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Abstract: Colorectal cancer (CRC) is one of the most common malignant tumors recorded worldwide. This
condition has high morbidity and mortality and seriously endangers people’s health. Traditional diagnostic
models fail to meet people’s current needs for real-time monitoring of tumors. Compared with traditional
detection methods, ctDNA detection is not only noninvasive but can also attain real-time detection of
comprehensive genomic information of tumors. The advancement of detection technology has gradually
highlighted the potential of ctDNA detection in the clinical treatment of CRC. This article reviews the
advancements on the clinical application of ctDNA in early screening, minimal residual disease detection, and
guidance on individualized treatment of CRC patients.
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