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Annual Congress of EHA attracts every year hematologists from all over the wodtkbates a
nonesuch opportunity to present own findings, share scientific ideas and create scientific networks.
A. Poster session NeHodgkin Lymphoma Biology(poster wak moderator Philippe Gaulard)
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Anti-CD20 monoclonal antibodies (mAbs) are widely used in the of non-Hodgkin’s lympl (NHL) and chronic lymphocytic leukemia (CLL).
‘Combining new agents with already used anti-CD20 mAbs seems to be a reasonable approach to further improve current therapeutic options. It seems that
signaling via the aberrantly activated B-cell receptor (BCR) plays a key role in the pathogenesis of B-cell tumors. Blocking BCR | I k holds a
great therapeutic potential in both NHL and CLL. Several trials are currently being conducted to investigate the effects of combination of BCR< targeting agents
with anti-CD20 mAbs-based therapies. To improve these therapeutic approaches in a planned manner it will be utterly imp to decipher actual h
of interactions BCR: d therapies and anti-CD20 mAbs in established in vitro models.
The aim of this study is to elucidate role of BCR I h in [ of €CD20 levels in tumor cells and antitumor activity of anti-CD20 mAbs.
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CLL primary cells (P1-P6) were pretreated for 48h with dasatinib. CD20 surface levels were €D20 surface levels were determined with FITC-conjugated anti-CD20 mAb and
determined with FITC-conjugated anti-CD20 mAb and flow cytometry. flow cytometry.
Blocking BCR complex network on nearly every step of signal i ion and pr ion consi di I} CD20 Ievels what might have extremely
important consequences for the anti-cancer therapy that is based on the use of anti-CD20 mAbs. In Ilght of our iC of BCR

inhibitors and anti-CD20 mAbs-based modalities should be rationally and consciously introduced into clinic in optimized therapeutic schemes.
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