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Introduction Results

* Necroptosis Is a pro-inflammatory form of Figure 1: Inmune-Related Markers. Figure 4: Overall Survival for CRC Treated with FOLFOX/FOLFIRI in A) Total Cohort B) TP53 Mutant C) TP53 Wildtype Figure 5: Forrest Plot of Overall Survival by

programmed cell death triggered by cellular stresses

and extrinsic cytokines. and D) Immunotherapy Treated All Cohort E) TP53 Mutant F) TP53 Wildtype. Individual Genes and Treatments.
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regulators in CRC.
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pathway (RIPK3, MLKL, CYLD, and ZBP1) was NA-H was associated with increased PD-L1 positivity, immune cell .
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with increased expression of CYLD, ZBP1, and MLKL.
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o i CONCLUSIONS
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| 0 0 This is the largest molecular and clinical characterization of necroptotic genes in CRC.
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Our data shows that activation of the necroptosis pathway is associated with immune cell infiltration/pathway activation, PD-L1 expression, and
improved OS on FOLFOX/FOLFIRI and Immunotherapy. This benefit is more pronounced in TP53-mutated CRC, suggesting possible novel

. associated with NA-L (all g<0.01). therapeutic targets.

Necroptosis

TP53 mutations were more frequent in NA-H, while SMAD?Z,
SMAD4, PTEN, SOX9, KRAS, and NRAS mutations were




