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[ ABSTRACT]

caused by various etiologies affecting cerebral small vessels, which have the characteristics of insidious onset, high inci-

Cerebral small vessel disease (CSVD) refers to a series of clinical imaging pathological syndromes

dence and easy recurrence.  Insulin resistance (IR) is a decrease in the body’s sensitivity to insulin.  In recent years,
more and more studies have confirmed that IR is associated with the occurrence and development of imaging features of CS-
VD, but the mechanism is still unclear.  This article reviews the relationship between IR and cerebral small vessel disease

and its possible mechanism, in order to provide reference for the prevention and treatment of cerebral small vessel disease.

[ KEY WORDS ]

inflammation

cerebral small vessel disease;

osclerosis;

i 7N 1L %8 9% ( cerebral small vessel disease,
CSVD) J2 1 T 45 FftJog [R5 Wi il A 4% <200 o Y
ANEI KR O 32 stk | B A LA AR R
K2 — R AR SR RBLR G AR, AT
IR R ,65 % LB AR 80% f74E CSVD,90 %
LA L ARERE] 100% 2, f1 T L) B IS CSVD
() A AR PRI R b 22 AT SEAR 2 R IEAE A
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REATR , 3 BRI A X 4 26 110 2 BURN R FH B, AE
IR WIHHRY B, HLAR S T 4E47 85 K 7, 23 R0 8 5%
B 2 53 DA JRE &5 2R 1, DTG 7 A e MR I 3R ML AE
SRIMTFEE B 40 ML) REIRR | ML TC I 7 2E 8 22
By R TS R U AT, 25 H BUH T & AT, e
S50 2 AUERHE (type 2 diabetes mellitus, T2DM)
1.2 MEFE

FRT, DU TR A 4 bR 2 e JR ) 3R 1E ) 4
BB (HOE R S, BOR R, FR& T H
JZRH . BTG R b 2ok HI R A Y i 5 3R 4K
HL 48 B ( homeostasis model assessment of insulin re-
sistance, HOMA-IR ) >k J Mt IR BORERE, Ar4F ok H
—FR I 24 (triglyceride glucose, TyG ) #8454 H A H H
AR EAE AT Iz N T %R
BT AR  In[ 2B H I =18 (mg/dL) x5 ]
HIE B (mg/dL) /2150 H AT £ 8O 58 R
HOMA-IR 8, TyG 5 %At IR, I HAEAH CHE 5
HESE T FRFEAR AR

2 IR 5 CSVD W4 GEFERI

IR 5 LI

LI 2 i R 5 27 32 2y Ik P 2 5 | 76 1) kg 21 28 1 e
MUIRFELL G L3R A% ( magnetic resonance imaging,
MRI) FEM N EH4E 3 ~20 mm BRI a5 59 8 IE Y
TIW1 AR5 5, T2WI & FLAIR {55, i G i1 A
) 25% ~35% Y ZIMILERUFL T IR 5
LI #56, Lee %" 3% Fl HOMA-IR 31l % IR, X 5
2326 £ ZiH T 8 F A, 18. 1% M2 H
HEL IR(HOMA-IR=2.56) ., LI 4H(n=188) H i ¥
IR W28 e T8 LL 41 (n=2 138) (27. 7% It
17.3% ,P<0.001) ,LI 21 HOMA-IR /K- & Tk
LI (P=0.002),ZFERIH5H7 )5 K IR 55
K LB &R B EAHSE(P=0.006) (OR=1. 69,
95%Cl:1.16 ~2.46) , 748 MATAM IR 5 LI 5
R B TFAH G (P<0.001) (OR=1.76,95% CI.1.21 ~
2.56), B—IAMA T 934 & ZiH A X G
WHIIEHHIESE T IR 53k LI R, W& H
TP 3BT SRR 1B 5 R X Bl . HOMA-IR 45
Z PR AR AT R ASE B IR V47, SR )5 R B
10 AEXF L SEAL 2 WSk Al MRI AR I HLX gk

ZERLR I IR PEA> BRI 1 NFRvEZE, &4 LT A
AN 1. 33 £, IR VP43 s 323, B/
MIRERR (3 ~7 mm) FIEK AR (7 ~20 mm) 9L
RFRAEI, I HLXF 55 A s B 1) 5 i B B K, 3R

2.1

B IR J2 B A8 A Z G R E " Yang 451
B —ITURE W7 T AT TRV RRIIE B T IR 41 (n=34) A ELAR
IR(n=122) 4 1E A5 24 B0 B 1) Ee 491 2L A P A
(2% 5 (55. 88% vs 23.77% ,P<0.01) , iR WFFE 45
RYIER IR 2 LI EEGRKNE,
2.2 IR5 WMH

