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Abstract

Vascular cognitive impairment (VCI) is predominately caused by vascular risk factors and cere-
brovascular disease. VCI includes at least one cognitive disorders, from mild cognitive impairment
to vascular dementia caused by ischemic or hemorrhagic stroke, and vascular factors alone or in a
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combination with neurodegeneration including Alzheimer’s disease (AD) and AD-related demen-
tia. The concept of VCI is helpful to optimize the diagnosis, treatment and research in the cognitive
field, but the clinical understanding and application of VCI still leave much to be desired. In this
review, the concept, pathophysiological mechanisms, supplementary examinations and therapeu-
tic methods of VCI were systematically examined, which is helpful to control risk factors and have
taken early detection and proper treatment for the patients with VCI.
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1 SR

I PE N BN RS (vascular cognitive impairment, \VVCI) 2 Fia i 11557975 48 Kz o £& [6 DR 28 S B0 PR 26 A
WK VR, W R 1 AN IR SR G AE, e 7 BN AIFERS (mild cognitive
impairment, MC1) 2% & T B AR RS, BATE & IRRT /R 2 BRI (Alzheimer’s disease, AD)%% HiAih
o BV A AL R, LRI PRI 910 1208 e KA RN DI RERL T, AH 2 — 3 S 78 tH I 12 By
ATHILTE S BT D g ) R

AR ] s 0L 453 £ A RN B 5 43 4 72 FEIR(VICCCS), ¥ VCI A% VCI (mild VCI) 5 &% VCI
(vascular dementia, VaD). 4 25 HJ5 s« I PR Ip 3 K B4R 45, B VCI (VaD) i LA DU RhRAY. A6
w1 J5 i R (post stroke dementia, PSD), 75 T~ i i 4 1L 14 i & (subcortical ischemic vascular dementia,
SIVaD), % KA S (multi infarct dementia, MID)FIVE & AL & (mixed dementias, MixD) [1].

2. VCI BFREEHL ]

(—) VCI WL« o ZHL 2R (3 BEARFAE

(L) s o B ) 45347

1L fi% 5% % (blood-brain barrier, BBB)/& FH X411 4: 2R St 5 41 ML ARG PR 22 18] B8 B () A= 7 B o, 3 ed BR A
MR E AN R AL 7, GBI N 2 5 B TR SRR AR =, 4EFF AR 2 RGN
WIERa (2], VCI KA, i i i A B2 20 B (brain micro vascular endothelial cells, BMEC)# 35 A1l 4 ff -
FRMEIR, T BMEC $iffiEt BBB BiE T mr, MEH iR 7. ek A & H 5 5 i K11
ALHEN A, A A IRIR AR A B A RAER b, DR 5T 4 2 1 1§-9 (matrix metalloproteinase-9,
MMP-9) IR O 0E FE x ils BBB, did B sthLi, d#— P inidifm a . o RS, S
FONFI T RERRAS[3]o I I — I Meta 20 HT 7R, FEAEISAH R IREAR S, SR IRZLAHEL, ADL VCI.
TRABLHIR . B R R S5 5 T R R A, BBB & 38 i [4]. UENO 5[5 3 VCI 1 fa
R MAR EpE . SEKRREREAL . RN, RO B AT BBB 2451, JUHAENE S XK, A
JIDA R0 B 1) 2 e

