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Effect of FOXO3a on angiogenesis in breast invasive ductal
carcinoma

Yan-hua Chang, Jia-bei Liang, Zhi-yi Zhou, Ying Cai
(Department of Pathology, Wuxi People’s Hospital affiliated to Nanjing Medical University,
Wu xi, Jiangsu 214023, China)

Abstract: Objectives To investigate the correlation between expression of FOXO3a and angiogenesis in breast
invasive ductal carcinoma. Methods A total of 102 cases of breast invasive ductal carcinoma tissue (cancer group)
and nearby normal tissue group (peri-carcinoma group) were involved in this study. Expression of FOXO3a was
detected by immunohistochemistry. CD34 was stained as a marker of microvascular endothelial cells. Microvessel
density (MVD) was evaluated and correlation between MVD and FOXO3a was analyzed. Results Expression
of FOXO3a in breast cancer cells was significantly lower than that of peri-carcinoma group (70.59% vs 84.31%,
P <0.05). The positive rate of FOXO3a in nucleus of breast cancercells was decreased (15.69% vs 81.37%, P < 0.05)
while that in cytoplasm increased dramatically (63.73% vs 14.71%, P < 0.05) compared with peri-carcinoma group.
MVD in breast cancer tissues and cancer tissues with expression of FOXO3a in nucleus was upregulated obviously
when compared with peri-carcinoma group and cancer tissues without expression of FOXO3a in nucleus, respectively
[(27.46 + 5.87 vs 17.25 £ 3.61, P < 0.05), (23.19 £ 4.00 vs 28.24 + 5.84, P < 0.05), respectively]. MVD in cancer
tissues with expression of FOXO3a in cytoplasm was not significantly different compared with that in cancer tissue
cells without expression of FOXO3a in cytoplasm (26.39 + 3.12 vs 27.90 + 4.37, P > 0.05). Conclusion Expression

of FOXO3a in nucleus of cancer tissue cells plays an important role in angiogenesis inhibition in breast invasive
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ductal carcinoma.
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