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» Immunosuppressive cells of myeloid and lymphoid origin prevent further immune cell infiltration in the TME.  Our current findings will be supplemented by further characterization of the genetic and molecular alterations in

» Lack of PD-L1 expression among liver metastatic sites suggests another possible mechanism explaining the breast cancer, liver and non-liver metastatic TMEs. The identification of additional immune cells that act as
lack of response to ICls in certain patients. biomarkers of immunogenicity will help determine their role in tumor immune response to IClIs.



