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mechanisms of response to natural killer cell
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CRISPR with single cell readout
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Transcriptional changes upon engagement with NK cells
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Not all the perturbations are associated with a

transcriptomic phenot
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Differentially expressed genes with CRISPR

nerturbations upon NK cell engagement
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Disruption of negative regulators of NFkB is associated with

HLA-E downregulation and FAS upregulation
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Disruption of NFkB negative regulators increases NFkB

signature in MM patients
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Identification of a potential subset of MM patient with low

NLRCS expression and a more NK cell sensitive phenotype
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Conclusions

* Our study sheds light in some of the mechanisms driving NK
cell response in MM

« Data from large molecular profiling studies of patient samples
are concordant with our /n vitro observations, supporting their
translational relevance

 Studies on NK cell transcriptional changes upon MM cells
engagement are underway
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