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Research progress on decidual natural killer cell education in recurrent pregnancy loss
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[Abstract] Decidual natural killer (dNK) cells are the most abundant immune cells in the decidua. The functional acquisition
during dNK cell development depends on NK cell education, a process in which the highly polymorphic killer cell immunoglobulin-
like receptors (KIRs) and CD94/NKG2s expressed on dNK cells bind to major histocompatibility complex (MHC) class [
molecules expressed by extravillous trophoblast (EVT) cells. This interaction regulates the effector functions of NK cells. dNK cells
participate in the establishment and maintenance of pregnancy by modulating immune tolerance at the maternal-fetal interface.
Defects in dNK cell education leading to dNK dysfunction are potential pathological mechanisms underlying adverse pregnancy
outcomes such as recurrent pregnancy loss (RPL). This review summarizes the characteristics of dNK cells, dNK cell education and its
key associated molecules, and the pathological mechanisms by which poorly educated dNK cells contribute to RPL, aiming to offer
insights for predicting and improving pregnancy outcomes in RPL patients associated with dNK cell abnormalities.
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