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fii /1N 1M % 98 (cerebral small vessel disease,
CSVD) & — i i i iR i 487 D) B 55 4 5 e 19 1 5 =6
55 LA G B 15 5, ol A 1Y) Rz JBT I AR TS
B R A AT, T s HILFR 1 AN T A, CSVD AT
Gy 2 K2 BVELE M CSVD A fEdE CSVD?, A
SCF S B kR R AL T CSVD (atherosclerotic

cerebral small vessel disease,aCSVD) , & 2% W

W& P CSVD, S 4R | = I W PR 995 %% V1A
Ko HARE N 42 40 ~ 150 pum A/ 3l Tk s ik
B4 Y- LA A 2 A B s Ak . aCSVD i iR
A A8 Sk HA AN [ B e 28 11 Al il T (=
YA A IR AR I o AE B R v I A5 P R AT
T I AR AL (R TfE & A AR, A4 « i fiki
SEBRY)RE S N AT Ik D RE S R R AR AR, fik
I PN 2 40 it (endothelial cells, ECs) A [a] THLAIL
MR B B L B S50 i ik BE B (blood brain
barrier, BBB) , WINZHZUERE , IF BA R MR 3R A
%o BLAM, BCs 25 Jay 6 A i 37 2 A R0, P
0 1) T B S 2 aCSVD Y 1 E A8, fE ™
19 aCSVD 8, BV i PR 240 e 0 R 200 i 5
A FI N A2 AT AR S8 4T AR N B2 41 i ) ) B
WIS HED, N LUR 347 ik ik ECs anfaf
25 aCSVD AL IR

1 aCSVD H ECs BYiEL

Nz 411 ffd 75 £k (endothelial activation) $§ PN FZ
A0 L2 B A T RS, R AR SR R Ik B
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SEFEANGE BEAY R o IR i TN K AR B W PR T
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1% 1k A 7 (platelet-activating factor, PAF) /& von

Willebrand (vWF) H -, ELAG {2 #F ML/ £k ) 7
FH o [RIA, PN Rz 4 ) T 25 i afs 1 & A el s, G
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15, P27 aCSVD HFFE A N B B 1 36 k. T fig R
1R aCSVD 2 KbRic #1114 P9 K2 6 A0 PRl 1~ 45 241 if
[4] %5 B 4> F (intercellular adhesion molecule-1,
ICAM-1) , m] % ¥ M # )4 95 & [ (soluble
thrombomodulin, sTM) , 4 4 2 -6 (interleukin-6,
IL-6) , £F ¥ Bl J5 3005 4 400 1 ) -1 (plasminogen
activator inhibitor-1, PAI-1) , vVWF Z5B7 33 2
(2, N TR AR R W i 7 2 2 RN GH , LAAE
4 aCSVD WYiZIbRICH) . aCSVD &S i N
AT oS AN T2 AT S P (ER €SS
RIS [ B 05k (white matter lesion, WML ) [X 15
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VR IR 22 02 3 ok P Bz 40 i Fr) — %6 £ %0 & Tl (endothelial nitric
oxide synthase, eNOS) f# 1k L-# 2 FZ & B 1 — %Ak & (nitric
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IOV RE 04 430, 000 ISP JULE B & A R B A v
FR B AR, Gk i SEAILTR L P B AR T DS e ERES TR 1Y
I L
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[ 7% 5 W iR 1k (phosphorylation of myosin light chains, MLC ) {5
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