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Research progress of ferroptosis in the treatment of leukemia
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Abstract: Ferroptosis is a novel cell death mode involving in specific lipid peroxidation and pathways
mediated by iron ions. The dysregulation of iron homeostasis, imbalance of lipid metabolism and accumulation
of reactive oxygen species in leukemia cells are consistent with the basic mechanism of ferroptosis and provide
a theoretical rationale for the induction of ferroptosis in leukemia. This review summarized the progress of

research on ferroptosis in the treatment of different types of leukemia and discussed the mechanisms of action
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of the relevant drugs, which may provide novel therapeutic targets for leukemia.
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il A ROS A il & B AE T 1 e, 2 K Aff
Fo I LIRS T R R . GPXAXT T fig ik
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N RE 2R . GSHAEH N 2 T FGPX4k0, iR
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CDO1MIGCLCE 3y ny Ji i 1 4% i 3 L S 1L 77 GSH
G, HMmREEYIETC, WL EIETE S5
WerastinFIRSL3 5545 & [A] 42 B H 47200 | GPX4H)
TEPEAURE TS S AR 2R, TS R A BT
System Xc HI ¥ 5t 24K 53 /% 71 2(solute  carrier
family 3 member 2, SLC3A2)FISLCTA11 5k
i, SLCTAIUERIEDIRER) F B, nlk iR
iz N, ATEMGSH; ik, #HISLC74113R1E
ISP TRAE . AENRIET LR E T
GPX4, Ayl LA Ay ) Wr 48 B 2% 28 T 1 48 b
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M, ZEhiAEJe Xt FLT3-ITD(FMS-like tyrosine kinase
3-internal tandem duplication) 78 [FJAML E & th A
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B S AN B RLE] . DHARE IE B B A 01 e
ARKIER, IEFRA%E KN, DHAZEAHG,/
G #5820 1 AML4H M 2 14355 77 9 BH ¥ 20 A &
W, Rt BRI, DHAE B R 1 B0
AMPKH IR E BRI . (R FROSAR &, A5 K&
@i%i[m]o

APR-246(PRIMA-1 MET, X #eprenetapopt)
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BRAET- I R AP, 454 APR-246 M p53 AT 5t ok
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40l ANADPHAIGSHII /K-, #58%erastinfIRSL3
FSMSIETP X — A EON IE [ R B AL
#l. ZEAMLYHJEH, NEATIR TS5 T erastinfll



w3, A BRSETORL A T E U IR YT BRI - 745 -

RSL3FEFHIBILT, ML IEHAMEH AMLANN, ]
it Lk — B IR AT .

T B (Typhaneoside, TYP)&id 8 fLHr $2
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=5 SHH] & A 1(suppressor of cytokine
signalingl, SOCS1)PY. Bk kg4 (dipetidyl
peptidase-4, DPP4)F1% 4k & H 5 /& (transferrin
receptor, TFRC)"’'LL X HIVEP3(human
immunodeficiency virus type I enhancer-binding
protein zinc finger 3)°%E [ {E KA PIbR LT T
Mo BRFETAH K Inc RN A 47 1IF BH AT LA AE A 7000
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22 R BMEA MRS KT

SUMEIR B 41 B L% (acute  lymphoblastic
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T F 155 fer-1(ferrostain-1) B LOX A 11 il 1 F 41 g
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[A ¥ 52 4K4(C-X-C motif chemokine receptor 4,
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A, RZEEMETHRE G A % (T-cell acute
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SN G RERE, MBS
CXCRAHIME 51 S M System Xc (TG ERS, BEIK T
GSH/AKFIHFES T, BAAET-ALLANM K
A CHAREsET M,

MARZES Jz $2 B 2 LB 7 PAA(poricoic acid A)
DA Je I 4 g T 42 B v 4 25 11 3 R A i 2 HD
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W, EATSIT-ALLA i R e A, IF H il
Hig TR ROS IR 2 UL K GSHAIGPX 4[] ok > iF B H A2
TSR R A,

VER—Fhr R e B st o X, BRAE TS
T MBS 58 25y THLRIERANE] T B T
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AR IO BUBORERIE TN, BT =& — P8
I ZGTT R AETR ¥R T L%
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(ERER NS N IR i R A NS
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FERITIE S TKIZ &, 1T RES %A CML R 14 B IR
FE 03 22 SR f i) []

—ZE TKIFF R P 5 % JE (imatinib mesylate,
IM) F 200 1 4E 4 H BUR 203 1 1R 2 CMLE# 1 7l
Jao ST, IMAHSCHI ORI B R HE LR U . A
HRERIWTERILT R SIMIE SO ER K,
GER IR, MBI T H9c2/0 WL4H il P ROSFAEK 1)
K, FRTNREIRIE, LT pS3MTFRCIER
IEC XKAF ST S S T IME T RO AR R,
PRZE 5TIMAH ¢ BBk FE T2 40 1) B2 £ 0] B A2 TB IM BT
gl B EAR AL R T IR . e A, A
fifi(arsenic trioxide, ATO)W 54/ X4k HIEREX A 1G
J7 SR AR GE B s, 7 [RRE LAHO 2.0 LA
AR R B S5 HUE S T R AR T4 fer-1 1] DA
il =AM S SO N4 MAE T, $RIRATO T e
YA TE SO RIS T AT RS
TEITROCR Tk B0 T U RE A 9/ O I 7 18 S AN
RN, W] ik £ 4 Re g B i ok fe KW as,
e YHE A B [ oo UL 4 AT ) 2% A0 T A R 10 LB
P, RO 5 22 A ORI 7T 0 LA B
24 EMREMHER MRS KR T

2 P 9Bk 2 41 Bl (A IfL 9% (chronic  lymphocytic
leukemia, CLL)JE P77 B 5 & WL L, fis
RAETZFEN, IHEAEEAZRIGRTRE.
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