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[ Abstract] Acute kidney injury (AKI) is often associated with organ donation and renal transplantation,

which leads to an increase of fatality rate, hospitalization time and hospitalization costs. In recent years, studies have

shown that ferroptosis is closely related to AKI, but the exact molecular biological mechanism has not been clarified,

which need more research. In this article, the role of ferroptosis in AKI was reviewed from the aspects of ferroptosis

related biomarkers and biological reactions, in order to find a new possible direction for the prevention and treatment

of AKI.

[Key words] Ferroptosis; Acute kidney injury; Ischemia-reperfusion injury; Glutathione peroxidase 4; Reactive

oxygen species; Lipid peroxides; Necrotizing apoptosis; Autophagy; Inflammatory response

20154F 1 1 H, FREBEAL RIS 4% 548
BREHY, 2S5 (acute kidney injury, AKI) B
A B AR B RO RS Rz —, ShER
AL Bl - FRRE 5 (ischemia-reperfusion injury,
IRT) JREEAE |\ 2R 29 ) 5 e AKT &2 22 R 1
RE W AKT BB Hath A 4l H5H
FHOCHIREIRIERE | 5 B I BT AR 2 LA S Wk Jre i
P B A AT REE R AR 1 fik i )
IRT & 330 AKI 19 25 B, Sl i SO it
5 PR 75 0 BB IO 20 I I TR S [R  Ry ' 2 2R
B ™, T IRT AN AT kG A 7E 3 B FR ik 2
B AR, O S A B D RE RIS AR I Y O
SRR, HAMMRELZ AR % P,

2012 4, Dixon 45 ! 7£ 5 i it i e BRIE T 5
# (erastin Al RSL3 ) Ay B b &L 1T ERIET 31X —
MIAEAET A, FAET R —Fh AR E it 4. #tk

B ALY IR B0 F R A 4 sE T =, P
DA T MM . RFE A vg, RIS,
TCYL A TBER , SRR BN . RFR )N L 4
ANETH R 1 BR B BE TR 22 Al B R AT T
SO, ALEE A ARAT PR (ANma A AR . FTIR 2%
TEBRAESE ) o MR b IR P i A A
%, HWTOA 2SR T EIET 5 AKI A1
BX & . Linkermann %5 ' BIF5% & AR SN 40 5 10 5 /N
YT ERIE T AT S, R A IV SR T
K, BRIET A B A IR . Scindia
S WHFIE AR T AKT 5 EAR IS SC B . Tonnus 45 P
e, BIETI AT AR AP BRI O AL Y T ZEBK )
A

A SCERXTERBE T AE AKT H A FH Stk itk 47 i)
R, BMEIET R AR EEIAT, INRXT AKT AR,
FHERBC T AR O A TRHE I RIR Y74 R

I AKI

1.1 4

4 e H Ik it AL P Bl ( glutathione peroxidase,
GPX ) 4 SR ME— AT L o T AW T B Bk
SR TRy AR N S il U, R AR R RN
BHAMH R (glutathione, GSH) BT . Z%id
FEXTAERFHLAR TE 50 A Gl L BHL LR Z a5 A1 20
Fhl . Rk AN ) it B EEEA/ER . GSH
TERN FZ A EIR | AR . AR 2R - °F
Mo 2% 4%mE ( glutamate cysteine ligase, GCL ) FI%&
e H K& BB ( glutathione synthetase, GSS) LT
A 1. GPX4 5 GSH A B HOR: B AR H Mu bt Ak fig
FHEOS RGBS A R, K BRAET . Yang
2 W B 98 UE SCAR AU T %) RSL3 BV 3 o 400 i) 25
B GPX4, G Ve AR AR, R GPX4 A]
W52 30 41 i P9 g BT 1% 1 4 (reactive oxygen species,
ROS ) Bk /K F FiI5 L 84ET; Friedmann %5 '
15 GPX4 i bR i /I BB UL 3] 1 SR Y AKT B
Y] 5 9 SE %, Shimada 55 " & B, FINS6 1 4k
FETES N, 0l T GPX4 A FE ke BR
R R R B AT, RHFERIET.. TREZR (butyl
sulfoxnate, BSO) fF04 55 —MBIETAE S5, nlild
bl GCL W& 1, > GSH A iUl & 4 2 iE ", Hu
s SUREg i, 4kl & D 34K (vitamin D receptor,
VDR) Al VR T GPX4 BRsh 1, FiRHZRAM
TMRERIETS S 1) AKL, 55005 & ThRE.
1.2 system x,

