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Abstract: Programmed cell death protein-1 (PD1) and programmed cell death protein-1 ligand 1 (PD-L1)
act as important negative immune regulators. Combining PD1 receptors on T cells with their corresponding
ligands PD-L1 on tumor cells can inhibit T cell activation and lead to tumor cell immune escape and resistance
to conventional chemotherapy. In recent years, the drugs targeting PD1/PD-L1 monoclonal antibodies have
achieved promising effects in various tumor types including non-small cell lung carcinoma and melanoma.
They also dramatically improved poor prognosis and overall survival of some tumor patients. In this review,
we will summerize the novel findings on the activation of PD1/PD-L1 in tumor occurrence, development and
metastasis, as well as the updated clinical progress of using anti-PD1 or anti-PD-L1 in tumor immunotherapy.
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Tablel Drugs targeting programmed cell death protein-1(PD1) and programmed cell death protein-1 ligand 1(PD-L1) in

clinical trials

Drugs Tumor Clinical phases Company
Nivolumab Advanced hepatocarcinoma'" /1 BMS
Nivolumab+Dabrafenib/Trametinib Melanoma™”’ I BMS
Nivolumab Melanoma”’ I BMS
Pembrolizumab Melanoma™” | Merk
Ipilimumab+Nivolumab Melanoma" -1 BMS
Nivolumab Renal cell carcinoma®™ | BMS
Nivolumab-+Ipilimumab Renal cell carcinoma™ Il Astrazeneca
Bevacizumab+Atezolizuma Renal cell carcinoma®™ I Genentech
MPDL3280A+Bevacizumab Renal cell carcinoma'™! I Roche
Pidilizumab Diffuse large B cell lymphoma™” I CureTech
Trabectedinta-PD-1 mAb Ovarian cancer”™ I PharmaMar
Tadiation+Imiquimod Breast cancer”” I 3M
Anti-PD1+Ibrutinib Lymphoma'*”! Il Pharmacyclics
Pembrolizumab Non-small cell lung carcinoma®” I Merk
MEDI4736+Gefitinib/Tremelimumab Non-small cell lung carcinoma®™” /M Roche
Ipilimumab+Nivolumab Non-small cell lung carcinoma®™"! /1 MedImmune
Atezolizumab Bladder cancer™” Il Roche
Atezolizumab Metastatic lung cancer”” | Roche
Avelumab Merkel cell carcinoma®™ I Roche
Avelumab Gastric cancer”™’ I Roche
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The interaction of programmed cell death protein-1 (PD1) and
programmed cell death protein-1 ligand 1 (PD-L1) inhibits the
activation of T cells which leads to the escape of tumor cells from
the host immune system. PD1/PD-L1, as the target of anti-tumor
therapy, provides a new option for clinical treatment
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Figurel Application mechanism of PD1 inhibitors or

PD-L1 inhibitors on tumor
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