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The Science CRO

Comprehensive Immunophenotypic profiling sheds light on the dynamic interplay between immune
cells in the 4T1 breast cancer model upon anti -PD1 and anti-CTLA4 immunotherapy

Christos Nikolaou, Krzysztof Brzezinka, Simon Heller, Wiebke Winkler, Stefan Kaulfuss, Carlo Stresemann, Alexandra Eichten i@er von Ahsen, Martin Lange
NUVISAN Innovation Campus Berlin GmbH Muellerstr. 178 | 13353 Berlin | Germany
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