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1) The molecular state of Traumatic brain injury patients

2) Risk of hospital-acquired Pneumonia

3) Long-term consequences of Pneumonia
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The transcriptomic profile of PBMCs in TBI
patients

TBIl and healthy controls
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Quantifying the expression heterogeneity
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Identifying co-expression modules associated to TBI
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PC2 : 26% variance
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Monocyte gene expression at Day 1
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Viral reactivation in 1Bl patients

HAP risk TBIl recovery
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Monocyte gene expression and viral reactivation
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Features

Inferring temporal variation in
multi-omics data

* Generalization of principal component analysis
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Multi-Omics Factor Analysis—a framework for
unsupervised integration of multi-omics data sets
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Association between factors and clinical variables
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K-mear ¢ of patients withARDS in Factor 7 clusters ~ actor 7 values
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Metabolomic alterations in cluster 4

Enriched Metbolite Sets in cluster 4 (factor 7)
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Microbiome alterations in cluster 4
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Associlation of Factor 6 with HAP severity
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Associlation of Factor 8 with survival

Survival of patients
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Validation and Prediction?

To be followed up by Melanie Petrier tomorrow
morning!




“‘\\{(\e “‘a&lz
W ros

istefogenel

=
—
=




A Pneumonia/sepsis model to study their long-

term conseguences

Reduced phagocytosis in AM
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AM are epigenetically altered post-sepsis

Epigenetic alterations in AM post-Pneumonia Human trained immunity epigenetic state
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A; Immune reorganisation after sepsis
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Sepsis-trained AM role in secondary infections
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Sepsis-trained AM role in response to cancer

Lung cancer
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Post-Septic cancer
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