(2) MRHZURHEE

PR IE 0 T e 4ERF IE A 241 M Dh e A S 4, 12 M fini 2H 2K #E 3 (chronic cerebral hypoper-
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fusion, CCH)IT - R HIESE /2 VCI & AD M IRAT BRI R R . AT TR, MRz . BERAZ &
LAt i s S BRI B B IX, KB ) Ak T R ML SR PR 858 P B AR T PR B 70 S {5 5 Il
G DL 5 1 S B LA RS AR BB, i R AR 2R e R R AR, T T B 2R IR AT M O B
DHRe Rt [6]. H M 7 AR B 955 A8 5 S0 o~ M0 7 1710 T 52 P i 2 2 S50 2H SV I — R IR, —
TR S50 TR R I, AR T 3 G DX o P A 2 A K R KR PR, I S BUNR IR IZ T
F[7]. AAsETat, PL3KIAKL 5518 %S5 T KR CCH BT 38R ThRES, R VF2 259 (an 5 4
)t 05 I S0 G A 5 Il R IA B S R AR FH[8]. AHSCHE TR IL, CCH Rl AN RN [X 2t 208 il
Z [ 2 (absent inmelanoma 2, AIM2) % PE/MA& S F R = 10isas, s 40 s T AR TR RIS, (R
MR MR ITRR[9], AT 5] AM N I (oxidative stress, OS), FEUME HEMAMIE L. —
A BRI %R B DA S I A PN 2 ThRE R RS A %2481, 5 VCI Z DA 5 [10]

(3) i A AL

Hixi 9 )53 993 % (white matter lesions, WML) & —# LA 5 52 28 29 5 B R 45 # PR 088, 3 B85 BRARHAE it
BESCOAR . BRI A . AT 4ERN /D S R R ) 5 25 [11]. 1987 4E %2 K24 Hachinski & VCHE H I 157
ARINES, 18 PR IR SRR, R BRI = 55 A 09 5 Hh O XA B T2WI =5 552, A ST 8.
TR TCIZFN S ST A OGN A D) BE AR A4 Je 5 A 4E 3 S h T Ik IX 4, DRtk WML 1] 5]k 2 il
HINREREAS[12]. HU Z5[13]/0— I Meta 43 Hr3Egh N 36 TATHE W 70 3L 19040 #5238 %, &I WML 1]
A DA BRS04 IR 8 R XSS 389 0 14%,  VCI XU 34 i 73%, Bl R P BRI IXURS: 389 0 25% . [l 40— T 50
LY N 519 FIEHE ARE, T8I PRITIZ BN B iR BEE WML FA RN ThRe 2 I /e A, 00 5 o J2
ATy s A ST WML ARS8 AT RHCIZ T BE IR S PE[14]. BRI 2 B FCIESE, 78 VCI
KA A B LS 2 R s, ELBh K ZE TR VO B IR (B AE i A2 AR R R L o T
[15].

(4) Rt o

i Ifi (cerebral microbleeds, CMB) & F T4/ L& P2 S 4 S5 I, I ypod ik 8t S Rl DA S
Jo S R A B B TR EERHE IR o AT CMB $E X DA RN B AS 1 52 0 7 B 4775 B 3L
N, BIfE—EaFE N, CMB %, &EH ST AE, HASERIN AT REREE[16]. CHRIST %[17]
AN NTE S Rt 1205 JE i ik B I 2EL, SR A 167 20 6 #UIR S R (MMSE) S 0 WA A A D e, R I
HZH MMSE P23 80K CHUNG 25 [18]1)—TihT 78, LN 959 il 4k X AZHEAHE, % CMB 34173 J9 i
(R B 2 R 0T T X 8), IRECE R fix. NFE. MR, BRARAA Ao 5 o B R0 1 o) RN 1 (i
TR, 25 SRR B CMB S5iAA DR A A M B K o AH DA ST iE—BHIESE, CMB A A
A 2 FEERH A EIEE B2 7. Wit CMB 53UTDRE id42 70 RSP, JEETTIX CMB 511 &
T~ WHEIAR, E CMB 3= Z g2 N AR h AR 25 K58 17 T RE[19] [20].

