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Fig. 1 Relationship between redox state and tumor development
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Fig. 2 Mechanism of interaction between oxidative stress and epigenetic modification in breast cancer
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Epigenetic Modification of Redox Regulation in Breast Cancer”
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Abstract Breast cancer is one of the most important malignant tumors affecting women’s health. Epigenetic
modification and oxidative stress caused by excessive accumulation of reactive oxygen species (ROS) play a key
role in the occurrence and development of breast cancer. In addition, epigenetic modification and the production
and clearance of ROS interact with each other. In this paper, epigenetic modification and ROS involved in the
occurrence and development of breast cancer are reviewed in order to provide possible ideas for seeking

biomarkers and precise therapy for the treatment of breast cancer.

Key words epigenetic modification, reactive oxygen species(ROS), redox state, breast cancer
DOI: 10.16476/j.pibb.2018.0144

* This work was supported by grants from The National Laboratory of Biomacromolecules (2017kf02), National Undergraduate Training Programs for
Innovation and Entrepreneurship (GJIDC-2018-01-52) and The Practical Training Plan for The Cross Training of High Level Talents in Beijing
Universities (2017271).

**Corresponding author.

Tel: 86-10-67396342, E-mail: zhanghs@bjut.edu.cn

Received: May 10,2018  Accepted: September 3, 2018


mailto:Tel:86-10-67396342,E-mail:zhanghs@bjut.edu.cn

