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Research progresses of miR-182 in primary lung cancer
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Abstract

Primary lung cancer, abbreviated as lung cancer, is one of the malignant neoplasms with high morbidity and

mortality worldwide. In recent years, microRNA (miRNA) is a research hotspot in malignant tumors. Many

studies have demonstrated the associations between miR-182 and the proliferation, invasion, metastasis of

lung cancer. There were studies reported that miR-182 may be a marker for early diagnosis of lung cancer and

differential diagnosis for nodes in lung as well. The prognostic significance of miR-182 was also studied in some

reports.
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