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In Brief

Co-expression of MYC/BCL2 is an early pathogenic mechanism when typical mutations of activated B-cell-like (ABC) diffuse large B-cell ymphomas (DLBCL)
are engenieered preclinically (pBIC mice). In this scenario, the specific BCL2 inhibitor venetoclax cooperates with anti-CD20-based immunotherapy by
licensing direct apoptosis of lymphoma cells and immunomodulating T-cell responses, which results in improved therapeutic responses.
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