA Rl 4
4 (ZR2023QH019) 5 I 4348 37 I B BHIFIE & 564 (2022FY112)

YEE BAL: (INZREE — BB R 2= Jm A S e B, LLZR Urrd 250021)
BE1EE FL1AR1% , E-mail : duyifeng2013@163. com



XS MR 2024 4E 4] 41 B 4

NOTCH3 &R 578 T B HF B ot AEAE AT o i g
AR G (oA S 1 38t A% 1 106 291 kW3 (cerebral autosomal
dominant arteriopathy with subcortical infarcts and leu-
koencephalopathy , CADASIL) , HTRAT & [F 28 45 T 3%
AP B T3 AL AR B M 1) e €5 AR R M £
% 31 Bk %5 (cerebral autosomal recessive arteriopathy
with subcortical infarcts and leukoencephalopathy,
CARASIL) .a-GAL {14 2022 it 811 Fabry 9% . TREX 1
DR 5 A S B0 A 10 I I A B I B R SRS R
(retinal vasculopathy with cerebral leukodystrophy,
RVCL) A o (4) RAE B e T 1Y/ , X & —
A Hy B FR G S S ORI/ LA R I A
X 22 2R S8 LA AR L R GEME LT RS S5 KU P9
o 28 SR/ A8 A5 o (5) 1 IDOBE D , S — ol LA /1
DR JiE T 498 JE R e 7 Ay AR B , T2
i e ik [ 3 52 BEL A 5k 1L (6) At /I L4890 , 2 45
— BB ULE) CSVD 2B, AT AH O/ LA

WA, 3 T LAAR 4f8 o 3 A BRATL ) 45 B8 5L P st %
PE CSVD 43y I 457 16 L2 FEL s It 7857 ) S P 05
A5 PN B AR L i AR e e 5 . Bl M 52
2= BOR B R 2 g LR 1R (magnetic reso-
nance imaging, MRD) B %2 i 41, 2013 4F % 3 1 ki /)N
I %8 95 [ P 52 1565 ME 1 (Standards for Reporting Vas-
cular Changes on Neuroimaging 1, STRIVE-1) X} 4% #4
MRI [ 7] WL 70N L% 95 (small vessel disease, SVD)
AR RFIE AT 1 0 28 bR AL , 32 2 5G9/
B B 5 REAE AR LA AR R A JE B M L A
B 00 e £ 5 I AL 18] Bt i 65l IfL (cerebral mi-
crobleed , CMB) MK 2= 41 . Bt % HF 5% (9 2F Ji& il
RSB RR 2R, 0 M/ I L5 1) 0 2R RS W AR A
KA T AR, 2023 4F STRIVE-2 #5434 T CSVD 1Y
M BEFRRE T g o ARk, Tl 5 Bk I
GEAL RGN FN 35 1 PR 2R A A 10 03 T A W2 i F L
IR /I8 L AEE R 1) 2 2 B AR 1SR AR

3 RhE R &R R LE

3.1 AR GRS CSVD Y Bl ik ok B A
A CCAA R B0 S5 B S AN AT BE S R
B i 2o BRIK I A S5y 5, S 2Rt
Ml o B4 LA A B2 40 55 52 s B U0 ) FOAECE T
B2 M, 52k SFe o) Ao st o, P9 52 B R A 5k 1f A
B g T e dofe S 5 | SR A IR SRR T RE R A%
BAEFIEE WG, P ECMSIBATIEAES . SR
2 T P I e L 50 BB 0 L/ IVEEAE S I AR
BEAS , APOEe4 W] HE— 2 INE X Fog i

