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Abstract ; Dendritic cells are the initiating cells involved in the anti-tumor immune response,and
play indispensable roles in the progression of tumors. There are many changes in dendritic cell
functions in patients with ovarian cancer. A great deal of studies have shown that the presence of
immunosuppressive mediators in the tumor microenvironment may cause severe dysfunction of
dendritic cells through multiple pathways,and affect the progression and prognosis of ovarian can-
cer. This article reviews the functions and effects of dendritic cells in the ovarian cancer tumor mi-
croenvironment ,which would provide new ideas for improving the immunotherapy of ovarian cancer.
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