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% Expression of anti-TIGIT MOA-related genes and signatures correlated with Combining mMRNA expression of anti-TIGIT MOA-related genes with Further validation of these results Is required in a larger population.
— efficacy in ociperlimab + tislelizumab—treated 1L PD-L1+ NSCLC. PD-L1 protein expression identified subgroups of patients with NSCLC
Conclusions with improved efficacy.
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