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Targeting Solid Tumors with IMA402, a Next-generation Bispecific T Cell Engaging Receptor (TCER) against PRAME

S. Missel?, S. Bunk!, M. Hofmann?, G. Pszollal, M. Hutt?, F. Schwoebel!, F. Unverdorben!, N. Aschmoneit?, C. Wagner!, M. Jaworskit, H. Schuster?!, F. Schwoerer?, C. Schraeder?, O. Schoor?, N. Hilf!, T. Weinschenk?, D. Maurer?!, C. Reinhardt?

>

I Immatics Biotechnologies GmbH, Tuebingen, Germany, 2 Immatics N.V., Tuebingen, Germany

The Next-generation of TCR Bispecifics — TCER IMA402 Shows Tumor Cell Killing at Low PRAME Peptide Levels in vitro PRAME Is Broadly Expressed Across Solid Tumors
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