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W o S+ S RS MO 2 20K R 02 I RS T
k-4 (DSM-1V ) | % [ P 73 2R 56 + it (1ICD-10) |
T BT 2R % T R e 12 W IR T PO (Alzheimer dis-
ease diagnosis and treatment center, ADDTC ) 5 LA M
5 1 [ 57 28 FR GE B 5 A T R 5 B A B b
Bl W 28 18 Fr Pp 25 ( National Institute of Neurological
Disease and Stroke- Association Internationale pour la Re-
cherche er 1’ Enseignement en Neurosciences, NINDS-
ATREN ) il & () NINDS - ATREN #5 £ . B ] 1 3 7] 45
MOERRELAE T3 A2 Wb PR e A TR,
Tl 72 I UL A5 o 7 A AE B IS R E R 2 T N
R OC . HE X B2 Wi AR HEHR AT B O R IR 1E
ANHE AR

BT AT %2 Wi bR #E AR AT — 72 1 =y IR 1, 1 L
HERe 700 48 5 Pir 51 R B DA 0 45 3 B R
B LA DSM-V 5] A T If % P A 81 B 75 ( vascular cogni-
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B VRS LUR JUT7 T CRRE R F U A A B A
VPG R R R 220 O PE R R AR R R A A
VCI A LR 32 B A 5 0048 /6 W PR3 oy I s o
R s g B I 55 ) A L A e 7 (A BT A
M M R L ) AT O Y 2% o R R A A B S, R
TR R T DA N B A A R
AR A8 VAR B B 1 " AR B K VCT g Oy i 4 P
i\l & 7% ( vascular-based mild cognitive impairment ,
VaMCIL) | i 5 Y 1fn 5 1 DA %0 % A5 ( vascular cogni-
tive impairment no dementia, VCIND ) #lI VaD , VCIND
i fH WL VO MR AT 1 A 22 4K s H 5 3k
I A 12 W b A A I P AR R A o VCIND AR Hig
o 28 BB AL AT 23 Sy B SR (ORI AR P R FE P AR
TEE) QB AR AL Y (ORI 8 R ZE A ) A Y
AR HE Ve P ) AN e o R B (/DN ot 48 P G RE T R A
AR RREIENE) =M, 2014 4, [F B 4 PEAT
A 5 A 0 [ RS 2% 4> ( International Society for Vascular
Behavioral and Cognitive Disorders , Vas-Cog ) ¥ Ifil /& 4
1A % 55 ( vascular cognitive disorders, VCD ) i2 W #5
WESEAT T SR O A8 A7 76 0 B 6%, 4 95 A4S 4
B S A A0 B A R RN DA N B B 1 U0 a8 K 1)
R 5 @ R LA 0 2 5 | kL A R B 114 58 AH
76 %0 ME — 59 I 5 BLRT 892 W b o L B, VED
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2.1.1 HHBEFHR

CT H1 MRI 4544 %2 4 BE & B VaD J & Jigi # 1 LA
ek R B AR AE I B AE S I
SVE R B R 3 4 AF . b, Ik R TE L ok
BHE DX IR A SE LA K K i AR WML (G i 8 L R T
25% ) B UL AR IR A, o2 VaD WL B 28 R
18 2B . NINDS-NIREN Fg #E 223K * 224> K i 58 1% ik
AT T A SRR B R AE T B 2 PR R IR Y
A BB BTz B N A B E T . K
R B9 WML AR B PR il BE B8, %F 12 B B2 o T ik
I Pk % % ( subcortical ischemic vascuiar dementia ,
SIVD) Ju oy %™ . A BF5E 4R H, AD I VaD i
HE MR A5 i 25 2R vb ol 5 #0 2 Bos Ik B B & s
5L (HR VaD B2 R BN BT )T B B R
S5 AD /9 E B R S 2 4R P TR iR R
Jar R o
2.1.2 SRR ERMB

