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Abstract: [Purpose | To investigate the expressions of SIAH2 and HIF-la in breast invasive ductal
carcinoma and their relationship with the clinicopathological factors. [Methods] The expressions of
SIAH2 and HIF-1a were determined by immunohistochemical staining in 80 cases with breast inva-
sive ductal carcinoma and 10 cases with cancer adjacent tissues. The expressions of SIAH2 and HIF-
la were also detected by Western Blot in 25 cases with breast invasive ductal carcinoma and 20 cases
with breast fibroademona. [Results ] The positive expression rates of SIAH2 and HIF-la in breast in-
vasive ductal carcinoma were 60% and 65% ,respectively. No expression was found in cancer adjacent
tissues. Positive relationship was found between SIAH2 and HIF-1a expressions(1=0.310, P<0.05). The
expressions of SIAH2 and HIF-la correlated with histological grade, TNM stage and lymph node
metastasis, but no relationship was found between their expressions and patients’ age or tumor size.
Western Blot analysis results showed expression of SIAH2 and HIF-la protein was higher in breast
cancer tissues than those in breast fibroadenoma tissues(P=0.00).[ Conclusion ] The over expressions of
SIAH2 and HIF-1a might play an important role in progression,invasion and metastasis of breast cancer.
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