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Abstract : Nicotinamide nucleotide transhydrogenase-antisense RNA1 (NNT-AS1) is a novel IncR-
NA found recently and its expression is dysregulated in tumors. The role of NNT-ASI in cancer
research also obtained the breakthrough. Recent studies have confirmed that NNT-AS1 widely
participates in the development and progression of various tumors. This article reviews the re-
search progress on the relationship between NNT-AS1 and tumors and its application in the can-

cer diagnosis and treatment.
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