R EL K 18 i 1% ( diffusion tensor imaging , DTI) J&
— P AR R R PR B9 MR £, K 20 5 9% B 4%
] S VR 36 B A 28 2T 4 Y E AT DLV O AL 45 1 B
SE R BEAE LU RIAL S8 CT F1 MRI 3k LA & B Y 1
WL 25 H ek 8 o DT 7 AR AT LUK 3 9% 15K i /9 72 1k
A SIVD 55 fib 266 A S5 e AR OR o A BF T
52 DTI RE 6 1/ 48 MRI & B n] ULy WML g, B AS:
T OW 25 H 0 R, S oA B R W, SIVD R
N 7R B Y S R X S S X R 4
PO X A XA R A AR SE . B R E
T2 5 SIVD S8 #9 A M BEA A G .
2.1.3  ERECR m B

i A L /0N LA R LR R R — TR
e B9 R IR AL b A AL, fF 4R CT Al MRI
AN BE P90 B3 Y A, T ORI AR AR ( susceptibility
weighted imaging , SWI) A & 75 #2051 1 ™ 25 1) #%
BRI, AT LA W S s o kB S E R ER AL, X ik
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DAL L ) A G R, 18% ~ 32% 1 AD
T B B i HL 2 0 B o Vab 4 T L
S BUAE B2 JORN B T B A0S I, 5 i LT A I A
TEBRE LA Ko H & R VaD 7 T o i,
7 kB LB DR B Al A7 A R A o kR
SVID fE 4 XM ¥ B 1A | R AR A% B I L A I 55 1 Bk
A2 A R B 45 R 7 e B L S S ) AR AR L, JE
Je 0 0T A A R IR AZ Y AR RS S R 20 B
BV A VI REE . UL Ik DTARAE SVID i B
PR BB R AR
2,14 RARFEORBREER E TP

W AR TZ W I % K B (fluid attenuated inversion re-
covery , FLAIR) J¥ 41| It T, WI {75 ik kb A 5 19 B
JEE B A A R Hb ARG T WML A Jls B A B, RE R
WML /= 2 J5 40 4% . % SR A, WML o]
PLULFIE % 45 A M AD A5, AT 21 .
filt& i) WML, T H AA J 45 3 A I (8] SCHK, A al
Ky VaD 2t WML i i
2.1.5 BT A4 R AR

VaD i &9 DL R 2 ) TRE v /Y I 3 25
WREAR, ik 55 5 X (U B geR i) (R AR
A0 o] 55 90 AL d 2 52 R o MRIAIE /L & 4
W7 /2 1% ( positron emission tomography , PET ) % A 4%
BN R 5 B A 932 W DL & AD Al VaD 1) 4
JER A B BAE T, MR AT DLV 28 SR Bl e o 460 47
1M PET Al LA 7 sk i B 08 A 365 B A5 1 D0 A 5E Hy
PE4E 9 (amyloid B-protein, AB) IYULEL™Y o AB HLIZ
& AD WA BRICY , B il Bl Ok S AR B4l K R
FIAE o I i 0 12 1
2.2 SFEYMELH

VaD A g — R e o I & Az o b B S5 J30 1 0
Bz T RS B g AR AR S Y. H AT,
Tau 2 B A& AR (U1 AR, /P-tau Fl AR,/ AR, %)
$6 4% 0 T X 4> AD 1 VaD i % ¥ 1 &% Tau F1 P-
Tau J} & , ARy, FEAR T LL UL 3 AD [ CJD FI DLB 4§ 75
P T O R R E . Tau B KPS
ABy FEARE AT LA T VaD 3 o 24 Tau & 1 1 AR
48 BR R S P BT AD B AR, W] B R 2 o
VaD'!"' o AT BE g e B T I BB A% R ( miR-
NA) EYbs B P #E AD Fl VaD B A7 5 5k 2
FARIEW . 2 H T AR R AL #h £8 (receiver operating
characteristic curve, ROC) i 75 , miR-10b"  ,miR 29a-
3p LA miR-130b-3p {9 F i J& VaD 1 AD % [ #x