system x, A& —FIAF7E T I B6E 1) 2 B R 106 ) e i
H 1, H SLCTA11 Fl SLC3A2 5% AR AL, w4k
1= 1 1Y LR 43 2 BR 7 1 1 240 L 1 [] s e 20 PR
EHE AP U, R AR M N EE A R R, Ik
i GSH W4 UK. GSH #F—4 5 GPX4 Phlr K ##
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PUAARRON, 4Er 40 i AR AL IR T . P system
X, FJRIE B3k 50 2 5 e 241 A Ab 3 ROS A g
AW R, PRIMEFRA A, 2 IR 2 R R S
i (UHEMER ) k=, SolEgmEthsstr:, &
AU S AR AN SET- 28 B IE Rt T M R R
FEUESE, system x,” KB AFTE T B /N 20 Rl bR 2% g
b (A2 1B IE R B T A SRR T B s 4 ) 1,
T system x,” B IR A 25 T B LR LN =
MN GSH /KPR, s me 4 M4t A sg s N TTizs &
BRAET, Sl /NER. erastin & —JSAEL R B
Tz EERFET 75 50, ot EAE ] system x,
KAEVEH; 1M B- $i 3k £ 5 ( B-mercaptoethanol, B-ME )
SRR RGN Y C2F ) bk 2R Y 2ok R T 4 R
erastin 5 AU ERIE T LA MIN A R ik BE( sulfasalazine,
SAS) . FhrARJe ik LA o AR R R AR R A
T2 U e/ INEUE R v /N pS3 REBR AR,
B A= RY/INEAH EE, p53 R Y /0 BRUORT St it 000 461 15
Y AKL A SR At 52 07, XA RESEIH R T p53 Xt
SLCTA11 JRe it fras " A/ T9E RNA (small
interfering RNA, siRNA) T4 p53 3Rk, [FIAEA]
PAWREE RN AKT ARk 27

1.3

AHRRGLS , HLAE I A TE T B 240
BB (ferriion, Fe' ) S5HAE A4 & L IFALE,
3 AT 4 RS 9 % 2k B 132 4R ( transferrin receptor,
TFR) 1 3 A4 -9 480 )5 R W42 25+ ( ferrous ion,
Fe’') o —#Bsr Fe'" dE Ak, 53— B o it A7 e 4k
NP, AN Fe® a2, Fe I aE it S5 i
77 A KA AT 5 g T R N i ROS, 535Ul i Ak )
HERR, WEARBRAE T, BRI S iR EE (ferritin light
chain, FTL) #I # %% ( ferritin heavy chain, FTH) 1
MR A A . RS ERAE TR A 40 B e ¢ 3]
T TFRI ik I MEEH (A4 FTHI M FTL) %
IR, X RIS PSR AR A B AT
WRERIET P,

B A, #Hid RNA T30 ( RNA interference,
RNAi ) # il 2k [ I JC 14 45 & 2 1 (iron response
element binding protein, IREB) 2 [k, W LLW &
BEAERICIHSEIE N (FTHL, FTL) 35, X erastin
VR IERAET A 0 RN s AR FTHL #9/)
FRUR LL S A 78 /0N BR R B0 0 45 T )™ i SO S A T
B BRES A [ R FEERE (desferrioxamine,

DFO) ] Mt 5 Fe® 454, BRIk ik il 2k
BET-. Cloonan %5 "V HF5¢ & ¥, DFO )N Al LA
B it/ IN BRI TRY, 177428 A o 288 0] 2 o sl JHF 45 7
BRSO e T BB R4 A WL 45 7 B LA
WA, Horf ) CIILLE A ) wladLat i ik
PEERUEABEE, Bl AR, G577 AEILLLEE Ak
DIEER 21 2B e, RS R A BIET:, Wl g
R /N A A T A E R R 2 — O

