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[Abstract] Competitive endogenous RNA (ceRNA) regulatory network has been a hot topic at home and abroad
in recent years. They can participate in the transcriptional and post transcriptional regulation of various disease-related
genes. Polycystic ovary syndrome (PCOS) is a serious threat to women's health. With the further study of the human ge-
nome and RNA, the ceRNAs hypothesis has been proposed. More and more evidence show that long non-coding RNAs
(IncRNAs), microRNAs (miRNAs), circular RNAs (circRNA), and messenger RNAs (mRNAs) are important regulators
of cell physiological and pathological processes. Recent studies have shown that ceRNA networks (ceRNETSs) are in-

volved in the development of PCOS.
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