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[Abstract] Serrated polyps (SP) have certain malignant potential, resulting in approximately 15% to 30% of colorectal
cancers through a unique serrated carcinogenic pathway. MicroRNAs (microRNAs or miRNAs) are a class of small, non-eoding
RNAs that are associated with the development of tumors. Studies have found that miRNA is abnormally expressed in serrated
polyps (especially sessile serrated lesions), which may be involved in the progression of colorectal cancer. The article mainly

summarizes the pathogenesis of jagged polyps and the differences in miRNA expression in different types of jagged polyps.
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