(=) VCI F#h 20 4 R AiE

(1) BT 40 M 3 A

SR TR T 2 B K i v f s LR IR TR 4, 2 5 e adh o [l Ue . ORRF S - P47 . U815 SRk R AR
SRR, SAERF P IMA RS E VM R21]. FOR ARSI ShEBUK, %3 CCH /ERIT
P, WUEREG M ERIOA MR IO dEi N B E R, TEDIRE b S B LR 1Y G R 4 i N
P3BMAPK JIE B AL G [22] 0 FRUA AR B, B2 TR o 40 M s R 3 5 mT AR i A AR B8, R AE—
SEFESE PR BN SO BN AR, [RS8 700 T DA st 2y M A 420368 o 17%) B B8 M T 20 M A 1
FPE[23], H 5 BT A 0T R 2 P ) S sk ) Ao K T S e A A Th AR KR, HLEE T IR 4l T A7 7E 7K@
1E K H 4 (aquaporin-4, AQP4), T RISz 41, AQPA £ TR /D, Pl N RAR NS T HT B 4T,
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FREINE I, M BBB #iF, {ERFEY s RAREMGES, SR IAFIThRE[24]. ULAh, MRIRTEREE
7= K F-(brain derived neurotrophic factor, BDNF)& & AR il i 73 i (1 — P &8 2 R, HFRIAMAR L
A S S TOAE AL S D RE 0, S EURIR () R A2 [25]

(2) /INB o3 200 B )

LRI RS BUR ARG, KR/ AR OS2k E TNF-a. 1L-14. IL-6 A1l
IL-18 &5 5 JiE K7, I A& e saE T, #E3) VCI it 2 [26] [27]. Toll #5244 4 (toll-like receptor 4, TLR4)
YERNBEZENREZARZ —, 5 7 M R fE, YAO [28] &I TLRA @ik & 1/ BAH LB A=
R/ ER AR M e Z T IE S R 1 S S A FN DR vE4r,  IF HAX AN R ) e 2 il i 18 755 /N i ot 48
MR AR SR o N A MRS 5 IE RN 2 P 2 8 IR AR, &AM A TTZ . R
AR P TAL TS, TR PR PP 5, (it VCI RFE[29]. F A BT R B
7% g v IUBE ZRER-1 (glucagon-like peptide-1, GLP-1)id@ ¥ vl ¥ /> AB 755 1/ N R A4k, $if) s v
RICI A TR, IR R B GLP-1 f3RIE, HIHIME RIE KA, IESN\ A3 FE[30].

(3) /DRI 4 M 45

D TR 5T A P AE B AR ) RS S I U . AERRAER Y A EE T I IR D RE T TH R HEAS AT Bk ) 4R
F o /D SRR ot 4 0 S HL TR RS R 2 S i 1 o 2 B S s, 24 CCH I, Rl PR AR A ), 3 B0 1 s A
AR R TE, AN VCI B I KUK [31]

3. VCI WK E

(—) ey

(1) HHE IR

CT S8 25k 2 v] LIS B8 I A 2R g b o ] R DA R i 25 4 S5 17 L gk AT 4TI e e, 5 DRI G 2%
FHARXT AR PaEsE IS, CRCNIGIR EHSR2E VCI I EEF Bz —[32]. VCI &3 CT B 2
DA 25 447 ok O JE S s ) R A8 5 B i o8 A8 78 O BB I O AIE 52 - 411 %2 X 418 75 (transcranial doppler, TCD)
TR E AL A o I 97 TR L S I A LR LIS B0 A7 2 AR A R AR A T S S B 1t A f LR
BL[33], IEHT K RN VCI AN R ) 5 — I & B

