TEERRE SBS3% 9301 2024413
£ 276 - Journal of China Medical University Vol.53 No.3 Mar. 2024

PRI T R EMFFIERIRBZE RS HERHPHIARARE

F Ak, AR R TR 2 AT
(rp [ BE R A B TR e R B B A2 oty , TEBH 110134)

HE VPEANZAAEBBBALLLX S AN, &5 5 H /G0 E LTS R R GLF R, BT TR A — A R4 69 AL i 5
WML TR, E S P RN Z A% RR T EAEENA SR TANZARATHEEZF XL — ALELE THETH S
FHLH] BRI T A P ARAY 2 R G gk gm P RO AT 50 BE R VAR Se T A R AR P ARAY 22 R ek gk P 6 R, A P ARAY 2 R SRR R R
TR A R S el R A

KR PARAYZE RGER; I T; & IR R AAL; Al A

PESES R74 XERFRERD A XERE  0258-4646(2024) 03-0276-06

P& HRRHAE  hitps:/link.cnki.net/urlid/21.1227.R.20240229.1655.022

DOI: 10.12007/j.issn.0258 -4646.2024.03.016

Progress in ferroptosis and its inhibitors in central nervous system diseases
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Abstract The etiology of central nervous system (CNS) diseases is complex and mostly unknown,and patients are often left with
sequelae and poor prognosis. Recently, ferroptosis has emerged as a unique oxidative stress-induced cell death pathway and is important
in various CNS diseases. It is an important mode of neuronal cell death. This article summarizes the molecular mechanism of ferroptosis,

research progress of ferroptosis in CNS diseases, and application of ferroptosis inhibitors in CNS diseases to provide new targets and clini-

cal references for CNS disease treatment.
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