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Chronic lymphocytic leukemia (CLL) is the commonest adult leukemia in Western

countries. Recent years has witnessed an increasing incidence rate in China. Since new agents have been

developed over the decades, minimal residual disease ( MRD) monitoring became an efficient way to

assess the treatment effect. Here we reviewed the common methods to test MRD including flow

cytometry and molecular detection methods based on PCR technique. Also we introduced the progress

of MRD monitoring in response and prognostic assessment in newly-treated CLL patients and early

relapse detection in CLL patients after allogenic stem cell transplantation.
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