2024 485 A4 55 85 51 HEF 381
N DOI: 10.3969/).issn.0253-9802.2024.05.010

BRIETHMHER 1 EIERER

ERE, FRA, B¥, Eax
(BZEFROEESRR, BE &% 710075)

[WZE] BIETIHIEA 1 (FSP1) BEPIET LR P A S T, RESRIEgnEstT, BAEENEY ¥
REANTEEAE MG RN AN (B o AR 40T T FSPL AT = . JERE M S a5 RetE, AR ELAE 3 ) 2R AT 1= A g ik
YRR TR XA o I RAIFZE B 2 TF & IR R X FSPL B3l 55, WERFET- M 1 1 0I5 (iFSP1) AAH 4> 2517
SERIVBRBETIEI A 1 1 AR CicFSPL ), ARSERIBFOH #E— R 1T FSP1 A RX EAEHLE] . 5 M8 f0 52 3 1) SC R LA
K A R Ioiged U AE T SO W I A8 A 0 T o

[RiE ] B3t PSET-IHIEN 15 MR PIET-IHIEE 1 ISR A4 2 SAVERBE T 2 1 1 95

The role of ferroptosis suppressor protein 1 in tumors
LI Hantong , LI Yuefan, ZHOU Yan, WANG Lin ™M
( School of Stomatology, Xi’ an Medical University, Xi’ an 710075, China )
Corresponding author: WANG Lin, E-mail: wanglin@xiyi.edu.cn

[ Abstract ]

death and has important biological functions and potential value in clinical application. In this article, the discovery background,

Ferroptosis suppressor protein 1 ( FSP1 ) is a key suppressor in the process of ferroptosis, which can prevent cell

gene localization and structural characteristics of FSP1, as well as its dual role in inhibiting ferroptosis and promoting apoptosis were
explicitly discussed. In clinical researches, FSPI inhibitors, such as iFSP1 and icFSP1, have been developed. Subsequently, the

regulatory mechanisms of FSP1 expression, its association with tumor immune escape, and its potential as a monitoring indicator for

tumor prognosis and therapeutic response will be investigated.
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