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Effects of baicalin on proliferation of hypoxic triple-negative breast cancer stem

cells and on HIF-1a, IGF-1I, and L-selectin
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(Abstract) Objective To study the effects of baicalin on proliferation of hypoxic breast cancer cells MDA-MB-231, and
on hypoxia-inducible factor-la (HIF-1a), insulin-like growth factor—II (IGF-1II) and L-selectin expression. Methods MTT assay

was employed to detect inhibiting effect of different concentrations of baicalin (12.5, 25.0, 50.0, 100.0, 200.0 mg/L) on growth
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of hypoxic breast cancer stem cells MDA-MB-231, therefore identifying the appropriate baicalin concentration. The hypoxic
breast cancer stem cells MDA-MB-231 were randomly divided into 10 groups: control group, BL group (baicalin low concentration
500 mg/l), BM group (baicalin medium concentration 100.0 mg/L), BH group (baicalin high concentration 200.0 mg/L), DDP group
(cisplatin), M group (2-methoxyestradiol), BL+M group, BM+M group, BH+M group and DDP+M group. RT-PCR was employed
to detect the expression of mRNA in HIF-la, IGF— I and L-selectin. Western blot was applied to detect the protein
expression of HIF-la, IGF- 1l and L-selectin. Results Compared with the control group, the cell growth inhibition rate of
DDP group and the cell growth inhibition rates at different concentrations of baicalin significantly increased (P<0.05). Compared
with 200.0 mg/L baicalin, the cell growth inhibition rates of other concentrations of baicalin significantly decreased (P<0.05),
while the cell growth inhibition rate of DDP group significantly increased (P<0.05). Compared with the control group, the
protein and mRNA expression of HIF-la, IGF- Il and L-selectin in the other 9 groups significantly decreased (P<0.05).
Compared with the BL group, the protein and mRNA expression levels of HIF-la, IGF-II and L-selectin in the BM, BH
and BL+M groups significantly decreased (P<0.05). Compared with the BM group, the protein and mRNA expression levels of
HIF-1a, IGF-1 and L-selectin in the BM+M groups significantly decreased (P<0.05). Compared with the BH group, the protein
and mRNA expression levels of HIF-1a, IGF-1I and L-selectin in the BH+M group significantly decreased (P<0.05). Conclusion
Baicalin can inhibit the proliferation of hypoxic breast cancer stem cells. It may inhibit proliferation of breast cancer stem
cells by regulating HIF-1a/IGF-1I signaling and L-selectin expression.

(Keywords] baicalin; hypoxia; breast cancer stem cells; hypoxia—inducible factor-le; insulin-like growth factor-II; L-selectin
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HIF-1a TTCCCGACTAGGCCCATTC CAGGTATTCAAGGTCCCATTTCA 135
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