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Abstract ; Cancer is one of the main diseases threatening human health. Early detection and accurate treat-
ment of tumor is a worldwide medical problem. Based on trace, non-invasive, real-time and rapid detection
technology,we can detect the circulating tumor DNA (ctDNA) in the plasma of patients,analyze the epigenet-
ics and clinical characteristics of patients,provide precise classification and diagnosis for clinicians at the mo-
lecular level,and realize the solution of personalized precise treatment for patients. In recent years, various mo-
lecular diagnostic techniques based on plasma ctDNA have provided important biomarkers for the early diag-
nosis, prognosis evaluation and medication guidance of malignant tumors, and provided a new approach for

clinical precision treatment of malignant tumors.
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