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Expression and Clinical Significance of CHK2 and pCHK2 in Patients of Breast Cancer. Jia Zhaoyang, Feng Dan, Wang Yajie. Depart-
ment of Oncology Changhat Hospital Affiliated to the Second Military Mediical University, Shanghai 200433 ,China

Abstract Objective To investigate the expression of CHK2 and pCHK2 in breast cancer and corresponding adjacent noncancerous
tissue,,and analyze the correlations between protein expression and its clinical significance. Methods Breast cancer tissue were collected
to make tissue microarray. Immunohistochemical technique was used to test CHK2 and pCHK2 expression in 261 patients breast cancer and
36 corresponding adjacent noncancerous tissue. The relationship between clinical characteristic and CHK2/pCHK2 expression was also
studied. Results CHK2 and pCHK2 protein expression in cancer tissues were 86.2% and 24. 1% ,which was significantly higher than
that in the adjacent tissues(5.6% and 0). Their expression in cancer tissues were positively correlated (r =0.226,P =0.023). There
was no correlation between CHK2 , pCHK?2 distribution and clinicopathological parameters, such as TNM,ER,PR,Her -2 (P >0.05).

Conclusion CHK2 and pCHK2 may play an important role in the development of breast cancer,and it may be considered as a valuable

marker for the gene research and therapy of breast cancer.
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