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Wi /N If 45 5 (cerebral small vessel disease,
cSVD)%%Wﬁ.@ﬁﬂﬁd\iﬁﬂﬂ( Bl Ik B4 i
B IR IR/ N D R BT B — R A I R R 15
PIZEAAED, HATgEA T AFIIRE T B AHAE
SRR DA S SRR R 2 FPIG R R
FEa 2B R, 29 80%11 65 2 LA I R AT 90 4
VUL BEAE N4 cSVD B IR B 24 2 B, 2
25% Y A6 K2 45% 1 9 2 7T H BT eSVDY, H
cSVD 5 A F AR 25 A C . H cSVD [ &SR HL
il AN B, 5 AT IA AT R R e i I L
N 7 I RE %15 (endothelial dysfunction, ED) . Ifil % 5
[#% (blood brain barrier, BBB) R 15t AL 25 ML AH &
VEFHAL I S50 T cSVD IR AEY . R RN 45
B ™ A 0 — R LA A 32 0 S N, A5 4
.?1’!5?93:1[11”&3%%%(ﬁﬁiéﬂf/\ﬁ]‘fxﬁiﬂ’ﬁfﬂﬂﬁ
FH ., [F]Beto AT e 401 3 IE W A4, A9 R ILED A
BBB il I 2 B 41 21 ﬁrE’jL‘-%I B AAEROCH, 12
INRAEATRES S T cSVD YR AR, BiIIES
cSVDHH LR, LIWIH cSVD i &L S 27 4
BT %

1 RS cSVD MG FERRE
1.1 ¥ 585 % & i 15 % (white matter hyperintens-
ities, WMHs)

WMHs Bk i (4 5% 48 (white matter lesions,
WML) 5l [ BB A %E ( Leukoaraiosis, LA ) , /X7 Ifil
EPEDR R BT RS AR SR el . AE
Wi ILPR 1% (magnetic resonance imaging, MRI) |- 52
IR R UM BEAS X iR 21 FEAN I BB s bRk L i 119
T.WI A58 fIK 5 5, T.WI & FLAIR & {5 57, e
257 WML YRR R . A SRR B S8 3)
k254030 d 5 15T W 3248 A /)N B 98 4 I+
AOEFHE TP R B F K RS, S0 s
I Y C SN 8K H (C-reactive protein, CRP) .H
A A 3 (interleukin, TL)-6 Kz AT V74 240 i i) 6 Bt 53
¥ (soluble intercellular adhesion molecule, SICAM)
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EVRIR. JEAE -5 0/ NI AR A E DI ST E JRE (], Bl 451435 20

JK-5 WMHSs (A7 ZE R A OEY . — A BIATF 5
P27 H AR B 4 B SRE T R AR 0 AT o 0 1 i A
ZERME RS I A AR SR G PN /NS 5 40
T, R R A DN 308, T 0 SN T 4
TR T FNBE A A R S B LA RKIRRZE A 4
i A 25 IR 7 5T JR) AV I v AN P AR 4R R Y
Bz INE LA, Hou S5 A i i 410 il i 22 e Joe 240
TR 3% A/ 2 98 20 M [N 1 FRA BEDH A WML,
1.2 £2 %5 fsf b fo (cerebral microbleeds, CMBs)
CMBs 2 I f i A7 0% 24, &) Rl e ) 1l i vk
W 248 L5 It TR e e 5 2K o 8 28 DO AR R4
AIE 04 1 552 B R 53405 . MRI Y T, W R S n
BURAGFRINN EHAZ 2 ~ 10 mm, 1 FLHE R A/ NETE
SRR B ST sk (55 6 e A ke, Miwa %)
& I CMBs f# 3 5 C Jiz i 25 11 (high-sensitivity
C-reactive protein, hs-CRP) \1L-6 Fl IL-18 7K F
JC CMBs 1y & & o X & o 1 BT IRk 2% W 3R %
(Alzheimer’ s disease, AD) % 1 HfF 5% 4% ] CMBs
4 5 CRP FIL-6 /K- i 35 IEAHSC . R,
1 K ST 19 iR 3K 8 B T 32 14 2 (tumor necrosis
factor receptor, TNFR2) Fll i & L W) 1 5 55 £ 1)
CMBs, I TRH CMBs 47 56, DL EAFFE B R
RAESH T CMBs KA 4 )i . CMBs 51 & 9 R AE
A4 ML TR 222 i N /N o 240 A A% Fn
5l BRI AN LA . A CMBs 1R, N4y
B B AR2E AR M, fH K% CMBs 119 2 B2 &
P SO, AP 1 4 12 S5 I T RS2 T ik A A A 35 0
y CMBs AH G RI BT &A= A BRIl
1.3 R4ES Bk SE (lacunar infarction, LT)
LIJRFR2MEREBRERBAE , 2 B TR % 2 Bk 4
FETE LAY A LB M AR IAFE , MRUAH (. 3R B
3 ~20 mm i) TWIEAR 5, T.WIL FLAIR Rl %
TIA R A i A7 57 g B2 b FE A BT AL ] Rl 4
AP R IR ANMIRIE, e T4 AR A
BERYRIESE 2 I CRP & SICAM-1 /K5 LY & 42 X
B IEAH G, — IR AR 25 A5 40 B 45 11 LT AR %
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CRP . TNF-a } IL-6 7K F-45 15", Shoamanesh %5 % 3 = /K °F
HYIPE X ICAM-1 Wi IE G A2 T K S i B 1 S AL B il 2 LI
BYAS7ER N . AR SR RE S LA G,

