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Research progress of ferroptosis in the mechanism of cerebral ischemia
reperfusion injury

JIANG Huan, BAI Wenya, SHAO Jianlin~
( Anesthesia Department, the First Affiliated Hospital of Kunming Medical University, Kunming 650000, China)

[ Abstract]  Ferroptosis is a newly cell death mode discovered in recent years, involving in a variety of
pathophysiological processes, such as ischemia reperfusion injury, neurodegenerative diseases and tumors, etc. At present,
there is a lack of effective method to prevent and treat ischemic stroke worldwide, and ferroptosis which is involved in
cerebral ischemia reperfusion injury. 50 articles were included in this paper after searching the related literature, which
published in databases such as PubMed, Wanfang, VIP and CNKI in recent years. Discussing the iron metabolism and the
concept, mechanism and regulation of ferroptosis, the role of ferroptosis in the mechanism of cerebral ischemia reperfusion
injury, and the method of inhibiting ferroptosis, this paper attempts to provide reference for finding a new potential
treatment for ischemic stroke from the direction of inhibiting ferroptosis.
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Fofr R AT SAy B 5 AT S 0 A A v R R B e R
FT PR LT A BT R R, 2019 4EFRE IS &
TRANELL N 287 J1 IR AKGR 2418 J7 SET- AKX
SRR 103 712 AT UL 1S 2 R 1 28 T R R
yra ke e A, (E AR BT IR R R 2 HL
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(ferroportinl , FPN1) M fiz 40 Jfd i ) 26 A I, 548
A5 EGE H (transferrin, TF) i3 1% £ 45 (B TF HiE
G54 Fe', BT LA 2 HA BRI I I 1 1 )
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# W E (ceruloplasmin, CP) RAKHE iz 4 B
5 H (hephaestin, HP ) t 58 E4ZAE UE FPN1 HEH 40
PR, T JE M FE B FH ATAR (amyloid protein precursor,
APP) J&idd Tau 35 B Bl oz iy 2 20 i R A2
%E FPN1, BEAh, APP 8% S ik ofe o 52 20 i o e 7
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Figure 1 Iron metabolism and ferroptosis and their regulation
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Figure 2 Amino acid metabolism and ferroptosis and its regulation
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Figure 3 Fatty acid metabolism and ferroptosis and their regulation



o P A PR A 275 2024 4E 7 A% 34 455 7 ] Chin J Comp Med, July 2024, Vol. 34, No. 7 105

RIH)—Fh A sE T 7 AT B2 CIRI B2
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I H AR B A E RSB T LPO AR e —
PSS TN 200 D P 325 1, S e 40, i 0 i 45 40
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TCH Y SR R A R AN A & 4k & A A R A
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i8R P i 32 35 7K 5, PUM2 & RBP (1 —Fl, o] DA%
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B 23K, miR-27a REREAR Nef2 K3k, B H#E S
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BRAET- i BRI Tau i BE B 1k
FKE Fe™ &AL, TR ER I B WIS SAERE T, R IE
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PINK1 7] I3 0 SLC7TA11 F1 GPX4 ik, fr LAt &
ik PINK1 80 U0ER ELAVLL o] L4k pE T, 3
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ALOX15 B3 CIRIV | gd 363k Fivt AAX AT LA
il BRI 2 SRR AE T AN 23 CIRIL, A 410 i ke afi.
e AR ERC LA P B2 4 L T BT A3 o I e %
FtMt ] LUK Fe® S ALIFAEAE , 1] STAT3 IR 1k ok
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SLCTA11 ik, BA -9 CIRT ffE T4 k3T
IR 1,0 S JFIE R CoQ10 i 35 A i i i &
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BET a6 NADPH 4L CoQ10 A" fiff n]
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TFR1,ACSL4, | J FPN1,SLC7A1l #l GPX4 %
B A A MR R B GPX4 i, [ IR
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