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Abstract

Objective To investigate the expression of ATM and pCHK2 in breast cancer,and analyze the correlation between pro-

tein expression and its clinical significance. Methods Tissue microarrays of 292 breast cancer and 49 corresponding adjacent noncancer-
ous tissues were used to test ATM and pCHK2 expression by immunohistochemical technique. The correlation between protein expressions
and clinicopathological parameters was explored. Results There was no significant difference between cancer and adjacent noncancerous
tissues in the expression of ATM protein(74.62% vs 59.88% ,P =0.526). ATM expression was positively correlated with ER and PR
expression( ER: r=0.194 P =0.002;PR; r=0.149,P =0.002). pCHK2 protein expression in cancer tissues was significantly higher
than that in the adjacent tissues(20.06% vs 0,P =0.005). There was no correlation between pCHK2 distribution and clinicopathological

parameters. ATM and pCHK2 protein expression was positive linear correlation(r =0.130,P =0.049). The survival rate of the patients
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with pCHK2 - positive expression was lower than negative ones. Conclusion ATM and pCHK2,two important proteins of DNA damage

repair pathway, may play an important role in the development of breast cancer,and may be considered as valuable targets for the therapy

of breast cancer.
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