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Monoclonal B-cell lymphocytosis

Summary Monoclonal B-cell lymphocytosis(MBL) is defined as the presence of a low level of clonal B-cell in

the peripheral blood of healthy individuals. Since the first discovery of MBL in the early 1990 s, great progress has

been made in the understanding of the biological mechanism of MBL in the past 30 years. The population of MBL

is large and heterogeneous. However, there is no consensus or guidelines for the management of MBL so far. This

article reviews the epidemiology, diagnosis, classification, molecular genetics, and management of MBL.
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