2025 44 H [ P B 2 2 April, 2025
¥35% H4a4W CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 35 No. 4

AR, X, BUAE . BRIE T 2V A U LRI B SE e R [J]. P FEER R 2220, 2025, 35(4) ; 150-158.

Zhu DC, Liu Y, Wei JX. Research progress on the mechanism of acute leukemia mediated by ferroptosis [ J]. Chin J Comp
Med, 2025, 35(4) . 150-158.

doi: 10.3969/].issn.1671-7856. 2025. 04. 015

BRAE T 201 I A AL A 5 it R

KORUR T, N e, FEA
(VEVOHRERZRA: B8 330004)

(WZE]  BIET F2 GEACH N BTG A Z BE m AC 5F = KRR 2 DI AR O, X SE R 12 Bl TG M4
B A ARG, SO ANAE T STk BB T A I ke R i R g O R — i S B AR ML, 7E
SRR TP BABIIL  IZEERLE A T & B2l R e T = KA A AR 1Y S R (1 sk T TR
U AR B 7= A SR I B AU A A R AR T R BE T AR Sk A IR I AR IR R R B L 8 T H R
WFFEAELE A JE LR T A 5 i U 58 07 [, A SR XoF 11 1995 114 3 7 B AL 1) S

[ KgERE]  BRAET; Ak Ao ; 16 P4 IRt ik

[hE5FES] R-33 [ xiktRiIRFE] A [XEHS] 1671-7856 (2025) 04-0150-09

Research progress on the mechanism of acute leukemia mediated by ferroptosis

ZHU Dacheng* , LIU Yan, WEI Jiaxu
(Jiangxi University of Chinese Medicine, Nanchang 330004, China)

[ Abstract]  Ferroptosis is closely related to iron metabolism, lipid metabolism, and amino acid metabolism,
which contribute to the production of reactive oxygen species, mitochondrial damage, and cell death. Ferroptosis has
recently been recognized as a key regulatory mechanism during tumor development, including in acute leukemia. This
review considers the inhibitory effects of drugs on the occurrence and development of acute leukemia, by regulating
key proteins or factors involved in the above three metabolic pathways of ferroptosis and by interfering with the
production of lipid peroxides. We also point out the deficiencies in current research and describe the role of ferroptosis
in acute leukemia. The application of these findings in clinical trials will provide new ideas for future research and the
treatment of leukemia.
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Figure 1 Schematic diagram of the mechanism of ferroptosis
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K Fe JFe B 1 ( ferroportin 1,
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