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Abstract:LncRNA is a kind of RNA with length larger than 200nt which has no function of pro-
tein coding. Studies have proved that IncRNAs plays a pivotal role in tumor cell proliferation,in-

vasion , migration ,metabolism and angiogenesis.Autophagy is a phenomenon of “self-feeding” in
cells,which exerts extraordinary functions on mammalian development,cell physiology and immune
response. However, high levels of autophagy can also cause cell death to some extent. Studies have
shown that IncRNAs is a new factor that can regulate the process of autophagy in a variety of
mechanisms, which in turn induces the occurrence and development of tumor. This article reviews
the regulation of autophagy in IncRNAs in tumor cells and its mechanism.
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Figure 2 LncRNAs promote autophagy by the mechanism of ceRNA thus regulating the proliferation of tumor cells
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