a5 ETERTIE FRIENME
ERRHRR

A FH G, KIEN
(P EPER2ERT B, LA 100053)

O SEVE T T (HIFS) 2 R T 40 i 10 = 58 % R B = 1 220 57 . 36 fR i
HIFs 0] A7 S o~ 40 0 0 2 4 S o ok 00 6 A 0, 0 i 8 1 200 B A 5 o i 1) A e
W2 o AT e onT B i AR B R R AR R RS BE D R T YRR BB EAE . A B
HIFs 5 8 40 M S5 S o At 6 A it 5C 28 i F4) 3 77 482 14 11 JE Bk

SRR < WO T AN 5 B T s SR T A

FESES RT3 XEWARIRG A XEHS:1004-0242(2017)12-0972-05
doi:10.11735/j.issn.1004-0242.2017.12.A009

Relationships of Hypoxia with Characteristic Maintenance,

Heterogeneity and Vasculogenesis of Cancer Stem Cell

GUO Xiu-wei,ZHANG Pei-tong
(Guang’anmen Hospital ,China Academy of Chinese Medical Science,Beijing 100053, China)

Abstract : Hypoxia-inducible factor-1 ( HIF-1) is a main regulatory factor for cancer stem cell to
adapt hypoxia and nutrient-deficiency environment. Activated HIFs can induce stem cell charac-

teristic maintenance , heterogeneity and vasculogenesis,which play an importance role in tumor
self-renewal , multi-differentiation potential , plasticity,invasion and metastasis capacity,and treat-
ment-resistance. The study on relationships of hypoxia with characteristic maintenance,heterogeneity
and vasculogenesis of cancer stem cell may provide a new insight for cancer treatment.
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