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Advances in the regulation of autophagy related
genes by IncRNA
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Xiangya School of Medicine, Central South University, Zhuzhou Hunan 412007, China)

Abstract Abundant researches have confirmed that autophagy show an intimate association with the occurrence and
progression of many diseases in human, consequently consider that targeting at the regulation of autophagy has
become a new avenue to the diagnosis and treatment of related diseases. Long chain noncoding RNA (IncRNA)
have a critical role to regulation of the fairly complex gene transcription and translated network, which are equally
involved in multi-level initiation and regulation of autophagy that have been proved recently. Therefore, increasing
studies support that IncRNA manipulate autophagy largely by means of regulation of protein expression level to
involve in the development of the disease.
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