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Multi-Omics Factor Analysis
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We used a multi-omics data integration approach, RNAseq
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therapeutic strategies, it is crucial to decrypt the tumor-immune microenvironment profile in MM patients. nucleotide variant and copy number variation data | Deconvolution
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from whole exome sequencing of MMCs (n=100), N Identification of new clusters
deconvolution of TME immune subtypes (n=124), combining MOFA factors

RESULTS and relevant clinical metadata. This allowed us to | | Cytogenetic abnormalities
throughly characterize both the tumor and its TME

analysis

and identity new groups of MM patients

of p=0.0015

Clinical outcome

1. Multiomics Factor Analysis (MOFA) identified 12 principal factors capturing the diversity
of the disease and highlighting a strong contribution of TME.

Figure 1: Multiomics data
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Deconvolution integration using a cohort of 3. Factor 1 showed a positive association with MIMP8 expression and genes involved in defense response 6. Performing unsupervised clustering using factors associated with prognostic
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” (A) SEc)udy overview and data by TME cells and a negative correlation with the presence of CD4 and CD8 positive T cells in the TME values, we identified groups of patients with distinct TME subtypes.
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