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Abstract; With the rising incidence of cancer, the annual number of cancer deaths is increasing rapidly'"’. Long Noncoding
RNA(IncRNA), a hot field in cancer research recently, plays an important regulatory role in biological processes such as gene
imprinting, chromatin remodeling, histone modification and DNA methylation, thus affecting the proliferation, apoptosis, mi-

gration, invasion, drug resistance and angiogenesis of tumor cells. In this paper, the research progress of IncRNA and some

digestive system tumors is reviewed.
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