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Background Results
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. MSH2 84 (0.6%) patients had MutS co-loss 48 (1.4%) patients had MutS co-loss the two groups MutS co-loss (N = 980) was 56 months (m) vs. 36 m (p = 0.003). loss (N = 1804) was NR vs. 47 m (p < 0.001)
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sl O el 117 (0.9%) patients had other MMR IHC loss. 81 (2.4%) patients had other MMR IHC loss. Figure 7: Immune signature (IFN-gamma score) Figure 11: Median Overall Survival (IClIs treatment to last contact)
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(TME), neoantigen load and median overall survival (mOS) in CRC and EC pts : ; Myelod dendricic| Myelod dendritc | Immune related gene expression  CD274, IFNG, IDO1 and LAG3 are lower in ~ CD80, CD274, CTLA4, HAVCR2, IFNG, IDO1, LAG3,
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101 mOS (collection to last contact) 56 months (m) vs. 36 m (p = 0.003). NR vs. 47 m (p < 0.001)
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* Immune epitope prediction was performed using the NetMHCpan v4.0 method
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in CRC but not in EC.
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