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Study of the impacts and mechanism of hypoxia on tumorigenicity

of human breast cancer cells mammospheres”
XIE Jialiang'sFAN Yuanming'® sWU Lan®,HOU Jing®,XU Hongyu',LUO Xiaohong®
(1. The Second Department of General Surgery ;2. Department of Oncology ;3. Department of Pathology ,
People’s Hospital of Changshou District ,Chongqing 401220 ,China)
[ Abstract] Objective

mammospheres (MSs) ,and to further explore the possible mechanism of this effect. Methods

To study the effect of hypoxia on the tumorigenesis of human breast cancer
Under hypoxia
and normoxia status,chemotherapy human breast cancer tissue cells were cultured in suspension in a serum-
free medium,and the obtained microspheres-derived cells (MSDCs) were injected into both sides of the back
of mice to observe their tumor formation. The expression levels of HIF-2a, ABCG2,EGF, VEGF in the trans-
planted tumors were tested by Western blot and RT-PCR. Results The tumorigenicity of MSDCs in the hy-
poxia group was stronger than those in the normoxia group. The protein and mRNA expression levels of HIF-
2a,ABCG2,EGF, VEGF in the normoxia group were higher than that of the hypoxia group normoxia (P <C
0. 05). Conclusion Hypoxia is likely to enhance the tumorigenicity of MSDCs by affecting the expression of
HIF-2«,ABCG2,EGF, VEGF.

[Key words] breast tumor; neoplastic stem cells; hypoxia; hypoxia inducible factor-2a; ABCG2; epider-
mal growth factor;vascular endothelial growth eactor A
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Jem AGGTTCTTCATCCGTTTCCAC

ABCG2 1EmM  AGAGTGGCTTTCTACCTTGTCG 124
2 AATAACGAAGATTTGCCTCCAC
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