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Abstract : MircoRNA is a modulator of gene expression. The changes of its expression may result
in activation of oncogenes or inactivation of tumor suppressor genes. AEG-1 is an oncogene that
regulates cell proliferation, metastasis, transformation , angiogenesis ,and resistance to chemoradio-
therapy in a variety of human cancers. The over-expression of AEG-1 has been detected in breast
cancer, liver cancer,prostate and other cancer cells,which plays a critical role in tumor-associat-
ed signaling pathways,such as PI3K-AKT,NF-kB,MAPK and Wnt. MiR-1297 is thought as a tu-
mor suppressor mircoRNA ,its inhibition or over-expression may affect tumor proliferation and in-
vasion related genes,like AEG-1,PTEN,Meg3 and others.
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