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Abstract: At present, in the clinical diagnosis and treatment process, without biopsy tissue samples, routine use of liquid biopsy to detect tumor-
sensitive targets to find sensitive targeted drugs. The tumor mutation load (bTMB) calculated by liquid biopsy in the latest study can predict the

efficacy of PD-1/L1 inhibitors. At the same time, more and more studies have found that liquid biopsy can be used for tumor analysis by analyzing
tumor molecular load. Prognostic assessment, micro-residual lesion monitoring, and clonal evolution analysis of tumors make liquid biopsy promising
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for more comprehensive monitoring and management during tumor diagnosis and treatment. This article reviews this issue.
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