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Background Concomitant treatment with tafasitamab and CART19
impairs CART cell functions in vitro
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Prior tafasitamab treatment does not impair CART cell functions in vitro

CD19-directed chimeric antigen receptor T cell
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harvested and stained with CD3, CD20, and LIVE/DEAD™ Fixable
Aqua. %CD107a expression on CD3 was assessed by flow
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CART19 cytotoxicity, proliferation, and degranulation were not
affected by prior treatment with tafasitamab.

Tafasitamab and FMC63-based CART19
compete for binding to CD19

anti-Fcy-PE

CART19 cytotoxicity, proliferation, and degranulation were significantly reduced in the presence of
high dose tafasitamab.
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Sequential therapy reduces early CART19 cell activation and apoptosis. Xy




