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[ Abstract] The concept of precision medicine has been widely accepted, but there is a long way to go
before accurate diagnosis and treatment are achieved. Following the high-throughput sequencing, liquid biopsy
and single cell technology, exosome has gradually become a new focus of cancer research. Exosomes are cell-
derived vesicles and important intercellular communication mediators. They are stable and biologically active,
meanwhile they could be captured and detected in real time. The bioactive molecules, which exosomes carry,
are involved in the communication among tumor cells, between tumor cells and stromal cells in the tumor
microenvironment, affecting tumorigenesis, tumor growth, invasion and metastasis. In this paper, we analyzed
the role of exosomes in early stage development, metastasis and drug resistance of tumor, clarified its
advantages and disadvantages as a diagnostic marker, investigated its biological function and explored its
potential as a biological therapy compared with classical gene therapy
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