WMH J& 25 52 PR S0fil e o ki 3 961 g 1
JoT R A BE S S BE RS . 7E MRI L TIWI |2
AR E S, T2WI & FLAIR b2 @55, whiE—
TGN 2 417 24 {8 B BCAE N ] JE P BA 3] 3 52 K
B, TyG 8505 WMH 1Y% A4 5 8 3 M 56, TyG $54
{E R, B WMH (19 Al gt Rt Nam 25170
TyG FRECNF IR, FHITSEALER B2 A 2 H A e &l
E WMH 1R, & B 7 (@ N BE T TyG f880 S
CSVD IEAH G, 38 &k 22 P 3R 2 1k [nl I3 A A, % 3
TyG #8405 WMH ARG (P =0.020) , 52 BLIE W)
FHE-R N R, H—IA 1 597 4523 & 0k
WT TETATF 2 158 FH 43 1 8 A 19 O 3R TR Al WMH, #4145
F8E(body mass index , BMI) 15 il = S5 TR 4% K 22 44
AR | &8 HOMA-IR 5 WMH 2 [i]
FAELRPE B (P=0.033) ") X ERE R IR K
AT RE S 2 WMH (1 44 FBRE T 9 2> CSVD 4,
1) 8L (fractional anisotropy , FA ) J& il HE PR IR
K RS (diffusion tensor imaging , DTI) i) T %5
Bz — BT AL SO g P R
BESH IR /L . Nouwen 25 i 1B, HOMA-IR J2& FA 1Y
T ST BN - R T AEOREs F 1 TR X 1 s F
Yesg Rk I, 55 A0, I 3K S KNS B
ZFeA: KN T (insulin-like growth factor, IGF) "7 1,
YRS WMH & % k56, Hawkins %5 B 58 &
B, TERE ] T IOy 2R U, i 3R B R AT AR
J& WMH A EZLH A T, Hjortebjerg %57 [
WFEas R R B AR K 4558 A 3 (1GF-
binding protein-3, IGFBP-3) 5 WMH #9 ™ & £ & &
FAHSE , BIMIEZKSF- () IGFBP-3 T 7% g 1 5 161 3 (1 Bl
2480, SR IGFBP-3 Fl WMH i 45 FHALE A
ELLILER
2.3 IR 5 EPVS

EPVS Ay i I i 45 27 18 K J93 5 11 J5 ) 78 Tl 1k
TRl , 2 5 B 0P R s 2k 20k, 7E T A MRI
JEH) L EPVS W5 50 BE 34 5 i B A AL, AT
WA UEYE R EPVS 55 I P 5 | Bl /R K Vi R
TR H IR A0 B i 354 5610 A — 300 2 M
FEH, Wu S5 BR9E IR IR R il B 4F B v
EPVS [AHCH:, RIRPEEREE EPVS(EPVS £3>10 1)
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ML IR W LB T 52 B EPVS 2 (EPVS %k
<10 1) (36.51% [ 20.93% ,P=0.015) , it
ZH R EH I EAES fER N R 5 IR 2
EPVS {7 G & (P=0.001) (OR=3.53,95%
Cl:1.63 ~7.63) . 7 —IAAT 531 BilHEH RI &
HH SR R TyG $5 802 h E E EPVS (EPVS £¢
#>10 4>) 10 37 & B & (OR =2.077,95%CI.
1.268 ~3.403), B A58 W UESE T IR 2 &k
EPVS Bt fa s 2R, 53 4h, Bl — W 58 i i) it
T IR XA ERAL EPVS BYs2M, & B IR 5 &%
G [ ey EPVS WAFTESR ST A DG (P=0.004) (OR =
1.94,95%CI.1.24 ~3.03) , M7 R X EPVS N
A R IX —AHOCERY I 0 R AT S IR
AT BB B W S ST B J2 00 i A A T X R A ot
Y5 AN B 5 B AR BR8] rhuey EPVS B2 LT IR
e L
2.4 IR5 CMB

CMB 2 i Sl il 57 A 2R8I 1 Wk 4 e 7 s J) 6l
B I I, i S5 5 Jm) 98 5 4k L 2 R AR AR Oy R
FRIE BB S B e R 4% . 72 MRI B T2 A+ 471
FRE UM A4 (susceptibility weighting imaging,
SWI) F I N EAE 2 ~ 10 mm B SRR S 412
e BRI G 26 rp R R CMB AR HE R 35% ~
T1% ", Li ZPH [ v 55 1 3 1§ 240 44 CSVD
S AR HOMA-IR K- A8 #1647 00 o7 35043
2, 7t &3 HOMA-IR 5 CMB AHG(P=0.046) (OR
=2.29,0Q4: Q1 A9 95% CI:1.02 ~5.12), Jf# i
ROC &35 i i CMB & A= 1Y $5 4 1 0 {1 2
HOMA-IR 7K “F- = 2.215 ( AUC: 0.595; & fif JiF
51.2% ;¥ 52 M 65.2% ), fHRZ 7 —Tgh A 934 %
ZIRH BT R B IR ™ E A S CMB
HITFAETC S F A & (P=0.51) (OR=0.93,95% CI;
0.74 ~1.16) " X 5 Zhang 2> (1§ 5% 45 16 AH
Bl A — 45 R R R AT AR S R R AN
A 7 =CFAS IR 4326, BT IR 257 CMB & E
R FEAVE R H T AL
2.5 IR 5 CSVD BT

