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Advances in research of DNA G-quadruplex in treatment of ovarian cancer

YANG Teng, XU Si-Bei, CHEN Wen-Bin, SHI Hong-Yi, ZHENG Xiao-Hui*
(School of Pharmaceutical Science, Wenzhou Medical University, Wenzhou 325035, China)

Abstract: Ovarian cancer (OC), which is one of the most common gynecological malignant tumors, is the most

lethal cancer of the female due to the lack of effective treatment. DNA G-quadruplex (G4), which is formed by

guanine-rich DNA sequences, is an important target for anti-tumor drugs. Besides in telomere and oncogene

promoter, DNA G4 also had been found in inflammatory gene, regulating the inflammatory response. As

inflammatory response plays an important role in the progress of ovarian cancer, DNA G4 might obtain anti-tumor

and anti-inflammatory dual effects on ovarian cancer treatment. This review focuses on the recent research progress

of DNA G4 and its stabilizer in the treatment of ovarian cancer.
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