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Mechanism of breast cancer brain metastasis
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Abstract: Breast cancer is the leading cause of cancer-related death in women, and about 10% to 15% of
breast cancer patients will have brain metastasis. The 5-year survival rate of breast cancer patients with brain
metastasis will be significantly reduced. It is known that the brain metastasis steps of breast cancer include:
transformation of epithelial mesenchyme, infiltration, starting the niche of brain metastasis, breaking the
blood-brain barrier and colonizing in the brain to form a metastatic focus. This review takes the steps of brain
metastasis of breast cancer as the main line to clarify its mechanism research progress, in order to provide a
new perspective and strategy for the clinical diagnosis and treatment of brain metastasis of breast cancer.
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AU, HRFTER, 3R]k Xk &M (forkhead
box M1, FoxM1)nl LLifs S 7L M Je 40 B I EM Tk
2, (kAL IR 40 R R 1 . Mohammadi
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BR H JE 2 W2 (euchromatic histone lysine
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MRIE, Fm R R RIE, (REEMTR AP
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EN 1% 5% PR 9 1 B e B0E Wntil 2%, 3 1T B0E
EMT!®, Bui%EP3£ 89, Notch#UE (5 5 17 & %
TR BOREMTIS SR E#H R 2B IR . (H17
TR, V3 HoAhAH 5 PR 2 30k 52 A8 42 EMT
M BCBMA LR, Qi 5i 52 A ORSB21 7] LA
HAE 55 3 L 0% 85 H 3 (signal - transducer
and activator of transcription 3, STAT3)/#% X F--«xB
(nuclear factor kappa-B, NF-kB)/C/EBPf o145
£t FB(CCAAT/enhancer binding protein 3, C/EBPB)
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(RE R o R P A% O AR Y X5 5@ ik
VI B i 19 LB 3 8 (phosphatidylinositol 3-
kinase, PI3K)/EK [ B(protein kinase B, AKT)
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IR RIERRE . ERERERR, PBK/AKTES
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SCRIETEE 77, DA S A i A g . ik
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SEUTIRR o e A A e A PSR U ) A U A K
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3 PRI AAS 470 i 98 S S DO T R T2 30 20 Ul N
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