+ 299 -

3.2 I H bR BE SR R I g B R (blood-
brain barrier, BBB) IJ & 2% 1 £ #H Jfy 40 Jitd 5% 11 #5441 iy
Wiz U RO R b R S ) 4
Ty A A, S B AR 1S I 1S 0 0 20 = 3 i
SET, T R S AR M T Ak B R 2 AR AT
AR FE CSVD HOULEE B Y S5 40 S i 23 AR BBB Y
SEARE M, G DX 38 9 BBB A B SR AT S0 1 5 A
(white matter hyperintensity, WMH) (93 2% . #4252
25T, WMH X (9 BBB B I B K T H BTE
DI, H5 WMH ™ HE AR AR R e 0L 5 A
K LP YRR 5 N A T 5 B DR Y BBB L
{7 7G5 240 f 1 BEL BRI 2> 5 Je Jo 4 A AR Ak

3.3 RIE M RAE AR T JF R m S 2
SRV LA PN B D RE RS BBB 45147 sl Bk sk A
BEAL BEHOIE 1 A8 s B R L 30 ) 28 3, iRy
AL CSVD B A . 280 A R, I8 R E
5 BRI 287 A R 2 S A I DX Y CSVD & Jig
A K. BRI PR 58 AR & F1 RIS BE A2 /Y TT
5 2 BEIE B2 WMH DL I A8 B AR op (9 16 R
IR IAh, Bm 4 B JAE bR i (40 C 2 i AR
FI L FL RIS 22-6) KF- Al BEITI CSVD Y™ B R JEE
HIEJE

3.4 WEERERGRAY  EERMES
A 1 B ME 25 bl 48 T ) B (perivascular
spaces, PVS) W] 7 IfL4E & Bl 3t 2l D e B i, e & 5
FUH] BT BRSO B U 3 I DR 2l ) 5
W (cervical lymph nodes , ISF) 5%, ifi & ¥ (cerebrospi-
nal fluid, CSF) 515 , TR A7 3 8 F1 sl 40 e
() o N R R e 24 5 B0 CSVD A S DA T B A
Bl K EE J] B 510 R A IR W] S B B PVS & ORH
CAATE . BB WFFE R, iy PVS R Bk i 18 5>
B BOnT S me itk EE BR D AE , HOBUE 5 CSVD 214
FROE R DG, it Ah , B R 40 L AQPA T 1 715 fisi 7K
P AR T B R G0 vh R #E EEAE L, 7 CSVD AR
B T AT RS I £ AQP4 RE {7 AR ks

4 B/ E R R IR

CSVD f4 9 B BCAE AT 43 Dy ML 5 2L fi 2 2
B A T U A T /N A A R 1 B T
A T = 0 0 A Rl , Al A A 1T A LA %
HAWARSCHR BSOS o AR ZH 2O Bk A8 22 ol T 1M
EHUEG LR RIS JEBL . CMB PVS YR
S BKAE AL 32 B 2 S Sk, UL TR AR
P I S 1 8 A 240 L 45 7 1L BE DTURR BT B0 3



+ 300 -

ik A B 1 L vl ST Vi UL Ak 2 R g i S 2 1
5 U ) 1 A5 5 PRI 2L 2000 w3 i A5 BE T % 2 g 5 AR
PEFILF4E ZAREIRIE . CAA Y AR 2585 1 A5 I Sk
JEEBETF AR TR, S BOT-UE LA RS 43 i | 2 i At
B JDKORE A 43, W T 2 ol A RE P R
& IMAE P 2 SN PR T R B S 55 , 75 5
BB KT RS , 22580 H AR R H atee