EWZ —, {H miR-130b-3p 7E AD H % ¥ {%, o] LU
4 Vab < 5 TF .
2.3 EEFEEIDE

XF T VaD 1 3k 12 W i B 98 R AR L
R PR L5 A ik b, QP A B BT BEBE 5
B 5 Y 0 {4 2 P 38t 4% M ik 3l Bk ( cerebral autosomal
dominant arteriopathy with subcortical infarcts and leu-
koencephalopathy , CADASIL) , Ri{yi T 19 5 4 {4 {k |
) Notch3 J& DA 5 48 FT B 1Y 382 1% 18 il /0 1L A5 9 0 o
IX 6 g A2 25 AR AE — € T b R RE D ik sk 1M #)
St Rt T B A VR A B0 A LA, B2 ek B VaD
G KR AW, — T meta 43 A7 44 A
T 5 Vab 3 R HK Y 6 D £ & M2k A (APOE |
ACT , ACE , MTHFR , PON1 #1 PSEN-1) ,{H & H &
APOE e4 f1 MTHFR 1s1801133 5 VaD [ 3¢ B¢ H
ARFEE.
3 VaD gyiBTs RE#E

VaD (367 3 B4 46 41 XI5 & R B9 Ik i A R
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A e P B E R 1936 97 R R 9T .
3.1 AchE #J &l 7

KT AchE #1697 VaD B I IR F 5%, £ 4
HTEZ ARURSE I B R B T =Fh 25y, —
51 Meta 437 40 A 12 A J% 7027 {5 1 3 1 B B X
WEWT T, 27 22 2 UR 5% 1 A 790 65 RN 22 At SCHE m] LA
B4R & B Alzheimer Jj 3 52 1 3% N J T H
( ADAS-cog ) 119 73 %5, {H XJ ] B AG PR S 46 A & 3R
( mini-mental state examination, MMSE ) A9 Ji& 43 3F A
MR . RESLT X VaD 3G 7 IEHE A 2 , Cochrane 1
— IR G WA T 3 AT A bR B AL X AR
B, H TR A U 50 AN ARG R D T e R
AN TR AR R B R 30T B BT R R R A R R G R A g
L ESIT .
3.2 XEMEERIEERN

2 4 W g B AU B v B2 R R | T AR Al
5o P NMDA 52 55 40 50, HRe iR 1 25 A2 4 1l
LRI RE AR A =02 00 7 1 SR M R R R
PP 28 00 S A R I TR B % A BE R . FDA
A ESE G WM TI6 7 E AD, A Bl s 3¢
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B 36 A WK O PE A, AR R T 6 T G
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By AT 281 44 38 i % A I A8 A A R A ( vascu-
lar cognitive impairment with no dementia, VCIND ) H
F LI R T IR BRA U7 AL A X 22 g R A I
ADAS -cog Filllfi PR 2 Az U7 R I %5 15§ 722 16 Y BN 42 b
FE iR (CIBIC-plus ) PP B9 A RN o R T %
Bk BE 2% VCIND S8 & f A 0 20 BE A& 1K ) BE , JF
BA R0 2 2 vk A 2 4
3.4 BHER WS BRI K

VG 6 At 1 g — b 3 PR M W R R -3 4R R
AL R R G B BT AR R ol ok e BR VG 3%
b Xk A AR AL D BE MR IPUR A — EAE o Ku-
mar " 4 S B, BB P VG 9 b e B £ 4% UR 5F 1K
FI4 BE W] 0. 4 2% 5% IR A% B 3R ( streptozocin, STZ) i
S HIRE IR VaD K B A 2 FNE I I RE Y IR,
i35 A B2 D RE B A 5 A A PR R R S A
95 ( myeloperoxidase , MPO ) i . A< {9152 %,
Thara 2 ftg — I3 [al JB7 1 BF 5% 7 K B 2 4% R 3¢ K &
PO MR J7 S X T AR VaD 35 MMSE 3 73 19 2
S B 2 R S S S R 2 1 T L R 1
MR A MMSE 73 B 19 0k — I35 [ R o T AE ) —
WA BN VaD f8E P IR 04 9 A e s R
f¥) MMSE 3 73 U] JC ] S o 35 o P4 9% ft i %) VaD )
7R T T itk — 0o
4 4B

Hi T VaD i BEEEE Al A9 V5 5 L &AL A0 ™ B M 5
Bk, FURG T 2 B 8912 W s o JF AE VaD #5121
CERARIETENTZ BB Z N TER — EbE, A REA
A VCT ] DU o BT A 45 004 B PR 3R R0 Ji I A
TR A ORI A5 R R JE A B A o M e o
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W2 WAL T H B SR, VaD iR YT H TR A
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