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Abstract
Neurovascular diseases are a series of disorders caused by structural or functional abnormalities
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with the cerebral blood vessels, which greatly threaten human health. Moyamoya disease is a
chronic, progressive stenotic neurovascular disease. The pathogenesis of moyamoya disease and its
mechanisms are not clear at present. Ferroptosis is a novel iron-dependent, lipid peroxidation-
driven regulated cell death. In this paper, we summarize the current research progress on ferrop-
tosis and neurovascular diseases, discuss the role played by iron death in neurovascular diseases,
and analyze the link between moyamoya disease and ferroptosis.
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BEF(ED) [21], &5 2 AR B P (0 Rk A FR A FEAH I 1Y), A L 1A R 40 P T e e A 1)
BN 2 —[18]. WFFURIL, PIRZANPRAIRE ST, WkIET:, & S8 ED MpLHl 2 —, 4ipiekit
TR AR 51 R — RS A 0 B AR, 251N E M5 N ThRERRG . BRAETE v] LS BN f 40
HORE T — S AL (NOY /D, SEma L &7 R DI Re s[RI, BRIE T3 m] REE T A2 i 28 0k DRl 1 R 2k A
o] LA 9 RE I RE[22] 6

IV LA (VSMC) i I8 BE 1) T SE2H i ffy, AT 4ERF LA 7k 7y« TR I A L it 20 P 45 D g
(23], HAWHEEZ K B Ml A AR SR TR, 25 T M8 RE v R AR B 2 (1 AR BT
AR [24]. VSMC BB AL RVF 2 M 3G A B, WK FEREAL . 1A OV AR 5 T8 A R AE
M 10795 A8 T S [E] R 40 s BRI AR 251 [26]. BFRCR B, B SEBET- SR VSMC R R (154271, M
TS 8T N A 3G 2E o SRR AE IR A, XTI M ik i, AR — R, B
I A R As, IR T AREEAT A S A NIRTT 2 5 s Ak ii, BRAE T RS & T A TR J5
BRI . BEFUEE RAR B, M kAt T PR ) L PR K — R IR W SN E R SR, 7E s S AT
B2 R PRI T 40 2> MRS e H BRI Ak MIlE 4 (GPXA) IR IE, FFFRARA B H Ak & Ak Ve (135 1
RSL3 X GPX4 [l &7 FYFET R AE, X2 T8 VSMC FIE50[28]. —LERfF 5T R IATEA: DUMHIR 15-
B4 & EF(ALOX15)7E VSMCs RS T R 5 —EVEH . ALOX 15 (13 35 W] LM i3k erastin 753 1) VSMCs
BRIETS, XKW ALOXI15 ] geid i 75 g B AU AN A RIS R 2 4% VSMCs IIERBET[29]. IEAF,
BRI T A G IR F ek 258 B HIK(GSH) 2 bt H G 26 4 (GPX4). k%12 5 H(FPN)AI SLC7A11 (xCT)
5 RIS S K FEREAL I TE BB UIAR DG . IR SR F-7E VSMCs W i Rk iF FEIE TR A,

MR R e MERM A Tt . RIt, SLCTAL1/GSH/GPX4 452 23| 5 2 5| K M ~F-8 WL4H i ek st
T2, MM M5 0[30]. BRAET: RG], Wk & AGTE bR, Cn 78 F T AvG T O L
o UGB INEIBRAET, AT R I TIgUANAE, IR IE R A R 271

b, YIRS EUN AN D RE A fUE T LAE M I RS AR AR [31] [32] 1E L AR DG A R
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T SRR 87% [33]. SRR, RIS ENEIMIBAI MBS TR ESE, TS50 rEH K
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G it 1 R PR IR R R KRR, S L S S e o 2 e BB 0 R B B 1 K R e A A
EAAAI[37] 0 BRI XRS5 v P IV Bk T 2K, AR D R AR T I L 5 38 ]
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A 2% ICH BRI T 35 0, HA L I ek o Bl 2 2Rk B v B SR L IR i B AR 1
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