Ak, CADASIL B HAth 5 R 35t 444 CSVD &
P I A8 R A ik UL I Fabry 9 45 L 45 ik
CSVD WA AR (0 BRAF 5 . CADASIL [ R A 1
2 2055 B E —Fh B2 K/ AR (<500 pm) 19 B 5 5y
ik 25 32 sh Bk AN sh bk i Al v I IR Bl ko A
b FETE R R A AR, JRORLIR I Ak R ) 5 A 1l A
JREHE L, S 1 LZ0 AR A 54 | AMIRZT Ak |45 B
BRI 4 S L) R S KT, CARASIL 4148
2EIR SR B2 B 0 S Vi LA AR P | R G T
FVE Rz | nl PRl A YT 2 B9 I3 b c R AR 1
CMB, F1 (35 ) FE 515 /9 /N 09 TR Jis PEBE 3T PVS 37
g R LA ) I RE T DL AT 4 AR AL I
42 T A0 IR T B AT AL A I b S S N ML
PRI R, i A8 38 33 PEHG & , A ZE A0S | sl
Jeil Bl ki B R DUR . SRR UL -MELAS 25 &
AE AT H B0 S 5 I R T S, I 2 4 A A
7 PN B 200 IR RN ST UL P R AR S 3 2
WA B 52K | 5 BESS #5300 o Fabry J BR2ZRR1E
Willis FA 1l 57 RE 3G 5L, /N sl Ik FI s Jk 4H JE Py o
PR . AAE A A 5 CSVD A A i I 32 2802
TR | B e M A UL I e e MR 5 | /S 1Y)
4 B FININLAS 9 0 -5 250 06 928 200 b ok 32 9 Vi ot A R
IV R D e i i R 11 I S M R B G R, R
P A0 P 2 P 5 DX P S D 4T A DR T i 1 B2 4
FHH 28 TC B 52 5 S35 ), 6 B B R T U AR )
CSVD A1k, A FE i I SRR PE B BT AR

5 B/hERHNEGEFERR

2023 4E KA ) STRIVE-2"/7E STRIVE-1 £ |-,
AT T A E R HH AR 7T, T SO X STRIVE-2 H i
CSVD Q2 A THl A .

(1) & BRAERESE AL « 76 T, IBUR AR (T,-weighted
images, T,WI) 5 & AR 32 Yk B2 5K &2 (fluid attenuated
inversion recovery, FLAIR) J¥ 51 R8N K i T HAR
9 3~15 mm 11 [ 55 51 [B 2 (0 200 F B B A5 5 1
TR S e TR B A T o 440 L A BT SO e A
SIS AT .

(2) i 1 45 5 T, WL a8 FLAIR | 35 3 figi

J Apoplexy and Nervous Diseases, April 2024, Vol 41, No. 4

P13 Xl DR/ INAS S (8 0 Rl S R B FR 43 7Y
RS, 2 CSVD e WLRYSE AR R il WPk
[ XS FR ;AT o ST BT /NMTESE SR 48 K B 2
SN KA 1l DX A0 S A AR R BE 1Y pih 28 S AR A TE AR
(— Ry i 25 3 A ), T,WILFI FLAIR J7 51 2 300
/T 20 mm A7 T2 S K3 X R AR S X0

(3) RS I« £ T, 6 K [ 81 (T, *-GRE ) Al
1 I N A A% 14 (susceptibility-weighted imaging,
SWI) b 5N 1 A2 2~5 mm /NI 500 [ JE i
FUHRE T fF SR

(4) if & J&] B o] B« #E MRT b 36 30K 4% 2~
5 mm PZME B 0 RDE 5 008 ) — B0 550

(5) 245 - 1 % AT LU CT A1 MR RS,
7% 55 % 22 45 2% VAR OC 19 i 40 248 4k, Sk &8 CT 5%
MRI = 7] 30 il A B/ B Joie 28 Mk 2 i
PRY K 1) i 1] 8 555>

(6) J& i FH 4K U - 78 T,*GRE 3 SWI | % 3
SR R 7 1] R T 43 A Y ZRAEARAT 5, e o 3R i ik
TUAFUIE: G By A5 I A6 0 i S 1T DY BB TS o 9
TSR AR

(7) B2 TR BE - S 8 AN BR T B Joe A R AE AL, 7
T,WI 2 K5 7 T,WIHI FLAIR 3R b5
5%  HEARABIT 4 mm, J& KB )
ZRIREFEIE o AR VR BOIMAUSASR BA M ki &
Az LB IR 10% VAL, R Z A PE Ry kv 22 Dy g Bk
P bR 1T 2 BB 7E DWLT S BRI IRR K
BT ELA2<20 mm A S5 59042 .

