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Research progress on macrophage glucose metabolism
reprogramming in recurrent abortion*
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Abstract: Macrophages are an important component of the body's innate immune system, and glucose
metabolism reprogramming mediates M1 macrophage polarization through glycolysis. The polarization of
macrophages is closely related to immune homeostasis and maternal fetal immune tolerance, and plays an
indispensable role in the pathogenesis of recurrent abortion. The inflammatory response caused by M1 macrophages
can interfere with trophoblast cells, leading to adverse pregnancy outcomes. This article summarizes the research on
macrophage glucose metabolism reprogramming in recurrent abortion, in order to provide ideas for the treatment of
recurrent abortion.
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