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Research progress in m6A, m5C, and m7G RNA
methylation in pathogenesis of preeclampsia
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[ Abstract] Preeclampsia is characterized by multisystem dysfunction, and its pathogenesis involves
oxidative stress induced by the placental ischemia-hypoxia microenvironment, angiogenic factor imbalance and
systemic endothelial injury, etc. However, the key molecular regulatory networks have not been fully elucidated.
As epigenetics has become a hot research topic in recent years, aberrant regulation of RNA methylation leading to
imbalanced gene expression may be involved in the development of preeclampsia. This paper explores the
regulatory roles of three types of RNA methylations (m6A, m5C, and m7G) in preeclampsia and their molecular
interaction mechanisms with key pathological processes, with the aim of providing a theoretical basis for the
prevention and epigenetically targeted therapy of this disease.
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