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Abstract Objective To investigate the relationship with the expression of EGFR and clinicopathological in triple negative breast
cancer and to study the effects of X — rays radiation on the expression of EGFR gene in human triple negative breast cancer cells. Methods
The expression of EGFR in 88 cases of triple negative breast cancer was summarized and the relationship with clinicopathological was
studied. MDA — MB -231cells and HCC1937 cells were exposed to different doses of X —rays (2.5,5and 10 Gy) and the relative level of
EGFR mRNA in the cells was detected by using real time — PCR at 6, 12, 24 and 48h after irradiation. The untreated MDA - MB -231
cells and HCC1937 cells were used as the control. Results (DThe expression of EGFR in triple negative breast cancer was 67.0% (59/
88) and had no correlation with age,tumorsize, vascular invasion, histological grade, expression of Ki —67 (P >0.05) ,but it was much
higher in lymph node metastasis group and clinical stage Il group,and the difference was statistically significant( P <0.05). @ The ex-
pression of EGFR mRNA trended to decrease after irradiated with 2.5 ,5and 10Gy in the earlier period and increased on the advanced stage
with the statistical difference at the most time points( P <0.05). Conclusion The expression of EGFR in triple negative breast cancer
was higher and significantly related with lymphnone metastasis and clinical stages,which indicates that it may be related to poor prognosis
of triple negative breast cancer. Higher doses of X — rays may degrade the expression of EGFR mRNA in human MDA — MB - 231 cells and
HCC1937 cells in the earlier period, then may control the proliferation and distant metastasis, which indicates that radiotheraphy may play
an important role in triple negative breast cancer. But X - rays also may upgrade the expression of EGFR mRNA on the advanced stage,
which might be correlated with the radiation resistance of the triple negative breast cancer cells.
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