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Research progress of anti—angiogenic drugs in recurrent ovarian cancer*

LIN Miao', WAGN Ruiqi’, ZHANG Yi"
('Department of Gynaecology, the First Hospital of China Medical University, Shenyang, 110001, Liaoning, China;
? Department of TCM Gynecology, the Affiliated Hospital of Liaoning University of Chinese Traditonal Medicine, Shenyang,
110000, Liaoning, China)

Abstract: Ovarian cancer ranks first in recurrence rate and mortality among gynecological malignant tumors. The pro-
gression of malignant tumors relies on sufficient blood supply, driving the development of targeted therapies such as anti—
angiogenic treatments to improve patient survival. This review summarizes the classification, mechanisms of action, adverse
effects, and recent advances in clinical trials of anti—angiogenic agents for recurrent ovarian cancer.
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