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ment of PG-BE1 Tumor Stem-like Cells
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Abstract: [ Purpose | To observe the effect of different doses of Rhizoma Chuanxiong on the hy-
poxia microenvironment of cancer stem-like cells. [ Methods] Sphere PG-BE1 tumor stem-like cells
were inoculated in nude mouse and the animals were randomly divided into 3 groups:control
group, high-dose Rhizoma Chuanxiong group and low dose of Rhizoma Chuanxiong group. The tu-
mor inhibition rate was detected after 21 days. Expression of ABCG2 and HIF-1 protein was de-
tected by Western blot,and HIF mRNA was tested by RT-PCR. [Results] Low dose of Rhizoma
Chuanxiong had a killing effect on PG-BE1 stem-like cells,and inhibited the expression of ABCG2
protein (P<0.05). In addition,low dose Rhizoma Chuanxiong also inhibited the expression of both
HIF-1ae mRNA and protein. [ Conclusion ] Low dose Rhizoma Chuanxiong can inhibit cancer stem
cells,which is associated with down-regulation of HIF-la expression and improvement of tumor
hypoxic microenvironment.
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d:The third PG-BE1 sphere cells)

(a:PG-BE1 cells;b:The first PG-BE1 sphere cells;c:The second PG-BE1 sphere cells;

Figure 1 The formation of PG-BE1 sphere cells
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Figure 2 PG-BE1 sphere cells relevant OD value
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Figure 3 The apoptosis rate of PG-BE1 cells and PG-BE1 cells
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Figure 4 The expression of ABCG2 protein
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Figure 5 The expression of ABCG2 protein in
PG-BE1 sphere cells and PG-BE1 cells
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Figure 6 The tumor inhibition rate of Chuanxiong in vivo
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Figure 7 The expression of ABCG2 protein in vivo
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Figure 8 The expression of HIF-1a protein in vivo
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Figure 9 The expression of HIF-1ao mRNA in vivo
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