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[Abstract]  MicroRNAs are single-stranded RNA molecules that control gene expression in many
cellular processes. These molecules typically reduce the translation and stability of mRNAs, including
those genes that mediate processes in tumorigenesis. MicroRNAs have been established as key regulators
of gene-expression, and their putative roles as oncogenes and tumour suppressor genes has provided a
potentially new dimension to our clinical approach to cancer diagnosis and treatment. Their role as
biomarkers and therapeutic targets is appealing but several obstacles have as yet limited our ability to
translate this potential into a clinical reality. This review focuses on currently accepted roles of microRNAs
in cancer pathogenesis, and highlights the challenges and breakthroughs in this field to date with relevance
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to the cancer clinic.
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FRFEIE 28 T A A4 microRNA 78 AR ) B AL e
Hhon] DL B 0 20 mRNAs [ Zhfig . i,
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