2 HATEE R BN VCI 4 52502 W & br 1 IR 25 T B AT 2 il 9% Bl A% (magnetic resonance
imaging, MRI). fi##_E VCI 73y KM AN MU AL o« RIAVE R 2 AT 51 UK T AR AL B2 R A AL,
ARG ZAEA G AN AR BTG, BEJGA oGE, IR R A /E I 3 /N H A B2l VCI [34].
AWFRI, VCI EERIREALLL EZ AL AEA ] AT S BRI, HA MRI RT3
HEBE A7 e HLE 2R B RN (5 RS2 [35] . b /)~ I 3 995 4% (cerebral small vessel disease, CSVD) & VaD 1%
LIRAE, 2545 VCI ) 50%~70% [36], H MRIRFIE 7 22 R B 3= EALHE X B =S 5 (WMH) I 5 i
N /N E (recent small subcortical infarct, RSSI). I & J& M B . i 1 (CMB) % I & J [ 18] B 38 K
(perivascular spaces, PVS). WMH il % RN T2WIL 575 BEINBUE AT FLAIR 7415 AR BEHUIRBE
RE TS 5, AR T RS W S O A DG N AR AS [37]. RSSI 241 JLA WAE— /%
SCNEIBKIX I R A BB SE, 7E TIWI E 2RSS, T2WI AT FLAIR _EAY BoinA s 4% (diffusion weighted
imaging, DWI) - 2 &i{5 5, RSSI ] B 18 ik 52 0 1o 11 o R 38 n i 104 4 RN R D e 1 B AR XUz [38], 3
b i X 48 RSST X147 B8 7752 M e K [39] o I Y5 s Bt 2 i P ELA%2 N 3~15 m FIf5 ki 15 ¥ (cerebrospinal
fluid, CSF)IE 7 (1972, MRI LRI BA CSF 55 M sl FLAIR @55 R Bl 5L, F 2o AR 7E - 51
(5] HC R S, i B 1 5 AR 5 AT Ty e B RAEC R A5 B I Tk BE A R B 2 R AR O, BRI AT {2 VCI
SR I E BTN R 7 [40]. fE—MABEH, CMB briids v VE ML A 2R AT VRN 3 A7 AE, LT3
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ST ae IR A AT R RS SE NAR DG [41] . CMB 7EH 1 MRI _FEUHER RRAEE R I, ARAE XS ML U 1)
MRI F41 L, T2* AU [513% 77 51 (T2*-GRE) . GBI AL 1% (susceptibility weighted imaging, SWI)
FA L, R/ BB R TARAS 5 [42]. PVS /)N LR 2 3ok ok 26 1 338 A0 S I, FRSS7E IfL
B I —NE LR, £ MRI E2FE. BIEEEER TIWILL FLAIR K55 T2WI &5 5. B
PVS I REHEAE , (HRA B FEIESE = FAE K PVS 55 R A b X i KUK A 9% [43]

(2) MhaIRERAR

S mm A a5 g8 A, DhRe &R an Rk /) B4 (diffusion tensor imaging, DTI). &8 1 5i#
MRI (dynamic contrast MRI, DCEMRI) Jii F-fi 3L 9R 9% 3% (LH-MRS) 1E A 55 1 2 552 4% (positron emission
tomography, PET)&7E S n 2 B g a7 ILI0G SR PRl IR L SRE IR 5593 22 7 T H AT HARR A AR 25

M SE R AT R . KRR AR, ARBAAE S 2IEE, 44 MRI_EANREXS A 5 21 4 R ik
TR, DIT BRI H LT 4Em, SRAKY HOS WU PR B A Ba S B, e At i
HAERENE . AR, SRR, VCI 3 SUNAT Frs. XU s A X KA. T
B B A AT IR E R B T [44] . 7 IREE N [45]R H 14 2 B RE RS HIIRAS R (MMSE) . 584%
FIZRINEN R (MOCA) S PR R B R A N APl F- B, RHIRARZE A FE G A B is B8 17 DT RS2, K
P R R B S OEN D e SR AR AR B2 W R AH G . ThREMEREFL IR B4 (functional magnetic resonance imaging,
fMRI)ZRMRF E AR T RGDIRETE N UG, AT i iy 4> 23 (8] i DX PRI TR) A G 1, BT
3% (functional connectivity, FC), A #F 7&K, VCI BE IR AFEERTHIAT B BN R, #D
ZEIX I FC PR, TR Se i X 1E A& . PAT I RERICIZgm AL T 26 i [46]. PET Ke &R H 23 i, W]
T NATHEIRKRSITH, 5T VO 3, &I PET 2881 3 G W MR (1) 18F-Ji A #4108 PET
FLELUE R & PTFA Y 11C-PiB PET. EAMT ¥ PET fudr, KIS 1E o ikt i X B SEAE A
BRGS0 B 2 AP0 ORI AR, B 7 R S S LT 2 2 4% (singlephoton emission computed
tomography, SPECT )i X fixi L #E 1 AT 58 &40 A, 2 — PR T B MLk 50\ AN T RE R RS 1) 9K R [47]