14 ¥ 5 ¥ Koy 8 B H M (enlarged perivascular space,
EPVS)

11/ & FElIE] B (perivascular space, PVS) , K Virchow-Robin
ET B, 2 RIS /0N 25 37 1 A S0 PRI sl 1 2824 7 1) e T 4 4 1]
TR TR BRY, JFHEAE i 2 2R TRV e 4 ARG B3 46 A B o i o
EHEZENEN Lo B A FIRBUR A BIEIE . A # 3
TEASHR SRR ELAR PR T, S0 RO /K I 4G F PVS™, PVS7E
MRIGl7 b E A <2 mm, [BIE | B0 5 28 1 64 6
AR5, JC 5 R0, JE AL, 2 42 >2 mm B R EPVSET,
EPVS # 1A 47 j& BBB D) RERR AT A A5 ik, 2 hl 28 RORE bR
Roman-Pena %" I BBB 45147 . Ifil 5 BE K J&] 161 3 4 A 40 Jo 7L
AN K= PN a R R 4 Y AN K= S| B PR TS
PVS &I, [A] B A 2 2R R0 B, 5K 1 s IR B K . EPVS
TE55 RAEAT I 11 240 M3z i S G e A vh R AR AR R
A BT AR XY B 5858 I DX 2F A R R
(fibrinogen, FIB) \CRP \IL-6 /K- K158 EPVS ™ HE fi2 [ 017§
T AAE S EPVS AHJER, A% bR s il He A AT s 1
A AT B W W (14 7K S5 EPVS A9 85 Al 37 1E A DGR, 2
AN RAEATRES S T PVS I 5K .

2 RIEREHE cSVD
2.1 CRP.hs-CRP %5 ¢SVD

CRP & HETWF 5 i) 12 B cSVD B RIEFF EY 2 — , BE
P TL-1 1 TL-6 i [7) 3fl 384 M J3 40 B 7= A, JE Wl 301 B2 4 it 28
BB R A 1, 2 4 B SRAE I RUBAPAR R S M AR 5 )
Satizabal 55 & #LIlL i CRP 7K°F 5 ¢SVD JLH & WML W £ 17E
IEAASE . Xt XA A MF 98 $2 H CRP K- T34 i WMHS,
R A2 G 5 55 WM HSs 119 2 A AU ), 3845 iFF 9 # B CRP /K F-
Thmi 3208 LA B LT RG>, Mitaki S059E—25 % 3
hs-CRP 7K 5 LI & A 2 IEAHSC , I hs-CRP J2& cSVD [l
SEERT PRI 5 CRP Al S AR b F50I00 00 i 1l 5795 172 . CRP
hs-CRP A figif id Z R 2 5 cSVD, #E, CRP 5 hs-CRP fi§
AR S RS R L v 1) SR E S, AT RE 5 B AR 11 45 A B A
ARG, 77 REARIGEE AW, 915 118 WX BBB. /)
SRS REIE A b Rl A P S I 19 Sh IS5 D RE S A | i B i
BPEREIN, FTRES RS cSVD. HIR , CRP FH i & e i i i A 2k
ST E RS PR FR T G I 2H 2 5 405 AT 5 1R 4 RE B fiff CRP K
FFtEr o A, CRP 7E cSVD H R AT B i 1o 175 5 4t i X R T
AT AR 2 17 R 53T 238 B T30 ED , 38 1] Rl 8 A% AT
RLAILIT 5 (1) CRP A2 1R[] 422 53 ECAN 4% , 40 cSVD UK
2.2 TNF-a% c¢SVD

