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Abstract

In recent years, the incidence of cerebral small vascular disease has increased year by year, causing
a huge economic burden on the society. The age-related CSVD is also increasing year by year. The
most common manifestations are stroke, cognitive impairment, and even dementia. Both preclinical
studies and clinical research suggest that there is a correlation between cerebral small vessel dis-
ease and inflammation. Based on this, this paper reviews the latest studies on the pathophysiology of
inflammation and CSVD, and explores the potential link between inflammation and age-related
CSVD, in order to provide new ideas for further research in diagnosis and treatment.
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1. 518

Jili/ N 11955 (CSV/D) A& 6 4% Fis PR B2 EL A% < 400 THCR /NSl Ik B2 FLIm o 49 52 Ssh ik B4 i &
PR KRNI S 30— RAUIGR . 18 WERLEAIE[L]. CSVD [ B RRIUNMG A, A RIfE
TR . KEMHRERT. SR JRIAE[2]4E, CSVD [MIME AR AR AE OAFIT W% R F/AMEE,
BRPERESE. ER S A A R IR A o A 2545 3]

UTAER, PR BRI ar R b G, SAERMICH) CSVD KM RN, $aRRML 5%
t) 50 % NBERULT-FTA 90 % L E A2 B, Sk St T K IZe B 53R [4]. M /N I 975
b R AARAR G 00 R SO H2 H CSVD (I 2800 T« BhRKSSREREAk o 550 PRI P I 3 Mo 3 I 976
5 KR I AN R M BB A /N LA 0« SO R G2 A B /N LA s o I L
T I L R A S HoA /N AR (5] EROR AT R LT A f P B 2 R A L . W BRR . F IR L IR,
MA[6], BELZEMEBEARIT IR T [7], 4L ARG MAERGL[B], (HAERFIE (LK R E CSVD AR AT B () fE
DRIZE[9] [10] [11]. LR B Bt i — P oY B2 4B S5 2 VR 5 & oAk, LA (R P AR AT B 55 55 S 5 1,
SN, AR WSS (A 4 e R B G 2 A 4 BRI BRI FAAIML . VB 5 41 A
S S JBE 1 PR ELA'E PG P9 B 35 0 52 0 TR YT, 3 TR Bk B LI 7 P (BB B ) 428 1L 5 . 78 . SR TR IR R 40
P 0 0 L B A B A, AN B T LR S AR T R IR AR, S AUV £ K SR 4 R I
T 5 i e S 0 43T [1.2] [13] [14] [15] - /N R 0 B 4o 2 T B 6 — 80 40, B AT TR TS il S e e 4
L R B e L P 5 3 7 AR AN RS [16] [17] 5 BT T8 R TR A 5 JAE 1T 475 S I A /I8 e o 4
[0 00 1L RGO, I /N 2 o 4 PR S A 4 LA 57 o ) e e v, (BB W TR A R A, 93K
AL i 57 B T RE RS [18] o 170 A B2 Ty REREAS A Ji= LI 57 [ (BBB) @& 19 in 5 CSVD MK EA K, X193
T RBHFF[11] [19] [20] [21]. #REHREL 2 [21] [22] [231FIRAL 24 (6] [24] [25]00 S FE . 4k, 56
A — TR W, MAF REAREY S CSVD Z IAA MR R A, o REZ4E Ak A5 i) CSVD &
H[26]. AR T R SAER ARG CSVD Z Rl ERE A .

RAESe ol RGEVEA IR A IIIZ IR, B SR> 7HLH], OfEaREEes. SRR,
LRI HAEIRS . FIMRBRIE Sk R SRR Al A T RV o b Dl R RS N 1 W B e o ) T 2 o
R BT . B, ERREREE IR HE T Ak R ZRR AL B, SBOCE LR /K DNA (MDNA) B R
BT, -SRI R (I E-1 BSOS R S5 1 1L-183 (972 [27) [28]. BRAh, LRk iA A = 20 i
4215 g RIS VESU(ROS) KT 5 5 PR, 33K 7 e 57 0 J 20 ML ) R A S5, R0 AT PR 5 - i 07 1 1 4 e
T4 B P A R S R AT B 4N E A R B TR A6 [29] . 7R REF AL AR R
AN BB mIDNA AR SRR WA IR BE, PRtk ROS (MROS)MIIE P4 . ik, X
I 7 mIDNA B8 () L (P B EE ), JEINRI T SOt iR, Hah, EE S ROS MR
BB, B oxi RIEREE, TERBMEIEIR[29].
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2. ImPRATIESE