1.4

PR , g el i 2 R is A K a ROS,

ROS ] 5Z A FIENIIR ( polyunsaturated fatty acid,
PUFA ) RNIESFEMERR T &), i & gET: P,
erastin fE M ERFET15 0, 380 AT 38 o 1 H T 2k ik
ARG - B L AR M B 28 138 38 (voltage dependent
anion channel, VDAC ) 2 1 VDAC3, 5 i £k %7 {K
ik, 7oA K ROS™, g AL T i th PUFA
TE R i E AL R B R R BE T R R A P e
DUl 1 R H e O s T 5 A S DR IBE S 7 A 6 1l Tl

(long-chain acyl-CoA synthetase, ACSL) 4 I
W Il 5P #E I Bk 3L %% B2 Bl (lysophosphatidylcholine
acyltransferase, LPCAT ) 3 &5 FIE R EILIEY .
b 2 AWM. (1) BEREN, FEIRES
Jiff ( lipoxygenase, LOX ) B4 A ( cyclooxygenase,
COX) WML TIEMG; (2) BRI AEIEH, £%
ALK T Fe®" 192500 51w JE i B, Dixon % B A
SRR, XHHE B CHERE ACSL4 Fl (5% ) LPCAT3
B AT D BRI 057 1) AR B S| AR A, H R 4
MR ERIET (YRR s /BRI 4 ACSL4 A ik
JRAX erastin Fl RSL3 Yo ERIET AT (R4 T P2
TEF BAEAR S5 IRT Fr B0 B/ INE 07 1 BRAR A o
WL RN T ACSL4 FIAHgm o S b AL 7
1 liproxstain-1 ( Lip-1) B Uk S5 AT 406 2k 25— 4 iy
JE e A R R kAT B iR E 2T
A N LOX ¥ M 58 B H ST A AL D RE T Il i gk st T
4% B, ferrostatin-1 (Fer-1) fENERFET-MHIF,
FE/ANERUFFIE . BE. B O RIESE T AT
A S AR P E ], AL REIAR R Eh 45 2 3
) AKIP

2 AKI

2.1
IRBEE A T — Bl AR T 32 AR B AR 3
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¥ B (receptor interacting protein kinase, RIPK ) 3 %
1B G &5 8 G R 2549 5% (mixed lineage kinase
domain-like protein, MLKL ) >k = ZLRFAE (1) 34 15 14 41
HFET- 7, Miiller % Y B, % MLKL i /N i
HEATEE IRT SEEG A, HIRFEPE T T 5/ NEUA
BB ER, RN ACSL4 Fik Ay LI AZIET:
b s il FERBE TR, RIS 2] 15
/INE AT R FEPE R T A R U, X AT RER R IR AT
PR T SPYFCT AR By SR o IRIE
PR T304 55 necrostatin-1 ( Nec-1) 7E IRI A4 175
S AKT /)N BRASERY 0 B I A R A 2 38 A 1 o IR
FEME T RS T A X A A
2.2

W A 0T 1 B M BT 1 s A A 25 1 A
Wi /N, 5 R Rl 5 X B W A T R A Y A
o B, REMERU . SRR S AN A, A
WD g2 A5 2 IR 4 FET B, 7E erastin i1 RSL3
R ERIE TR R SRR T [ M R AR R BLR
K A WA G K (ATG3, ATGS, BECNI 45 ) 3%
ik, Hou % W IESL, [ W o T3 1 4% 7 RSl TG 2R
1 (nuclear receptor coactivator, NCOA ) 4. TFR1,
BREE 1 H W AE R R i BRI AR, AT ERBE T
BECNI1 1]l i 1 i, BECN1-SLCTA11 &4 &, Ml
system x, FIIfE, 7F erastin Al RSL3 [IVEH T i 54k
FET=
2.3

