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WE MR EAEA PG KRS, L8697 2 R & 295 (acute myeloid leukemia, AML) P & Lk 2 F % 1 , MK
FaB A AE n e B B B & A k) AML 4w R 3 78, 5 9] 438 1d 24Kk 5% & (heat shock protein, HSP) 43 45 2m it J& 27, R
FiFF AML e B e Auh) 34, A A & G AA  F e KA R 6 9 ) B S BLILES 3 %8 ( phosphatidylin — osi-
tol -3 — kinase, PI3K) /& & %55 B( protein kinase B, AKT) i % , & i % 28 fL 915 5 A ¥ 1% %% ( extracellular signal — regula-
ted kinase, ERK) #= i 37 B2 75 10 % & 8 85 ( AMP — activated protein kinase, AMPK) 1% 5 i@ % , # & £ T L @3 BB 0 E A
B A& KB F (vascular endothelial growth factor , VEGF) &£ %% AML, f£ AML @a e Mtk 242t g%, % e A &
ReE sk & A& PBK #: &35 F B -F - la(hypoxia inducible factor — 1o, HIF — 1o) .73 $L3h 4 5 4 % & ¥2. % & (mammalian tar-
get of rapamycin, mTOR) %15 5@ % {2/ MV4 —11 2RI L EPER, MEZTHETRATHEAT NF-E2 2R F
(nuclear factor erythroid 2 - related factor 2,Nrf2) \#L4% ¥ 4% B F kB (nuclear factor kB, NF - kB) & PI3K/AKT i# %%, £ 4%
RANHFGAER , 3 oh AML 69 FAC RSB, HeIP W F 8 LA R A R4 A, 3835 5 B A HE 4082 (deoxyribonucleic
acid, DNA) & W A4 3 20 7% & & LB Es (histone deacetylase, HDAC ) /&1 {R #t207% & H3 = H4 T BLAL , M fn 47 2H)
AML. 53 Mk 43058 5 AU AF AML & 4835 77 467 , 0 o [ 25 45 AML 355 SLARAE T 9500 Sodb Ao 0.
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Abstract ; Quercetin, as an active ingredient in traditional Chinese medicine, shows remarkable potential in the treatment of
acute myeloid leukemia( AML). Quercetin inhibits AML cell proliferation by regulating cell cycle proteins and indirectly regu-
lates the cell cycle through heat shock proteins( HSP) and others. Quercetin induces apoptosis in AML cells by various mecha-
nisms , such as regulating apoptotic protein expression, affecting mitochondrial function , inhibiting the phosphatidylin — ositol -3 —
kinase ( PI3K) /protein kinase B( AKT) pathway and modulating the ERK and AMPK signaling pathways. Quercetin can affect
AML through vascular endothelial growth factor( VEGF) expression. in AML cells, quercetin promotes cellular autophagy and af-

fects autophagy key junctions and signaling pathways such as PI3K , hypoxia inducible factor — la( HIF — 1a) and mammalian tar-
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get of rapamycin( mTOR) ,but exhibits a protective effect in MV4 —11. Quercetin exerts antioxidant damage and affects oxidative

stress in AML by regulating nuclear factor erythroid 2 — related factor 2 ( Nrf2) , nuclear factor kappa — B(NF — kB) and PI3K/

AKT pathways. In addition, quercetin has epigenetic regulatory effects, inducing DNA demethylation, inhibiting HDAC activity

and promoting histone H3 and H4 acetylation, thus inhibiting AML. This paper reviewed the therapeutic effects of quercetin on

AML through multiple mechanisms, providing new strategies and directions for traditional Chinese medicine in the field of AML

treatment.
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60 ZH I, A A ROS 25tk BRAIR, (H AT X 45 e H K ( glutathi-
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