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ABSTRACT: Malignant tumor is characterized by recurrence and metastasis, Which is relevant to cellular proliferation and ability
of invasion. Several studies have demonstrated that microRNAs (miRNAs) are associated with cancer progression and carcinogenesis at
the post-transcription level. MiRNA-139-5p, which is one of the hot topics, was identified to be dysregulation in many cancers. It has
been involved in various biological processes, including proliferation, cellular differentiation, invasion and metastasis, as well as

chemo-resistance and prognosis of the tumor patients. Consequently, miRNA-139-5p may serve as a new potential therapeutic target for

the treatment of tumor in the future. This paper reviewed the relationship between miRNA-139-5p and tumor.
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