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Advances on PD-1/PD-L1 in Triple-Negative Breast Cancer
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Abstract: Immune checkpoint blockade therapies(ICBTs) targeting programmed cell death-1(PD-1)
and its ligand programmed death ligand-1(PD-L1) have shown great therapeutic efficacy in a vari-
ety of solid malignant tumors. Triple negative breast cancer(TNBC) is characterized by strong
invasiveness, poor prognosis and high risk of recurrence. Due to genomic instability and high mu-
tation rate with emerging new antigens, there have been no clear targets for TNBC therapy. The
expression of PD-L1 in TNBC is higher than other subtypes of breast cancer,indicating that PD-1,
PD-L1 might be a potential target for the treatment of TNBC. This article summarizes the regulatory
mechanisms of PD-1 and PD-L1 in TNBC and clinical trials of related drugs,to provide insights
on new methods and ideas for the treatment of TNBC.
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