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Recent progress of the role of ferroptosis

in the pathogenesis of early brain injury after subarachnoid hemorrhage
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Abstract: Subarachnoid hemorrhage (SAH) leads to ferroptosis with clinical evidence like iron metabolism deregu-
lation, increased lipid peroxitation( LPO) and the inhibition of glutathione/glutathione peroxides 4 ( GSH/GPX4).
Ferroptosis mediated early brain injury ( EBI) may occur in the 72-hour period following SAH ( EBI-SAH) leads to
the poor prognosis of SAH. Pharmacological targeting at ferroptosis mitigate EBI-SAH, provides a new target for fu-
ture treatment and prevention of EBI-SAH through targeting at ferroptosis.
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LWl 4 ( glutathione/ glutathione peroxidase 4, GSH/
GPX4) il , BN 208k FE T (ferroptosis) &4, A\
M5 205 89 i 61 495 (early brain injury-SAH, EBI-
SAH) , 5 BU 28 70 ) A 1] 396 45405 Fl SAH U A
R ARAE AR IR )y P A5 b B S R B 1)
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transferase 3, LPCAT3) ¥4 PUFA-CoA & A i JIg i,
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BRI R AE R RS TT AR U SAH 7300 i 463 4%
AR R
2.1.2 FAR)FRRAE KM S5 EBI-SAH & %k bl
#l. SAH %&/EJ5,SLC7TA11/GSH/GPX4 $i 48 4k 38 %
Z RN, PR A S EBI-SAH, SAH J5 #h &t
SLCTALLI ™ HI GPX4 Fe gk P AR S 10 5 517 ] g
FE0E GSH (FESE TS0 (NURYE GPX4 R B3Rk
T IO, (RS KM SAH J5 24 h HIFRIAFRMK
TEMR N RSP S236E SAH A iR GPX4 11 i 26
Ik 2 PR G T e A4 FE T, GPX4 Y B
FIREkE T SAH J5 24 h Rk 7K Ji ke 25 T fiE Bk



488 Fmih PR 2 S R

Basic and Clinical Medicine

2023.43(3)
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