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Role of exosomes in metastasis of non-small cell lung cancer and

the underlying mechanisms
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Abstract: Non-small cell lung cancer (NSCLC) is often diagnosed with different organ metastasis. Exosomes,
secreted by living cells, are served as mediators in cell-to-cell communication and involved in pathophysiological
processes including epithelial-mesenchymal transition, immunosuppression and immunologic escape, angiogenesis
and inflammation, contributing to tumor progression. In recent years, accumulating evidence has implicated that
exosomes are closely related to NSCLC metastasis, especially migration and invasion abilities, immunoregulation,
and pre-metastatic niche formation. Here, we summarized the recent findings regarding the role of exosomes in
these processes and the underlying mechanisms, contributing to the further understanding of the role of exosomes in
the development of NSCLC.
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