— 2T CSVD SR IR FLHE7R, JE R N B2 4 L (EC) T e i AN S 5505 1) SRR S0 A 5470 »
i HLS2FR BRI BESE T CSVD MUK RE o I FH K BRI 25 Bl ik P ZE QI Hy CSVD B (RIEVE (A . A
AR SR, AN BT RIS RGN T 10 £, D RIR T4 RGN T —14[30]. Jalal FEALEH K
P v UL 25 Hh XK R (SHRSP) AR AL o {58 B0 250 30 fik P 56 SR R R A DR IR & 0, JF R B ot 4 g Ik ifg-9
(MMP-9) B, FHA I 57 BB IR[31]. X RE T AR B A M & %K B(SHR)EE AL I 78 2 B, A& if
JEE 2 LA R A 2 REFE 5] K CSVD, X i AR 1 —Fh B ki 1) A2 CSVD #i4Y. #| 6 4~ H KK, SHR
KR F I TR /N5 A VS AR IL-1b 7= A2 98, D RAEAE S CSVD B R 3 4R 4L T IEHE[32] -

3. IGFRIERE

£ Shuling Wan 5 Af14eit, FRATKRILT —SRAEfRbR, —H0 2 RAE M RIETRNR, — 2
RAEBLN R ThREREAG IR & . RGN SOEIRPR AR C MINEA . MIGREMFEEA. F4EEAE. K
T, I JORERT N R D) BE B b S BRI s 1N B ER[33]. — T, A2 AR K 41
(e, SRR BRI IL-6, HUGE IL-1 MIMIEIRIER T o, MIK CRP LKA K —F A&
(eNOS) I IEFIEDIE Y, 9D — AL Z(NO) K= A2, 38 ifiL & W48 77 RO B 737 (W ICAM-1, VCAM-1
I e-IEBER)IREI, WP K4 I(ECS) = A= B4 R2 A, AT AE P9 57 T RE R i #2824 I [34] [35]. IfiL
T VE R R R UL A 4 R R R . B GEE RSBF( ICAM-1. VCAM-L F e-iE )
FFE R 4 J8 B8 FABE(MMPs), AT 7225 42 B A 9E[36]. 280 AT 51 2 40 A I 41 45 5 1 S5 s KPR 371,
2R 4kt A R OR R TEOR] 3 B HORS AN 240 B SR A G I, /AR LA T ORI e S 3G 5, EC = 58 3
PEREIR, SEUMAE DhREREAS[38] [39] [40] [41]. 40 R SRS 2 FhrE SO PR EE/E M . s Bt
SEYHML R 7 IL-6, 2 RUMEAIRR T TNF-a, J& T RRRBE R 152 M8 S5 1B fR 37 22 (OPG), 1A 7 2 g s
KR T M N A K (Vascular endothelial growth factor, VEGF). 1L-6 {3 FFIF T i =i i
IR PR A, AE SORE SN HEEAZ O E I [26]. TNF-a 3% AR IR 58 AL SUB SR 40 A IR 7 3o 20 58 e o 4 i A 2
T SEERA R A AR E[42]. B RS NFxB B S 4805 BT (RANKL) R IR R 8 R 14 5
AT FER(TRAIL)SE A, AN AR 2 ML JE 15 5 @ B 1S [43] . shit 5Lk, VEGF RKik
S8 5 i fiv e 3 37 1 MY AR DG, S SO A R K e R L A R v B i S T [44] [45]. 3 — 7T, 2H
LR 715 45 PR JR3 30 XL/ PN 2 S5 B s T S BORG B o0 i Pk, b A B ) S
KGR, TR M AR R 2R [46]. N, E-FI p-ik £ 2R I 4> Tk B R R 5, ATk
P12 TR B0 T R, BRI I P9 2 [46] [47] [48]. N B AN BE I, ffA7F7E M /MR o BURLAN P R 41
webel-palade /MA(WPBs)H 1] 1 IfiL K F- VW BT RECE) f 28 R B AR A, i 3ok A 5 100/ NSORS BTS2 45 RS
R IAE, T RSB ER P9 52 40 [49]

HHERARK CSVD LR ALFH A 5 Bl Ak 22 (DPA)R -3 i ¥ 8 11 (AB)FH G (10 il 9 4 i 9 22
(CAA). XIH/HrioR, MU RAEREMEES DPA (INERMA A %, MAeSRIELTEE CAA (0
PNE L) A K. BRICCASN, hIaRA R, 45 SO0 N B Ak K~ n] LTRGBS 5 CSVD 1)/ 5
FERE[50].

