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A Biomarkers

Thietart & Rautou, J Hepatol 2020

A Vectors of information

Kostallari et al., Adv Rev Drug Disc 2021
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Chronic liver diseases: a pubic health issue
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Chronic liver diseases: a pubic health issue
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EVs as biomarkers In liver diseases

A Rational
A Hypothesis driven approach

A Agnostic approach



Extracellular vesicles (EV) as biomarkers in liver diseases
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Extracellular vesicles (EV) as biomarkers in liver diseases
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EV concentration: result of a (im)balance
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Clearance/uptake of small EVs
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Clearance/uptake of large EVs
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EV concentration In liver diseases
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Factors influencing hepatocyte EV levels
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EV concentration In liver diseases
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EVs as biomarkers In liver diseases

A Rational
A Hypothesis driven approach

A Agnostic approach



- levels of subpopulations of EVs In cirrhosis
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- levels of subpopulations of EVs In cirrhosis

Hepatocyte MVs in cirrhosis
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- des VE hépatocytaires plasmatiques dans la cirrhose
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Increased levels of hepatocyte MVs In cirrhosis
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VESs : biomarqueurs dans les maladies du foie
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VESs : biomarqueurs dans les maladies du foie
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Les VEs hepatocytaires prédisent la decompensation
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EVs as biomarkers In liver diseases

A Rational
A Hypothesis driven approach

A Agnostic approach



Proteomics analysis of EVS
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VESs : biomarqueurs dans les maladies du foie
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EVs proteins in NAFLD
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EVs proteins in NAFLD
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EVs proteins in NAFLD
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VESs : biomarqueurs dans les maladies du foie
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EVs proteins in cirrhosis
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Proteomics on plasma EV from stable patients
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VESs et decompensation aigué de cirrhose
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Protéines de VEs dans la decompensation ECISI .

ZoomX: 1.0 - ZoomY: 1.0

UniProt Tissue DAVID

Platelet= | . » -

Cajal-Retzius cell-
Fetal brain cortex = |

Lymphoblast=

#Peptides/100
-Log10{Adj. p-value)
#Peptides/100 aa

T T 11 —r—T—T S — : : : — ! a L
0 50 100 150 200 250 co v - - ; ; y

Log2(Fold change)
-Log10(Adj. p-value)

Vivant a 3 mois Décédé a 3 mois

Valainathan, Tanguy et al.; Unpublished

has received funding from the European Uni onoentNb@47948.on 2020 research and i




VESs et decompensation aigué de cirrhose
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Les VE ameliorent la prediction de la mortalite@®
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Extracellular vesicles as biomarkers

_ AIcohoIic
liver disease

MICROPSY
240 patients with
prediction of survival
Payancé, Hepatology 2018 Hepatocellular

carcinoma
(HCC)
he\li/)i;?iltis
Nonalcoholic
liver disease Cirrhosis p
(\ decompensation N
( uilD R Les Programmes Hospitaliers
eNASH A Q) HOTIAY de e Cin
RHU QUID Booster Innovation PHRC PROMICE
450 patients with 500 patients with 335 patients with survival DECISION
diabetes and - compensated cirrhosis || 100% inclusions reached 1200 patients with
ALT levels Elkrief, J Hepatol 2023 decompensated cirrhosis




Extracellular vesicles as biomarkers
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IEV as biomarkers in liver diseases
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Thietart & Rautou, J Hepatol 2020

A Vectors of information

Kostallari et al., Adv Rev Drug Disc 2021



EVs: vectors of information between organs
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EVs: vectors of information In cirrhosis
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EVs: vectors of information In cirrhosis
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EVs: vectors of information In cirrhosis
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Plasma EVs in cirrhosis favor portal hypertension
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Plasma EVs in cirrhosis activate coagulation
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EVs: vectors of information In cirrhosis
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EVs: vectors of information between organs
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EVs: vectors of information between organs
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Tumor EVs induce liver metabolic dysfunction
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EVs: vectors of information between organs
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Gut bacteria EVs In obesity
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