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[ Abstract)

lesions with dysplasia (SSLD) are an intermediate stage between serrated sessile lesion (SSL) and invasive colorectal cancer,

The serrated pathway is one of the important routes of occurrence of colorectal cancer. Sessile serrated

with significant clinical significance. However, due to its flat morphology and rapid progression, detecting and diagnosing
SSLD is particularly difficult, leading to the occurrence of interval cancers. With increasing evidence, their characteristics and
biological characteristics have been clarified. This article comprehensively summarizes the research progress on the endo-
scopic manifestations, histopathological features, molecular mechanisms, microenvironment, and treatment of SSLD at home

and abroad, with the aim of providing theoretical basis for the clinical diagnosis and treatment of SSLD.
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