TNF-o 3 B U800 19 15 e 240 e i/ Jg I 4 L = A, 3 5k
2 IS TNFR 755 9 B i = AE e R S D e ks . sh# s 3
HH TNF -0 3 2 411 i 25 ol 5 % 3 12 B 11 19 2R 34 1 BBB 11938 % 1

723

e n] fE 58 cSVD, Shoamanesh 25" % ¥l CMBs £ 3 Ifil Vi
TNF-o/KF- T+, H TNF-a7K -5 CMBs 4 X o i — et
Stk A ¥ K TNF-05 cSVD B AT HIREITA 527,
2.3 IL-65cSVD

TL-6 7 Mg PN 25 2 F T o 200 R/ B o 440 = A4, 7 #
JE VR R G i S HP RS T AR P, R o R A PN B AR
P LA BT 3 IT T R i A8 W 75 & A IE . A BIFE s IL-6
5 cSVD B H W E K e K0 A8 F5 1 eS0T IRV i 2 AR
B Fornage 25 & Bl IL-6 7K - Fh 7 \IL-6 FL M A8 3 5 LI FI
WML A2 53 2# 5 % 1841 49521503 Bl 17 4 47 K IILLR TL-6
K5 WMHs R BUEAHSE , {H 5 cSVD 111 & IEHH 8 AH S 1P,
X2 R AT AR TR REAS i I L cSVD R PPl 7 ik il
BRSBTS AN [ 3 1 o
2.4 IL-18 5 cSVD

TL-18 ZE N H 22 R 22077 A, th nT 5 15 1 A s
i &I, HOE—Fh 2R R AN 7, ATFE P AR 28 R 58
R RN, 5 A SRR RN S AR G
REAEF ST & I3 TL-18 7KF- 55 A5 40 R B IEAH DG  IL-18 2
PARE R ) EFF I, AL A B S5 RAE R, AR LR 5
KR WESAE 1 ORI, T2 S 5 i i 4 it 207, i —
THHE TAE AR NIRRT T LA IL-18 2y s 1Y S0 W 4% 55
cSVD i fa (1 G 2, IL-18 H 1 1 9 Bz 240 . b 20 MRS B 53 1)
FIk I AT RRIEBORE SRS T AL T RO U L S0 m A
S5 DR 2 RN A G, o0 I A6 Fr TR 285 A 15 v 1k 4 B ki
FPERIETIE R cSVD, Altendahl 2524 % 31 IL-18 S84k o 45 4 &
7 BBB R H i/ 148 -4 L1 AR SR T REHE ) IL-18 ¥2Y7 WML,
2.5 ICAM-1.sICAM-15 ¢SVD

