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Abstract Objective: To investigate the influence of signal transducer and activator of transcription 3(Stat3)
and hypoxia-inducible factor-1a (HIF-1a) on the resistance effect of laryngeal squamous cell carcinoma to radiation
therapy and chemotherapy under the hypoxia circumstances. Method: Western blot was used to test the expression
of p-Stat3 and HIF-1« in the Hep-2 cells under the hypoxia conditions. MTT assay was used to test the prolifera-
tion of Hep-2 cells after radiation therapy and chemotherapy; the Hep-2 cells were suppressed expression of Stat3
and/or HIF-1a. Result: D AG490 induced significant proliferation inhibition on Hep-2 cells and Hep-2"""'<"/" cells
in vitro underthe hypoxia environments(P<C0. 05); @ Suppressing expression of Stat3 reduced the expression of
HIF-1a protein(P<C0. 05) ; @®Combined inhibition of Stat3 and HIF-1genhanced radio-and chemo-sensitivity in la-
ryngeal squamous carcinoma cells under hypoxia. Conclusion: Combined inhibition of Stat3 and HIF-1a can further
enhance radio-and chemo-sensitivity in laryngeal squamous carcinoma cells under hypixia compare than inhibiting
Stat3 or HIF-1q alone. Effectively blocking of HIF-1a pathway and suppressing the expression of Stat3, would be
an effective method to enhance radio-and chemo-sensitivity in laryngeal squamous carcinoma cells, which provides
a new thought to reduce the resistance to treatment.
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