LYMPHOMA TISSUE EXPLANTS TO ANTICIPATE RESPONSE TO TARGETED THERAPIES
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B-cell malignancies are a heterogeneous group of tumors originating from B cells blocked at various stages of differentiation. Lymphomas acquire multiple genomic alterations over time, but particularly during early stages of
tumor development and in indolent tumors, lymphoma cells depend strongly on the tumor microenvironment to grow. Thus, in vitro models (i.e. patient-derived cell lines) can be used to study advanced and aggressive phases
of the disease, but they poorly recapitulate early stages of tumor development and progression. Modeling lymphoma ex vivo has been hampered by the lack of suitable 3D models and the complexity of translating organoid
technology from other cancer types into lymphoma. Therefore, research mainly relies on the use of transgenic and xenograft animal models. To overcome these challenges, we have developed a method to maintain lymphoma
tissues in culture ex vivo -that we call lymphomoids-, which can be used to test response to anti-cancer therapies directly on patient tumor tissues. With this approach, we are able to preserve the tumor tissue composition and
the interactions between tumor cells and their microenvironment.
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