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Abstract ; Ovarian cancer has the highest mortality rate among gynecologic malignancies,which is
a serious threat to women’s health. In recent years,more and more studies have shown the inter-
action between the ovarian cancer and its immune microenvironment. Tumor-associated
macrophages (TAMs) are the most numerous immune cells in the tumor microenvironment, it plays
an important role in the development of ovarian cancer. This article reviews the research progress
of clinical strategies that directly targeting TAMs, to provide reference for the clinical treatment of
ovarian cancer.
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