() A&y

2 WU FEAE S AE W 2 b B W RE AT 205k e e o 41 2 f 9 BEE N0 AR R A ™ AR RS . R A 2 PO R
(homocysteine, Hey) & —Fl 5 R . BRI A BRI A S & IR 2 LR - =1 Hey JH k4 5 ¢ 1 R
G IESN KA (RIS, PRAM AN AR, FEWT P AL SN T BUN B M AT,
M E N ENThAE[48]. C-/ N 25 [ (c-reactive protein, CPR)JE 4 E ik 1 i T4 i A6 e i) — P AR a4k
Re®Ea, HAEHAVURIWRER B0 M4 N R A0M . Ml A A AR e (2 RV RSB R] CPR i ik,
INE WAL, KA VCI[49] 3 — LMl G T, 40 IL-6. Fe A AR KPR 7B L P 2 AR KPR -7 (vascular
endothelial growth factor, VEGF). — %L % (nitric oxide, NO). #&E/MAF P 45 (substance, SP)%% )i it
RAENLHI S5 7 G 08599 R8N 45 5 1R J2 [50] « -VE K B B2 1 (amyloid beta, AB) TR I 273k A 4 & AD
RIFHIOCENLE], AB ATREIE (EME AL 7oA B BRI A BN AR M e B L S RO I
Ry FHE ATP AESEENLH, SECEMFEMLE R, KIEMESITEEN, SBOMMIIGE 2. DAO 5K I AB
PIRUEHE VCI B35 1012 I RIBAT ThRE R R [51]. Tau & A& —Fh E B A M & o = b s B A,
Tau & A £ BB AL AT BC-FATIRES, BUREUE BT, 51 BRI 2 Jo IR Ak 5 3% 2k 52 M A AN [52]
RAVAGLIA Z5[53] Rk Bt FE iR 1L Tau 25 AT AEA Bh T FOA SN 2218 (AR FE o 22 THUAIT 578 % 3001 10 /6595 A8
RIFMLH] S A AX R B RE 32 3 2 DA ¢, TR Z IR HE B (acetyIcholine, Ach);= A8 /b T 00 8 S 1 & 2B [54]
J| IR A5 [55] K FH o RCAH B il ksr il 77323, % 5230 AT A R Ach FiEF (choline, Ch)kill &3, VaD
1) Ach, Ch & & m TXHEZL(P < 0.05), H. Ach (BRI S ARG 2 IEAHOG. UbAh, MR, MbE, M
TR . 474k AR (fibrinogen, Fg)mUVLE5 2 (1 T (high-sensitivity cardiac troponin, hs-cTnT) [T =
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Tz B K301 2% (somatostain, SS)- IfiL% i1 2% (arginine vasopressin, AVP) (I i # 1iE 52 1l By VCI L 12
Wi HE Ak HE [56]-[62] -

4.\/Cl B9387T

(—) BBAYT: FEOREAE T TS M G R 2R i) .

(1) ANETT AT A R ARG 7 20 IRAS BE S i o 45347 993 2K R AR A g, (HL 48 KRt T b S H ]
A RCEGAN N ERG ER R I . E BT 107 sCRFE MR s, PR 2P e 17 55 s A T 0 &),
ZzER . KR FEHIBERERRSEN, &L T A RIS, R Rk 8 AT e i TR 522 2],
2 5@ A M BR[63]. B UL AR U SCE, nTA o SR R, RIS AT A A i
WG M B, (R A&, BECARZER KR [64]. BRI, BEPH . &
B RAEAERAE N IIZZN DI RE S VER S RS AR UL XA V1A, 4R 1 s shillZent
T AE RN 0 B A (1 A FH[65]

