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Abstract ; Ovarian cancer is the most deadly gynecological malignant tumor, among which epithe-
lial ovarian cancer accounts for 90% , and the five-year survival rate is only 47%. The lack of ef-
fective tumor research model is one of the reasons why it is difficult to achieve breakthrough in the
treatment of ovarian cancer. The newly emerged tumor organoids not only faithfully retain the his-
tological and genetic characteristics of the original tumor, but also are simple to operate and com-
bine with advanced technology. Tumor organoids are expected to be used for studying the mecha-
nism of tumor development, drug screening and individual therapy. This article reviews the basic
and translational research progress of tumor organoids in epithelial ovarian cancer.
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