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Clinical significance of p-Akt in predicting metastasis
of breast cancer after surgery

Dong-liang Liu, Zhen-ning Hang, Ru-jun Gu
(Department of General Surgery, 149 Clinical Department, the 82nd Hospital of People's
Liberation Army, Lianyungang, Jiangsu 222042, China)

Abstract: Objective To study the clinical significance of p-Akt in predicting the metastasis of breast
cancer after surgery. Methods A total of 261 patients who were admitted into our hospital after breast cancer
surgery from January 2001 to March 2010 were studied. There were 114 patients in metastasis group and 147
patients in non-metastasis group. The expression of p-Akt in the breast cancer patients with or without
metastasis after surgery was detected by immunohistochemistry and the correlation between the expression of
p -Akt and breast cancer metastasis was analyzed. Results There was significant difference in p -Akt
expression between normal breast tissue and breast cancer tissues (P<0.05). The p-Akt expression of breast
cancer tissues also had significant difference between the metastasis group and non-metastasis group (P < 0.05).
The abnormal p -Akt expression was significantly associated with the tumor size, regional lymph node
metastasis and TNM staging of the patients with breast cancer (P< 0.05). Univariate logistic regression analysis
showed that abnormal expression of p-Akt was correlated with the metastasis of breast cancer after surgery (P=
0.043, RR =1.638, 95%Cl: 1.337-1.955). Conclusions The abnormal expression of p-Akt may be associated
with the metastasis of breast cancer after surgery.

Keywords: p-Akt; breast cancer; metastasis; prognosis
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