ARk R 2 A 5T 5C 1 IR KF-5 CSVD
MR Z R SE R CSVD B4 CSVD [
ZRE AT RARVE S, TR ™ E R . W
T CSVD M2 2F FRAE I AN 2 ol th B Y , 245
16 b5 & RIS A7 76 BE 0% B B b P4 CSVD 15444,
I H A KR R 2 WrEE T, Yang %51 X 156 44
ZAHEAT CSVD BT PE43, A JF Logistic [B1IH 4347
KIIR 5 CSVD By ™ 5 2 B 5 1EAH ¢ (P<0.01)

(OR=3.74,95% CI1:1.63 ~5.08) , —Ji4y A 256
A2 E W BB 5T, R TyG $85Ah 3t IR, JF
Wk MRIJFE CSVD B fafir, 45 R TyG #8511
T B PUS L 32 B T R A CSVD S A7 g 143
(P<0.001), ijd ROC HiZit B hEHE CSVD 1
TyG $& B ih £ F i A1 (AUC) i 0. 636, R &HE N
78.86% W SEHE N 45. 08% , LIBFE BN 8. 24 X N}
it — L PFAE TyG F8 5 LI AL iR E B2 CSVD 1y XU 53
2 RBIFREE CSVD BE Ty i B A EEM ),
Teng 257 BFFE % BE TyG $8 %02 CSVD i 6 faf Y
ST FE e 2 (P =0.048) (OR = 1.472,95% CI.
1.00 ~2.16)

3 CSVD 5 IR WITEEHL &I
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BARHE SN D RE R AR OC (B2 IR 51L& Bk
ARRIALA R AN, H AT BEAIOTZEHLHI AN T
3.1 P RE Tk PR G AN i A BR R A AR

PNz DI e B A5 R 100 i 57 B ( blood-brain barrier,
BBB) B H T8 Z #5632 19 CSVD K AR AL 1Y
Rtz —. AUFFERY], N RERE R LI A& A1
— AT FE, Wardlaw 2578 W28 & B/ B ik BE
T B3k JS B e g 8 JBE N Ay DR AL L 48 PN B2 3R
TATRE S LI R E AL R, — WM R T
100 {41 CSVD SB35 1Y A B Ty R R 05 AH DG A8 AR 2 1l
AR A2 9% R F- (von Willebrand factor, vWF) | 4ff fifd
(6] % Bft 4% T 1 (intercellular adhesion molecule-1,
ICAM-1) %5 45 B E B vyWF K ERIREAR 5 N 5 DB
SERYERBIR S VI ¢, T H 5 CSVD B3 EPVS
(3 DA SE ) B & AR TR 7 A 2o 1 e
R0 A WA B0 5 O i R A BE A,
B R I (K= B R S (I | ORI R
55100 B D RERE R 23 1 R — LA (nitric oxide,
NO) A=W R FHEEREAK, P K2 % 1 (endothelin-1,ET-1)
SIUAUT SN XA T BB 30 BBB DI REMI I,
A A S K B IR A W] DL 8 S
B RRHF AR 22 F0 R I R claudin-S (1
RIS R IR BBB, A B 5K, IR IE AT L
SRR GLN = I = - - Ll T ( renin-an-
giotensin-aldosterone system, RAAS) , 47 3 I 45 % 7K
2RI A28 B ARV N 1 A | K SR R L I T
SEE— B INEE CSVD fyE RN eAh, RAAS I
T 15 2R ML P T T R IR I 0 22 24 DR T A AR
T ( mitogen-activated protein kinase, MAPK) 55



550

ISSN 1007-3949 Chin J Arterioscler, Vol. 32, No. 6,2024

T 30 75 T N R ) B B AR S B0 fik ok A A AL
(atherosclerosis, As) X Ifil 45 B 7= £ 1% 38 4 ' |
BBB 125 LA E 7 VI, i b i A L SR
BRAE ) AMA 3 40 A PR 45 i 08 T 2 I A
FAE TR L, 380 CSVD R E, WETIRES
e i A Z A A SC R AR W % D), IR W] LABRIR Y B2
A5 &7 KA AR HL ] 22 T8 1) ~F- 47, 34 h i /) i A8 o5
KU o BT FaREES I R A4 B BT A5 2 ( Lacunar
Intervention Trial-2, LACI-2) P ¥k 2023 4F [E fR 26
Rz Bt BB A58 R | A5 SRR W B3 Py J
THRE Y2454 A 74 3% AL s | BAH R S L LR ] A Rk
5 CSVD 518 B i Bk 2 vp 1 52 e S IR T RE Dk
1R 3R T RS ) T A R0 25 1 Al
3.2 As{EA

