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Research Situation and Prospect of PD-1-targeted Im-

mune-Targeted Treatment for NSCLC
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Abstract: Programmed cell death 1 (PD-1) is a major inhibitory receptor expressed on the surface
of activated T cells. In cancer patients,PD-1 is commonly over-expressed and participated in
modification of downstream signal pathway,negatively regulate immune response. Recently,the
PD-1-targeted immune-targeted treatment,becomes a highlight in tumor immunotherapy and
provides a new direction for immune targeted therapy for non-small cell lung cancer.
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