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Progress of domestic immunocheckpoint inhibitors in the treatment of advanced non-small cell
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Abstract: In recent years, immune checkpoint inhibitors have shown remarkable success in the treatment of advanced non-small cell
lung cancer (NSCLC) without driver gene mutations. This article reviews the mechanisms of immune checkpoint inhibitors in
immunotherapy and provides an overview of the latest progress in landmark clinical studies of domestically produced immune drugs,

including camrelizumab, toripalimab, sintilimab, surufatinib, and sugemalimab, in the field of advanced NSCLC. It also explores the

future research and development directions of domestically produced immune drugs in the field of NSCLC.
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