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Abstract: microRNAs (miRNAs) are a class of evolutionarily conserved, single-stranded, non—coding RNA
molecules consisting of 19~24 nucleotides, which can degrade mRNA of target gene after transcription or suppress
gene translation. Recently, miR-155 is proved as a typically mul tifunctional miRNA that influences the differen—
tiation of hematopoietic cells, and plays an important biological role in inflammatory and immune response. A
large number of studies have shown that miR—155 over—expresses in a lot kinds of tumor cells, suggesting it might
be involved in the occurrence and development of tumors. We propose that miR-155 is likely to be a novel tumor

marker and a potential application of tumor gene therapy.
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