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Abstract Objective To discuss the expression and clinical significance of pAKT and HER -2 protein in early — onset breast canc-
er patients. Methods Immunohistochemical Envision assay was used to detected the expression of pAKT and HER -2 protein in 66 early
— onset breast cancer patients with complete pathological datas, and the correlation with tumor size,lymph node metastasis and ER, PR,
etc were analyzed. Results The expression rate of pAKT was 46.97% (31/66) and HER -2 was 31.82% (21/66). The expression of
pAKT was associated with ER positive( P =0. 030 ) status and HER -2 was with lymph node metastasis( P =0.012). Besides that, pAKT
was positive correlated with HER -2 expression(r =0.270,P =0.029). Conclusion In the early — onset breast cancers,overexpression

of HER -2 and activated AKT signal pathway palys an important role in development of breast cancer. Combining aromatase inhibitors and

inhibitors of AKT signaling pathway might be a better choice in early — onset breast cancers.
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Abstract Objective To evaluate the expression and clinical significance of H2A in breast cancer. Methods

H2A in the breast cancer tissues of 97 patients was detected by immuneohistochemical method. Results

The expression of

The positive expression rate of

H2A increased in breast carcinoma,which was higher than that of those paracancerous( P =0.000). The expression of H2A were positively

correlated with the TNM staging( P =0.026).

No relationship was found to be with the age,the tumor size,the histological grade and the

lymph node metastasis. Conclusion The overexpressions of H2A was closely correlated with the tumor carcinogenesis.

Key words Breast cancer; H2A ; Immunohistochemistry
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