ICAM-1 J2: i1 776 Ak 14 10785 PN 2 200 . B 4 i 5 4
FEA BB TS SRR 1, P B AR ) AR AR
SAREN ORI T L . HAE A B 1 25 04E P4 Bz 240 A i 2 b
% BBB (3385 145 , e B R o 285 P R AT bk £
YR TREAR PR 1A B, A5 (1 40 5 i A8 P R 40 Y
i RAE, S 5 RN AR S SR 1 P B I
LS , CE P28 1 A5 AT P n] R SEL It 2 E BBB fiE i M
Z 5 PVSHTE FEMARI B A o 5L 2R B R Ak gt it/ ) B
I T ICAM-1 380, JLERIA 77 T 1M A5 P4 2 200 e R B T g J 240
e BEARATSY s ICAM-1 /K Th i A 48w 9 WMHS A LI
AU, 2 cSVD ST fERS I 3 o sSICAM-1J& ICAM-1 7E 41 il
SMNFEAEIE 2, 38 RS I 1M SICAM-1 7K 3K B2 Bt ICAM-1 f
F3k . Han 2502 UL 1 SICAM-1 /K& WML 1778 A1 ™ &
TR BE A A S SR K 28 . % 163 19118 & LI 183 451 Ji & i 1 1L
JE B B HE B8 MRI A cSVD 3£ BLAY B sSICAM-1 /K
TR A 296 191 JCHE IR WMHS H 2 1 B BE P AIF 9 2 K ot
190 1 2 U PR - I BT 43 3 7R T 352k ICAM- 1 K7
FLL SICAM-1 /K5 6 4F 7 WMHSs Y JE e XU AH G . A BF
FERIICAM-1 FEH ZE AT HEL cSVD 19 & AR A,

HAb AR & WG A SCHENRE-A2 (lipoprotein-asso-
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ciated phospholipase 2, Lp-PLA2) H 1§44 5 cSVD Y% R
ABFFE . Lp-PLA2 JEAFEFR E A A 53 WA —Fh K Ak e AL iR 1
ity , 2 5 5 AE AV FE R AR, B2 S B A b A
THIR XU AR DG ST BR 5 BEAT AT IN N Lp-PLA2 5kl
B cSVD Ul WMHs , LT AR 557, i 15 CMBs JG ] 8 AH & 1
Shoamanesh 25" 3, %% B{ Lp-PLA2 7K1 A i, WMHs AR5
R A 38 o o T WS P ) P A 200 s e 4
A, TR S A A R A7, DA TG I G B o3 7= 2E A RIS IR S
SHTIENS KSR EPVS $ik IEAHERY

3 KEES 5 cSVD KIHLHE

H AT N S0E F 20 A5 ED IR B8 i e 1
AN AL BT O B BN AR AR 2 5 SVD IR AE . IS
FORE  SOAE W] BES: 5 R A OC I R/ N L A8 5 0 , T R i e il s
S5 ML SE RS P BT, R4S A B 2 32 40, S LA A A
ZHANN JRAE LI, T ECH 20 200 M J5E B kA 5 LA B B U A o
P TCRBRRS S S, SO GE R LB 1) & o st A%
FAEE, SOE RN 25 T B NOTCH3 [R5 25 38U 4 B o A
HE R R 1Y H e R M st % 1 il Bl KO (cerebral
autosomal dominant arteriopathy with subcortical infarcts and
leukoencephalopathy, CADASIL) [ & i , )62 W 8% F ] L
CADASIL [ fiit N 52 FAEAL /NSRRI BT R 438 A= iR
P, NIEEF AR FEIRAE , RAEANMEIRE Sl BER] K. MU
LU AIE  RIEFTRES 5 T cSVD 4k & WY B 41234540 , i [ 52
i ZH 5005 S PT RE S B P A A e P, S B0/ B A i i
T ARAE BRI o R Z & . ED il 3
BBB I, 38 L i 1, Fear oh b A0 A AR XS CNS $
P A IONE, AR A A 200 L 1) 7 A K ] B 2 5 M
P B P2 A 3 R s 3 Ny, n B 2 4 5 . A A R B
BBB 34 ) , FIB Al A CNS I 3% BE L R 58, e b £ 4 2
P R TR /NS J5 240 L A A ) T I Wk 20 L, 35 P /e 4
02 AR A P A i, L Ao 300 1 4% A0 B PR S R TR 1 A
FIH A ] 2% ol B2 28 e e B 1 O 3K, B0 S BB A A
PRZETCHT , 38 WA LA EE BRI A 22 I 45 BT 08 1k A M AR
55, gl eSVD. 1 cSVD 52 i A Hi-tL vl g 23 PRl 2H 2R SE L
TG RAE SN, i — 2 AU P A B . Bl 212
TETE XS AMATT 77 A= 4 R M T, A b S AE T i 2208 Tl
TGO AE O 53 TR ORI 28 TR 7Rk, E T 2l 4 i e e
PR B

