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Research advances of ferroptosis in Alzheimer's disease
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[Abstract] Recent studies have shown that ferroptosis plays an important role in the occurrence and development of Alzheimer's
disease. This article summarizes relevant domestic and foreign literature in recent years , and categorizes and reviews the relation-
ship between the three main mechanisms of ferroptosis , namely iron metabolism disorder , glutathione ( GSH ) depletion , and lipid

peroxidation , and AD. This finding suggests that ferroptosis may become a new therapeutic sirategy to treat and prevent AD in the

future.
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1.2 GSH#35

GSH 2 N EZ BT AL, e iR - &R i iz
A 3 e A e 2R 2 2% Sk GSH A B A PR S ) ——F k4L
M2 5P AT RE . 43 e Ik AL ) 4 (glutathi-
one peroxidase 4, GPX4)n] i o GSH &AL A A BeH Bk — 6%
el (glutathione disulfide , GSSG) , P g S Ak ) phos-
pholipid hydroperoxides, LOOH ) i Ji 2 K M R B , FEAR TG
P 4 (veactive oxygen species, ROS) 7K -, £ 3 41 g f2 52
Hio A b 2R /K 71 il GSH A3 (4N Erastin) , GPX4
PUAALTIRERIL , SR A ROSTLR 51 &Pt T, )X
2, HERE LN IE B ) GSH UKV Bz GPX4 TIRE , W AT 4101 1) 2k 4
ToRAM, R, GSH AR 2 B T 1 B EE ML , T GPX4
T P R TR B BRBE T 1 SR bR S
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W & B, 2 AN FIR I R (polyunsaturated fatty acid,
PUFA) 7E A A i (lipoxygenase , LOX)EH T 2 & A I it
b, iFB K GIE TP, PUFA " Y 46 4= U % BR (arachidonic
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T < 55 Z % i 51 4 (acyl-CoA synthetase long—chain family
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(lysophosphatidylcholine acyltransferase 3, LPCAT3) fig 1k JE
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2PN BRAR ZE L 1 B 2R A T BT R R A R
4 (B—amyloid precursor protein, APP) FE AR f=A: 4 £ | [
410 34 T B AR AR, i HL TR I 2 A B R R A,
(), B A 2 2 Al I A AR U, R AR R
L3 IR P DTRR 1 2K 7T 1545 Tau 45 190 K 2B BERR 1L, 24 11 (2 1
NFT 7= A:R1 ) FE B Tau 8 175 00 2R 17 M AR A A
Y n] g 2 B A AR S AR R, A, A
S A Fenton SN 5| A S8 A6 NSO , W VR 240 MO 5 2
F A DNA (5 F R RE , S B & e R AR ERAE T . BRAE
poL i LS RE ) R B I ES U ERaR The SN Shi D WL &2 Y AL
L R S 2 I AR, — BRI L 2Rk
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N BB SR G R R AR i P i 1 J22 AR B b 28 T A R AE
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4 GSH#FEiH5 AD

YT GPX4 L B GSH FEFM R AE T~ )7 11 1Y S5 VE T, —
B X 28 R G5 GSH #8385k GPX4 B 30 il /mt B et , ¥4 45
RUFERAETS, FE B0 , 51 RN RERE AT 2B ik
PR, JuHOE AD R A 78 AD RS K e & B GSH
1 GPX4 & FEARD, BbAh, 78 30152 B A 405 3 (mild
cognitive impairment, MCI) Fl52 & AD £ & ) & i )2
&R GSH FEuE FIl GPX4 48 1k 47 5 Ak i 45 05 20> , i GSH
MIFER 25 T AD B0 L0, 75 AD BRI AR &3, R
R AD By IR R L R A AL I GPX4 K3k, 4k T
JE] AR URURI Tau 25 H i BEBERR L , 3 W2 & &0 &
R DB A TR AR, HABRFET AL, W QI Rl i
AL IR SN IR A A, 4 5 300 P K ROS AR BT
i GSH Fl GPX4 /K-, bk AD g 20, 53— 07 1, /5 A Bk oE
T4 50 16 & ¥ SRS16-86 Fll SRS11-92 Al 3 5f #4 5 GPX4
PR /D Bl 2 TTERIE T 1B AD Bl R 14 2 R A
PR, AR A T 42 5 GPX4 1 GSH Ay i,
] APP/PS1 % 3 DR /N Bl AD AR 2k 56 T 14 28 48 4 19 %
AP YRR L TR 20 1Y (tetrahydroxy stilbene glycoside,
TSG) il 1 3% GSH/GPX4 @R AL M R IE T, BB AD FIB4E
/N BB A 2 2T G0 A2 B0 A BR A PR B (ginkgolide
B,GB) ALt KA AR R ik L H GPX4 (35, il AD A
TR0 o ) S IO SRR 428 4% i - 4E 2% S22 9 Je I 4 R /N e S
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TR VAT SRR WA 0 A DL K BE PUFA THFE
e A 2 [ R RIRR 2 e, Ik AD HE R ik
Ah AE AD BRI 3 i Rk ) NADPH AL 4 (NADPH oxi-
dase 4, NOX4) 138 33 175 7 g 0 ik S A 0 58 ok AR AR 8,
ORI RANE L A PIET Iz, I B A Ry A
FRUFT A BN G2 A AD SRR . il n, g e A 41 ol
FI CMS121 5 48 A a3 PD 146176 Y57 38 32 410 1] B o
1t 45 Ak K2 PUDF A= 1S 5 2 AD A5 750 /1N LA DA 61 5 e+
HTIF TR, 259 Cu™ (ATSM) 1 LUAT R0 i J5A R 4k 220
F GG B A Bk AE T, it Ho 2B T MR AR
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