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Evaluate the relative correlation between the levels of PD-L1 expression with MET gene
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Methods
Figure 7. Higher PD-L1 Expression in Lung Cancer with TP53 Mutation
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* Samples were also sequenced using next generation sequencing ( ) for mutations and overall PD-L1 expression (P=0.0001) when PD-L1 e Patients with TP53 mutation had strikingly high expression of PD-L1 using the SP142 clone and higher copy numbers of the MET gene.
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TP53 Mutation as Detected by NGS