(8)/MIE R G PFo : EEH T CSVD HilA i
i, LR BT 5 A Y 56 A7 R A0 DA
AT A 5T R {5 S B 7 R RD B G i
S kb R SE DA S H AT R )2 R P4y
R, BB AR

6 BU/NIERSINAETS

CSVD J2& S BON 5 1 2 5D, AR R Rl
J& CSVD e # WLE I R BL . CSVD 9 8 T 4H 590
TR R HA IR ARG . SR, AR R A1
G IR A2 2 24 WA R CSVD 78 He b (1) B 28 SE AR
X T BRAR AR A EUR AL B OCE

6.1 Wi/ 5 A AR RS
B R (vascular dementia, VD) S AT B 7R 2 165 SR
(Alzheimer disease, AD) [ 58 — i R0 [, 24 o i
A B 20% . VD YL C N 22 KA AL 2R 4
JE o ML PN FI BE B (vascular cognitive impairment ,
VCD) , 246 o 00 1 A8 72 K HLAE B DA 3R S B0y A



XS MR 2024 4E 4] 41 B 4

M E B REREEN—RILESGIE, CSVD 2
VL& H ULy R, A SO 0 ) AR A
— A5G AR A 2 15 (mild cognitive impairment ,
MCD) B Fi R 1) 2 . 25353 Hr B, WMH 1]
e 25 I R T AU 1 739 —TRRESE 14
SEBEVTITIE R RZIA 6. 8% (1) CSVD 5238 % H AT 1ML
PRSI, L5 CSVD By ™ 8 AR B 56

CSVD 5% M) 1fil A5 P4 28 BT 1 A6 B ) 68 DA S B2 ot
5T S, T 0N A B FRAT DI RE T R .
S V=R R TR A RE - WA N LS L Y N X S
M AR S (5 5ie12 1 Z M55, #R1f, CSVD
AAAS S B T %6 A S A B85 32 AT T RE G B i)
HXEAS R AR A B )iz 3, 2 AT A fl
HoA AR AN B IG R B, WL S e A5 45 AT
BEAS LB I D) RE B A A5 . ) S B BEORG pOIR A 4G A o
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1§ 24 PDD & 9% (1) 0 57 5000 X -, H PVH AT PVS 5
PDD il ~7 #1565, H T CSVD 5 PDD 22 [i] Y 15 Al
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HB KRS, PF52EM DLB B E ) CMB 1) %&£
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J'& . AN, CSVD 23 52 0 i 8 1 Ve T R 2835 T
i, T EE AR R8T (AR B0 R ok , AR
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MSA 1 —Ff B & 9 I B A 23R 1 e
G, AT RES B CSVD H & AR T e pa i AR 8
AR AR 12 ZhAEAR Y, 18. 66% Y MSA %44 ™
HAY CSVD F4H BF5E & B MSA (3 Bk CSVD
WMH F1 PVS 1 fif 3R, A [\ ) CSVD 52185
PRic )5 MSA AN [E] By i R R ALAH DG, WMH 51z 3) |
A0 LG % B A A OG5 1 5 XY PVS 5 1A HT AR
J&e0-et g BE CSVD 7 fif A MSA JR 3 FLAR B L LA
CSVD T faf F 25 14 DA JH1 o A 8 o 7™ 6
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RCTHHla R, T B AT 235 th CSVD 30 VCILR

HRMNHACE ', s IR 5 L AL IR YT CVSD i)

AR AR R 0, 36K WG A ma el X DA R )
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HEFFIZ Wl CAA W B . BoB b oeak A 3,

— L8 EF X} NOTCH3 1) 32 3 s 80 50 05 16 7 16 42 1l

CADASIL #f Ji& iy g5 52 & 78 /) BB Y 120 56 v o ik
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