BRFET R Rl T MBS s . B, Rk
N 25 W0 A0 5 45495 HH O 4 T 5 5 ( damage associated
molecule pattern, DAMP ) M Ifij 5] i 4 GE & i, 3
TG R ey ok A%, AH BB B 5 A 58 4
fifi. Proneth 2 ) 5206 % B, 7F IR R 45 5 Al GPX4
BRI F /N B AKT B AL SIS B AE T 2H 21
FAEREERFEBL G2, BL4E — WM I (adenosine
triphosphate , ATP )55 DAMP B | F W20 (4 38075
AR A ¥4 4k 25 1 (monocyte chemotactic protein,
MCP ) -1 F11 i 984 3K 3E [A + ( tumor necrosis factor,
TNF) -o G RN FREEZE LR, RIS EA
{323 LOX FIRTHIIE R N A L5 ( prostaglandin
endoperoxide synthase, PTGS ) 2 %5 i§ B 1€ i AH 5 F
H IR, A2 A P B Bt AT A Fer-1 A 240410
il o Linkermann 4% PV BFFEIESE,  F I 400 A 45 R i
AfE 4 HF TNF- o, X GPX4 ke A A FIEE

Li 85 ™ 2 /NGRS Bk &5 4L (9O E IRT AL AL
WEL ] Fer-1 I 25 FEAIG 10 ILZH 21 rb M 40 i 7 1M 55
VA R 20 ML S SR, I o SR TR RR . IR SE
Fer-1 j&i@ 2L /D ERIE T4 il DAMP AU, M4
il TLR4/Trif/type 1 TFN i #0036, 23 N 2 4n i
FRIGAE S TR
2.4

1Z 85 H 1 (pannexin, Panx ) 1 J&— i if £
1, W] LARE B ATP 1 > DAMP i i MAPK/ERK i
FEA (E0) 897 NCOA4 /TR 1 A WA £ 3R
T4 ( heme oxgenase, HO ) -1 51E4RMZIET ™,
Panx 1 BYHPHISEEESE Panx 1 A RAVEER /N BB BIE IRT
EEUE/NE AR IET . HO-1 J&—Fh il LK 2k
LT3R B R JCRE P 0 AT P A AR g, It
B IRL A5 A 80y AKT SRRl HO-1 /E A {4
PR, AT AR S AR5 . SRAE RN S AR i 45 7

¥ I F B2 A 3¢ [H 7 (nuclear factor E2-related
factor, NRF ) 2 A 20 i N BA e a3l 9 B
BRI, i SRR 2R RS B R AR
JEPB A IR o X SR LRV 2 X BRE T A A
ROV EE P, B GPX4., systerm x,. FTL., FTHI,
HO-1. SLC40A1 % ", NRF2 3 2h ] i & b 5 £
('sulforaphane ) . & R —HIE ( dimethyl fumarate,
DMF ) SEXFERFET5 R A BRI PEAN 0 . iR AT
PR Y ER T

i b B R i AR 7 AR W B B Q (coenzyme
Q, CoQ) MNLE4HM NPT E ALY BT, L Z2ERIET:
0 A5 5 A 7). FINSG S 3t 37 5 A1 045 4 W0 1) 336
ey CoQ, FEBULIEIRIL AMYMRER, Bk
HRERAE T, T 2825 Wt W] 3 sk 0 ] R G R i
TR 3- F2 3 -3 F 3L, — R A MRS S A (3-hydroxy-
3methylglutaryl coenzyme A reductase, HMG CoA ) it
JEUE, FEW CoQ, HumANAXTERIET By MuEd: B

3

AKI — BRI R TP A2 2000 m) 8, {HH R
B A AT B Z A R R I . TR AKT R 2R S R BEATR
AR HSCRAN AL, NI, TR RERY & T kAT
T Bk AKT B R AE R R I D RE S A e i1 A
HEEE X, i BEE AKT S5EFET A 4 5 & B,
SR PR PRAE TR AKT B B ECRAP YRR
(EATIFFAE —LEmR ALY IR . Fe™™ FIIR BT L)
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SR A A ACT LRI AR I £E AKT A,

ZRPAEAE T A RS O T SRS T AR S S RO
JE, LABANR R Z SO IR A R A o k4 R R
TIATEHE—LHITIE, N AKL KAH I B 217
AT IR
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