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MYD88 and CD79B play critical roles in normal B cell signalling. Mutations
in these genes have been found in various types of lymphomas, particularly in high-incidence,
intermediate- to high-grade diffuse large B-cell lymphoma. Interestingly, many cases show both
mutations simultaneously. In this study, we investigated how these MYD88 and CD79B mutations
cooperatively induce B cell dysfunction and B cell malignancy using CD79B mutant mice. CD79B mutants

showed higher surface IgM and CD44 in B cells, and biochemical analyses found exaggerated and
sustained PI3K activation after B cell antigen receptor stimulation. Gene expression analysis from B
cells expressing MYD88 and CD79B mutations upon antigen stimulation identified genes uniquely
regulated by these mutations and antigen stimulation. The findings obtained in this study may help
discover the mechanisms of lymphoma development and maintenance, as well as novel therapeutic

strategies.
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