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Abstract: In recent years, potential new therapeutic options have been yielded for the immunotherapy of
invasive cancers. The most important breakthrough in breast cancer research today is to understand the
immune features and profiles of triple negative breast cancer and then design novel immune-modulatory
targeted therapy. The major findings are the use of immune checkpoint inhibitors, which have obtained good
curative effect in neoadjuvant treatment for early stage triple negative breast cancer and salvage treatment
for metastatic triple negative breast cancer. This paper summarizes the advances of immunotherapy and its
application in triple negative breast cancer with emphasis on immune checkpoint inhibitor and its combination
with chemotherapy, radiotherapy and targeted therapy.
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a: PD-L1 expressed on tumor cells combing with PD-1 expressed on
TILs play an immunosuppressive role by inhibiting the anti-tumor
activity of T cells and tumor cells survive through immune escape before
anti-PD1 or anti-PD-L1 monoclonal antibody (aPD-1/PD-L1 mAb); b:
PD-1/PD-L1 axis becomes immunoreactive after adding aPD-1/PD-L1
mAb owing to the activation of CD8+ T cells; aPD-1mAb: anti-PD-1
monoclonal antibody; TILs: tumor infiltrating lymphocytes.
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Figure 2 Schematic diagram of aPD-1mAb in treatment of
triple negative breast cancer
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