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Abstract: Ferroptosis is a new autophagy dependent form of cell death. Many studies have found that ferroptosis is in—
volved in the occurrence and development of many diseases, such as neurodegenerative diseases .chronic cardiovascular dis—
eases .tumors ,urinary and renal diseases .jejunal diseases and respiratory diseases. But in the reproductive system, the relat—
ed research is not much and not perfect. In this paper, we systematically review the research on the mechanism of ferroptosis,
review the role of ferroptosis in clinical diseases related to reproductive system, discuss the research status, unsolved prob—
lems and future research direction of ferroptosis, so as to make people know more about ferroptosis and lay a research foun—
dation for exploring the treatment methods of ferroptosis mediated diseases.
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T IR 515 1 48 (reactive oxygen species, ROS)., A~
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B A AT D2 o RO 2 G 20 N O 1 AR T
TP ™, 3 n] DU BE - g A, 23 51
s AR AL T Z AN AR D R (polyunsaturated fat—
ty acid, PUFA) Jy BC i) ] % P 58 ot A il BE T2 il
RBHIEERIET ", SERRPERRES G AT B A A T
by B IS A R R o A A 0 e . FEIX T
fig A A 1 (lipoxygenase , LOX) ZR 5 &A1 5 2R AR R 4
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VAT PR e T (regulated cell death, RCD) &
TAUAR L BT MYERR AR SN . RCD AT RLE R 4
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3.2 microRNA #= IncRNA 8 4 58 T

microRNA FIH JE 4 % RNA (IncRNA ) % i g% A
R ERAE T B B . A, miR-7-5p T i
R TR 11 T R AR Fe>, T SE MR ERFE T, i
J5i IncRNA | PS3RRA ] 3 1o #1148 2 ] P53 ()22 2
{5 . P53RRA 5 Ras £E[A i) RNA iR 51| 25 &5 HE 7
(RRM) 38, GTPase J1% 8 1455 811 1(G3BP1) , 7
HG3BP1 5 P34 G , a5 B 21 PS3 R,
TE 40 B 5 TP B 25 P53, PS3RRA B 1 40 it 9 4k

BTV . Bf3% PS3RRA-G3BP1 S — Fifs S il
JR 8 B AR BE T 1 B AL S5 206 4 I B (gluta—
mine, Gln) ¥4kt 7 o—f 13, — iR (a—Ketoglutaric acid,
a-KG) , & LIE#E ROS AR 2, TSR AE T
3.3 P53AH

P53 ML, AL P9 ) 0 e AR L A K
BRFET AT LU e i g i il 4 P53 B4 T 5E . &
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T BELIF 40 M JE A A BE 1, 1 A2 P53 78 g i o i)
FEIRE. PS33KR EAT Ml GE 77 V4 B F LA ik
FET- AR F, PS3 £ T4k 28 75 J5 B % 1 i System
XC=7f 1k, NI SLCTAI1 B9 3235, i i System XC—
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