4. RARFIERE

— TR 7R ], 7R DAAE XN R H AR Z N, R 474k A JFE K5 B m %o ) WMH
KA, I HAF4E 8 A 5 WMH Z [ 478307 JeBE[51]. Fornage 25 A ZE O I/ (8 REAIF 5 v R B 19 A L
CRP /K P #5755 WMH KUK i i 2 [ A7 AE i 25 52 Bk [52] « Mitaki 25 A KB, hs-CRP Bk 6 £
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1) s BRAE A AE (p = 0.02)F11 CMBs (p = 0.03), L A& B =[] DWMH (p = 0.04)F1 % i 5115 5 (PVH) (p = 0.04)
[53]. Hilal % NKH, 7E 2814 4 FI4E#4°8 56.9 X 1S 5%, EmM CRP KF5HB AN WMHV &
% [54]. Koh 55 AfE 206 4l st LS B v &I, AR ML 1) CRP /KB iy T ol e I 2
(0.93 £0.97 % 0.52 + 0.31, p=0.047) [55]. Noz & ANFKH, fEEARERHEE CSVD MEEZIREH,
FEIR =B 1IL-6 (hsIL-6)7E 2006 A1 2015 fEFELR I 5 WMH = B AH I [56]. TREFRF TR, Bl /R JR i BRI
(AD)E# VEGF /K FFt 5 CMBs [A71E 3% HA A% . 7E3 VR 24 R % )5, 10 ) OR (95%CI) CMBs
TEAERT VEGF 7KF 88 by 2.37 (1.53~4.02) pg/ml (p = 0.004). 2745 & [m 950 itk —iE B 1 Il oA R 2 A
VEGF 7K 41 &5 CMBs 5 2 8] {1 2 35 A 9% 1 (p < 0.001; T4 )5 i R2 1t = 0.312) [45]. Framingham
OMIEWF AR B, ICAM-1 (OR 1.7, 95% CI 1.1~2.5; p = 0.02) Fl fi5 & 11 1 <k HE B A2 (Lp-PLA2)JH #:(OR 1.5,
95% Cl 1.1~2.1; p = 0.01) 5/ 2 i) WMH F1/5¢ SCls & IEA54[45]. JUIRWT 7S 21 E B, 78 CSVD &
i, tHey /KF5 MRI 48 1 7% 8 R i 2 [RIAFAE IEAH 9 . Vermeer 55 Nl 75 R B, tHey /K°F5 SBI F1 WMH
MIZE, EATHEIS, 5HARC A MR R T ZiRELE tHey & SD N &4 SBI AR REVERE N
24% (95% CI Ny 6%~45%) [57]. Pavlovic JZHL[F 531, ZE/RYEE SVD B K] tHey /KTt im 5 WMH
(7 B R R 5 ARSI A O [58] . Gao SEWF AR, TE U BRI G A £ (P84S 58.9 &) + 11.9
s L, 31.6%), I tHey K-F-FHiE S WMHS 17 B R A2 28 HAMSTAH9C[59]. Altendahl 45 A\ 43 7l 4E
Mark VCID #5411 ASPIRE #iff 55 FAZ B P AS RN FE A 7 BA 1L-18 Dy rbte i) 4 B SAE M 45 5 5647 H
SV A B RN ¢ 2, RAELE R (ICS) 2 R IE bR SV (B EAL B MPO]. A KL T
15 [GDF-15]. M {1 B4k 28 7= W) 52 R [RAGE] ST2. 4L/ %-18 [IL18] A EE A% 41 i #a b & (-1 [MCP-1])
L4 ME, 5 log WMH (8 =0.222, p = 0.013)f1 DTI FW (8 = 0.3, p = 0.01) & 2 #15[60]

5. B4

RICEIRBEFTE KT SIEEYAR B 5 CSVD MRIRHIEZ [0 56 2R MR SO AV ELIETE N, (HARIEFE
SEHCAISE CSVD IR AR S W siay T T 05 1M, 1 FLBE % S5 MRI BOR B, CSVD [
BRI AT Be A B HE B HR7R, ROk CSVD LI i 25 10 B ot BN P it o
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