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Effect of Polyphylin I on proliferation and expressions of HIFd «

VEGTF in laryngeal carcinoma cell line Hep—=2 under hypoxia
Deng Bifan Liao Min Qiu Rongmin et al
( Dept of Otolaryngology Head and Neck Surgery Hezhou People’s Hospital Hezhou 542899)

Abstract Objective
in laryngeal carcinoma cell line Hep2 under hypoxia. Methods

To investigate the effects of Polyphyllin I on proliferation and expressions of HIF4a VEGF
MTT assay was performed to investigate the effect
of Polyphyllin I on the proliferation of Hep2 cells under hypoxic conditions. Real-time quantitative reverse tran—
scriptase polymerase chain reaction was used to detect the effect of Polyphyllin I on the expressions of HIF4 o mR—
NA and VEGF mRNA. Western blot was used to detect the effect of Polyphyllin I on the expressions of VEGF

HIFdoa STAT-3 and p-STAT-3. Results Polyphyllin I inhibited Hep-2 cells proliferation under hypoxia condi-
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tion. Polyphyllin I treatment( 1.5 3 6 pg/ml) down-regulated the mRNA and protein expressions of HIFda

VEGF in Hep2 cells under hypoxia. Meanwhile Polyphyllin I treatment inhibited the protein expressions of STAT-

3 and p-STAT3 in Hep-2 cells under hypoxia. Conclusion

Polyphyllin I inhibits Hep2 cells proliferation and

down-regulates the expressions of HIF4a and VEGF in Hep2 cells under hypoxia. It may be related to reduced

STAT-3 expression and inhibition of the phosphorylation of STAT3 in Hep2 cells under hypoxia.
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