As HATREE IR 80 CSVD M &bl Z —.
ST A3, As 5 WMH A1 LI HA7 405
PECTIR 5 As R4 R R SR A A L
IR 7] LA 2 R a2 s LA R R . IR AU
A I I R T I P ORI R
I/ SRR R IR SRR FH ARG A2 08 B R (T B
T340 IR a5 R I | 2R I PR AR LA A Y B2
UifekErs SR I E2 i As, IR AT DL TR 6%

T LTS 3 - T80 il R 22 224 I 3% Ak 28 1 i 1 - i

AR As 55 PE , 8 AT LLE R 3 40 M G R 5 a0
ICAM-1 S5 &M As T IR 5 9EAREHIKF- Tt
A O, RAEAE As TR AR e SR
3.3 REEIG

RIFBH R BIAR ZE TR CSVD 1Y —A> E 2 AL
il o UL RAPEE W AR AT 4R B C RO
5 H ( C-reactive protein, CRP) | 1401/~ & 6 (inter-
leukin-6,1L-6 ) . i J8 $£ € [l F o ( tumor necrosis
factor-at, TNF-a0) 5% . —JZH AT 2 196 HIfF7E LI 1)
St P A A v £ 2 500 BRI A R Y Meta
IR B, LI S E RAEFE bR W CRP TNF-a  TL-6 2
WIS X E T RAES i CSVD KR R
MIPEFSY o 78 IR GBI R R N M 9 A SR I A 4
AR s 3 AT IR T A i A R 4 I T
PRI TR0 AR AE A T ) 7K F- 4 T 35 18 M AR 2 1Y
PRZEIAE X B 28 JORERSIE KA CSVD By H&Ailh
A REWTTERY IR 2 S EORAG AL, ™
A e OBEE |, 2 105 | 2% S A I 5 S50 i 462
P, TP R 1 AR I SR 1 2R E A P B D) e e
i s LA B AR vl o AR T, AL T
RACARAST, TG 2377 A 1 4t 8 A DG 32 44
DI A ) ) B 80 3 e 5 K e i 5 0 o A Aol i A5

HBTER N A RS B T B SN S TR
I S PR ] st ko A8 ) T ] B AS O 9 K, e 4
FCSVD Wy & A Bk RE ML AT REA B T
CSVD [y i #x , (AP R 25 e & B CSVD 119 T 78
IBIT SR RritE— 20 5T
3.4 fIFE=ERD

H AT R, i3 L 3L B 082 78 CSVD &3 ml g
RTINS, A5 UEE HOMA-IR Xf 120
24 32 TG I s ), 45 Sk B M HOMA-IR
e A ] R [ H g R [ R R 2
TEBAR AR O, 2R TR W) BE £ o] & I 1l 37 f2 B9
AREOT I A IR 5 BOHE B IR SR R R
fii 3% 2 b Ak B 52 3K K 4. 4 mL/100 g/min' YT
R B &AL L7 s 8 5 A Wi 5%, —
J7 Tl IR SFECE AL R 80 2 B 7 AR A NO il A 1
1055 NO (9 A=y R B, DA 412 i 45 Wic 4, 1
i M 3 L s —TJ5 i TR LB AR BEILEE 3-3%
it 65t 25 5 B0 NO B FH RAAIG, 38 38 0 38 1E 3 sl ik
TIRE , Vs AF b 14 0 T it 45 B 0 i LR . A AR GE
FR IR 348 0] R 3 14 5 110 775/ 48 Bz Joi 8 28 VA 0 S 1
(serum and glucocorticoid regulated kinase-1,SGK-1)
5 O A A S O I, A,
5 IR HHOCHY CSVD 53015 Be /N oy ik BE 1l SR B AR
TR/ NSRS R AR, 3X AT B TR S0 il 3
WA 55 — AL R I I R U 2 P B T R R
B0 53 — e 2 B, (L 1t 90 25 5 /0N I A8 T B 2
] 1) G 2R S B2 2% 11, JFL o T 6 % 1) 1) 45 pIL il 4
BBB [ ki /1N 2 ik 8 s A R AT | i a0 1) R
P R 2 ek 55 S5 ML 55 1 i O 2 =2 R B G R K
RANFATS A Fr A

ZE LR IR 5 CSVD AH &M i 45 T 53 14 A
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HAH K25 YR T S WU R R CSVD fH, s
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