4 RKIEFESVDHHBEHER

RAE R 30405 45 2 20 I e R 405 1) h 2 S Al
o RAEBRT | cSVD i BE2E U A, i Bl ke 292 401 13 1 1
o &85 5 IEAN LA — & WS D BE : IL-6 BETT/E WAL
RANID T, BT A A28 4R R TBH 1L TNF-f 7728 Al
2 RS A B AR R AR, 38 B BELIT A e 1 175 2% 119 2% > i
FLR & PR S 2 ek . 8 e L BE i Sh i A vh & 3

TNF-ail, TNFR2 J [ i B /s BRAA P 20 5 158 JoT i A 248 e Rl 2=
TR A T A AN LR 0P, $E 7R TNF-a ] 7 cSVD Hiie
—ERIBUWRAE o A 5T 22 W TL-1 BRE AL b 30 405 B4 /0 98 i ot
4 Jf 4y b 2L BT 4 J® 8 M1 B -9 (matrix metalloproteinase-9,
MMP-9) ; 7£ [ Ji 451 3 14 2t B B, MIMIP-9 T Al A 5 i ol o A
BBB, i 7K 5 4 2E 38 [ B , MMP-9 RJ i i il 8 I 45 £ e A1
PEARE ™, UL, RAE XTI A2 EAA B4 518 5 AR 1
M.

5 RIEScSVDXRMATRER ME &
5.1 AdbAe kR

A 3073 451 N FIN ST SR N RIS K B H CRP K
-2 WMHs (970 57 f 6 BB 22 {H BN i 3 T i 38 A OGP
95 WF9E e B i 25 19 E (apolipoprotein E, ApoE ) e4 BH A%
BN CRP /Kt , WMHs RN, 3EF4h X 4R A BB
9% 52 B Lp-PLA2 5 CMBs JC 8 2 #H 4 |, (H7E 2 A5 ApoEe2 5
ApoEed FE {7 3 P A A\ B o — 38 B A 56, DL uF g 3R
ApoE Zt F AIJE 5 45 5 cSVD BUARCE . A SCHRHE 3 X
SELEA BE IR 1) A 6T S RE AR, ApoEe2 1] 5 [ 32 A4 A Bl i A
I TR TR B A3 0 T 8 AR 117 ApoEse4 R 38 1 3 P S 190 1 38
FAAR W4T A S RE A R Y
52 R

YT X i 101 A8 A A A SRR O, B R AE KT L
2 M A I I A A A0 T T, oM b B M SR B R
WMHs G faf" 33 AT BRI 55 L0 A8 K 45 F4 RN i S ik L 7 e g
FRGRE SNy 45 5 T8 1Y) 25 TS
53 JREARF

H LB A FIAD BOE RO I R ROE bR B Y S
WMHs i) 8 25 A0 G, (H AR A R TR s R DG AT A, 4%
it 5 CMBs Fl EPVS [ 56 R AR P - TP BT 28 L 3K T
VA R T B A TRE 1) BRSP4
5.4 R IEFFLEETIA)

FETFAHE X IRFSE K B P AR CRP Y525 R K -2 18 i 20 45
Jii cSVD [ KU , {H 3 26 i) = K S, B i B 1K 19 32 33 1 3
WMHs A9 RS I AS A, 156 B S840 4 1 s 7 mT AN AL DL S 880
B GORELI N, MRS K AT RE S i cSVD Y & A= .

6 L&

Zi L RIES S T cSVD IR K, AT cSVD ) &bl
AN , 4% AT ARG PITE cSVD HR MR F v AT 48, B H AT
TN T H a2 W cSVD A Mbr s . Hoh A2y
A I 98 i 20 AT BE N cSVD IR P iz —5, 2019 4Eh
A 22y cSVD L FRIK MR AE 1 [E cSVD [l PRIFFE AL 5 & i
A% % RS LR S AN [ (5 LA B2 ML O 1 T RE Y
iR AT = B R 25 IR T cSVDM, Rt B
RS RAE S cSVD [ ZR , XHRAEHTY cSVD FLHH IR
PR BEAETRY Ty A B
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