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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
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surface molecules on T cells, freshly isolated leukocytes from spleen and tumor at DO. valuable insights into the mechanisms underlying the therapeutic efficacy of immune checkpoint blockade in
- this aggressive cancer model.
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