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Abstract : Long noncoding RNA (IncRNA) functions in epigenetics, gene transcription and post—
transcriptional regulation,and becomes one of highlights in cancer research in recent years.
IncRNA H19 has been found to express abnormally and function differently in a variety of tumors.
Studies have suggested that H19 has a wide range of applications in the diagnosis and treatment
of cancers. In this article we review the functions and related mechanism of H19 in tumors and

also its clinical applications in cancer diagnosis and treatment.
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