(2) I/ f b DR B i) AT 0 ) i 5 BE A AR E M TS VCIe EEAREAERE . mfE . R
T3~ e LT P fLRE L o SRS o D P 40 22 TOURE S R L B v ML 241 P a% VCI SR Tse T R AR
BT RS I0TT BIFF LRI A AHOC[66], AH LWL A M AAE S B AT AR, SR ILE R & VCI 1)
PR, b yT 2Rl T 2P S PR RGN RS, Buk. Pk, I TE R B A TR SR
P, EEEITRT VCI BIMEFI67]. BEPRIA 2 A FRE R A RAE (B R, K mio S8 E W
JEHE TR, RIS 5] RS G A AR S R R B [68], DRI a7 Y T g i 1f 5 AR R A, TR VCI
Hai. AWFFCRIL, B VTR AT B P MBS . kD LRGSR - Sk R A URR . BHIERE AR E A
LN 3551 TR - R TS AL 1) 90977 B AE 2\ KN ) R IRGR , 1 H A g 1k, WA F 78 43 E4E 35 BA B =] DT ARG VC
H1vR Y7 1A [69].

() Zivniayy

AT R A —FPEX VCI BIARERB0ETT 259, AHE I AR 2 Im PRI UE ST, RS R B0 6 7). N-FH &E-D-
RAGIR(NMDA)ZARTEHUF 45 85730 38 P 77 [ J8 22 MRS AE IE G ik g« S 0 i I IR
TRITAH RS M s S RE R 7 T B T BRI o AR, BRI FIRIE FEIIE S R 2576 20 % VCI iR
TRARME S, RIEBE. NS, AEWH. IS, EEE. 45K, 15, Sil%x Vel B —%
BCEAER[70]. AT AR VCI B3, i IUMARREIR, Tk Rk 5-53 i - SR il 77
(SSRIs); HIRZ)HE. ZA8 . WOBAEN S AT 5, TR S AR SO HURS PR 25 i BT RS I
71

(=) FAREBIT

FARIGIT P LAERREREBEE . BRI eAs, R ZBKILAT, TR s S, (R VCI B TR i
BITBRAAFAE — B G, H RS Aah ik i IR ARSIk SCEE I AR [72]. AHICHE LR IR[73],
G117 A S W N 1 TN S 1 e e 1 7 e 1w 1 s | PR [ P S E NN RS e i B
MBI IR, AR DR B . SR E N R I B0 kAN - JHhpeAs J5, R e
I, g T AR T IR A e s R, KRR AR T RE . B/ T AR T FA R T e 5
IHRERIME TS B T AR EE 3, A AR (741 R B 20%~3000 1) £ 3 75 35232 sl fik P R A J5 25 B0 5 (K 2% B iR
HAFEA RN IIReEMG . Chida ZE[751 K ISR RIBA JG, MR B2 HEA: 5] & e it n] S5
WHIBERG KA. B2, FARIGITIRER M P VCI (AT RCRAT 7 T AR A 18] AW T B 1 AT 72 LA
WAIE, (HI S B R R B E WS, BAMG/AN . HREA . e . TR ESRE S, BEE iz
i
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(V4) HAhiasy

B LR IRIT L CAAS, EHRIGITIEATERIARIT VCI IMEEF B, Hot VCI B3 M3t iR yT 1 Aok
A5 2 [ br_ERAR], BLERImR) 2N . A 2 A i S SR VO TR ST R K
2R AR, SKEF. EHER BER B A AT VO ARYITR76]. mEAEIEITIED B
PUAMRO . AT AWIERS . SRR LS SWEEBRILE LR, &5 VCI B INMIhEe77]. &
FEE [ 78] FH MR 22 15 B (stellate ganglion block, SGB)Xt VaD & #i47i697, & MMSE. ADL
W TR, AIRIRIGTT VaD 34t T HiigE. thah, & RIrik. SmpdflBoN a2 n] GExt oot
IHDIReA — € FBRIER, fREsE—ButA.

5. BESRE

VCI & S R AL B AR 29T ST 7T B4R VCI it 7t D U AR REERE, R4
WETEBERA A2 B8, H T VORI FI2 I R AT AN RIARHERIR URI6 )T B B,
gi— VCI [\ Wibrdef A7 Bh 1 5 Hh T A AE LR VCI R o EAh, 4596 VCI A& D E2E AL . B8
Frm AR SR R IR SR, AR T 2 IR R FUR 76 % .
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