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Abstract: Objective In order to research the effect of tyrosine kinase inhibitor in combination with radiotherapy on the inhibi-
tion of breast cancer cells and breast cancer bearing nude mice. Methods Methyl thiazolyl tetrazolium (MTT) assay was used to e-
valuate the inhibition of different concentrations of TKI on breast cancer cells,the breast cancer cells was divided into three groups:
the TKI treatment group,the cells in the control group (no the TKI processing) and the control group (non-TKI and X-ray irradia-
tion group). The sensitivity of the cells in each group to X-ray was compared by colony formation assay. MCF7 cells were xenograf-
ted in athymic nude mice to establish the animal model, which was used to evaluate the effect of anti-cancer. Results Colony form-
ing test showed that the separated use of any concentrations of the TKI inhibitor could inhibit the breast cells,and the cell viability
was significantly reduced; TKI combined with X-ray irradiation could significantly increase the sensitivity of breast cancer cells to
radiation,and the difference was statistically significant(P<C0. 05). Compared to TKI inhibitor or X-ray irradiation alone, the combi-
nation of TKI inhibitor with X-ray irradiation could inhibit the growth of tumor effectively. Conclusion The TKI inhibitor in com-
bination with radiotherapy can effectively inhibit the growth of breast cancer cells, which provides a new theoretical basis for the im-
plementation of the clinical breast cancer radio sensitization.
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