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[Abstract] MicroRNAs (miRNAs) are a kind of non-coding single stranded RNA molecules about 22 nucleo-
tides in length encoded by endogenous genes. They participate in the regulation of post transcriptional gene expression
both in animals and plants, and play an important role in many physiological processes such as cell proliferation, differ-
entiation, and apoptosis. MicroRNA-206 (miR—-206) is located on human chromosome 6 and takes part in a series of bio-
logical processes in the human body as like as cell proliferation, growth of tissues and organs, and tumorigenesis.

miR-206 plays a role in suppressing or promoting cell growth in lung cancer, breast cancer, gastric cancer, liver cancer
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and other tumors. This article reviews its physiological activity in different tumor.
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