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Photophérese: Pour qui / Pour quoi

Benazzet al. Transplant Int 2023 Bartenet al. JHeartLung Transplant 2023

Greer et al. J Herat Lung Transplant 2023

Données cliniques / place dans la stratégie et

recommandations des sociétés savantes: wSi2dz2NJ RQSELISNA Sy O
CLAD/BOS/CAV randomisées / Pas de recommandations
Stabilisation / Prolonge survie des sociétés savantes
greffons/patient
ISHLT 2010023 Bartenet al. AJT 2024

[ 2 VU N { $achvié: drédntion e traitement de rejet

vdzSt a4 Y2RSa RQIFIOUA2Y K S5AFTFSN




azRS R

Introduction

QF OGA2Y A YY dz/GohcRisoh |j dz

Quelles techniques
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(B) Monocytes
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Des produits de cellulaires différents mais

efficacité équivalente ?
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nﬁéinjection de leucocytes apoptotiqu
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Quelle dose de cellules
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Quelle fréequence/dose de traitement

TABLE 5. Studies treating patients with one ECP procedure

Year First author Patients ECP procedure ECP schedule
2005 Garban® Acute and chronic GVHD ~ Ofiline 6 treatments during the first 3 weeks; 1 per week until CR.
2006 Bisaccia®® Chronic GVHD Inline 3 treatments per week; 2 per week; 1 per week; 1 every 2 weeks
(decrease depending upon patient response).
2006 Couriel®® Chronic GVHD Inline 2-4 treatments per week; 1 per week when PR; 2 every 2 weeks
as maintenance.
2012 Tsirigotis®” Chronic GVHD Inline 2 treatments per week for 4 weeks; 1 per 1-2 weeks afterwards
(according to clinical response).
2016 Kitko®® GVHD prophylaxis Inline 1 treatment per week for 7 weeks; 1 every 2 weeks; 1 every
month (in total 11-12 treatments).
2018 Iniesta®® Acute and chronic GVHD Offline Acute GVHD: 1 treatment per week (2 per week for Grades IlI-IV
acute GVHD) for 6 weeks; chronic GVHD—1 every 2 weeks O
for 6 weeks; 1 per month until maximal response.
2018 Michall:lse:tf’” GVHD prophylaxis Inline 2 treatments per week for 2 weeks; 1 per week for 4 weeks.S . - o , o A
2018 Richef Chronic GVHD Inline 1 treatment per week (3 patients for logistic reasons). . y ] pa
2018 Sakellari®® Acute and chronic GVHD Inline Acute GVHD—2 treatments per week for 1 month; 1 every a I IJ dZS R Q S u dZR S a
2 weeks for 3 months; 1 per month for 6 months. ili i i
Chronic GVHD—1 treatment per week for 1 month; 1 every Utlllser/prescrlre au mieux Ia
2 weeks for 3 months; 1 per month for 6 months. teCh n | q ue :
Cid J. et al. Transfusion. 2019 L YLJ Ol adzNJ t S

Rythme : effet centre / empirisme

| 2yasSyadzaz Y LKIFa&S RQlF OGOl |jdzS Lz
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Immediate response

24h post-ECP

>72h post-ECP
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' Annexin V*

~15% apoptotic cells Cell cycle arrest Multifactor apoptosis:
Bax/Bcl-2 ratio shift
Bel-xL
Fas/Fas-L
Caspase 1
Lymphocytes activés LT CD4/CD8 Treg
NK NK

BuddeH et al. Cent Eurolidhhmunol2017
VieyraGarcia PA et al.TransfMed Hemoth2020

Apoptosein vitro :variable dans le temps et selon le type cellulaire
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MORPHEE STUDY
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Autre techniques ?

Patient plus homogenes

(Unpublished data)
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Action multrcellulaires ?

++ Donneées en GVH ++

Quid en transplantation " Y
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Wang L. et al. Frontnmunol 2018
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Action multicellulaire ?

Dieterlenet al. Clin Exp Immunol 2014 Dieterlenet al. Fonimmunol2021

Mottola et al. Transplantation 2025

Rubinstein et al. Clin Transplant 202%

- Observationnelle n=17
- Prévention du rejet

- Observationnelle n=9/9
- Prévention/traitement du rejet
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- Augmentation transitoire depDC
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DCtolerogene( PDEL *)

a

- Observationnelle n=8
- Prévention du rejet

- @ desTregdont analyse
fonctionnelle

- Observationnelle n=12
- Traitement du rejet
- 93% de réponse

-¢ DSA 66%
-¢ dd-cdDNA
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Action multicellulaire ?

Baskaran et al. J Heart Lung Transplant 20158€nazzet al.transfu Righiet al. Front Immunol 2025 Benazzet al. Eur Respir J 2025
Med Hemother2020

- Observationnelle n= 41

- Randomisée n=9/12 - Randomisée 31/31

- Prévention du rejet - Prévention du rejet

- CorrélationimmunaVEMS - Moins de rejet
-a2Aya RQAYTFSOI
- Meilleure survie

- Observationnelle n= 88
- Traitement du rejet
-VEMS amélioration

- Traitement du rejet
- Autre thérapie

-¢ DSA

- IL4etlIL 10

-¢ Cytokines inflammatoires

- Effet sur LB ? CoopératiorBT?

-¢ DSA

- Effet sur LB ?
Coopération 1B ?

@ desTregete PD1/PDL1
¢ Polarisation Tharh17 -tha RQS¥FTSU
¢ LT CD8 CTL lymphocytaire

@ L NKreg (IL10+)
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GregoriniM. et al. Biology 2021

- Observationnelle n= 11
- Traitement ABMR
- 72% de répondeurs

@ desTreg

¢ Polarisation Th17

¢ LNK

¢ IL-6

¢ MFIDSA
Négativation DSA >60%
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Action multicellulaire ?

D Patient DSA AnpiAAp  OSAMMED - DSAIMED - DSAMED - DSA (MF)
o1 0y 36780 31500 18330 26,000
DOQAT 21811 18,800 13,750 18,000
Ly o000 To0 NS I
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#1 B7 a7 Neg Neg
&5 Qs 5474 5000 Neg
DQA 3045 Neg Neg
D61 15,800 Neg Neg
D052 4000 Neg, Neg
#6 DQ53 19,120 Neg, Neg
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D40 14,000 Neg Neg
[ DO T @ gy
s DRIL 4000 Neg Neg Neg
DR15 1500 Neg Neg Neg
A
100 °
50 ——
[ ]
o--000-—-
=50 Py
o0
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400 ———e——
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Unpublished personal data

- Observationnelle n= 16
- Traitement ABMR/MVI

-¢ MFIDSA

Persistant MFI DSA Post-ECP: 4

| \ Decrease MFI DSA Post-ECP: 2

I Negativation DSA Post-ECP: 4

Pre-ECP DSA: 10

No Pre-ECP DSA: 6 No Post ECP DSA: 6

(Unpublished datz
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Extracorporeal photopheresis reduces fibrotic and inflammatory transcriptomic
biological marker of chronic antibody-mediated kidney rejection

Study of the mRNAs of
graft biospies using
nanostring technology
(B-HOT panel)

4

+ Virus-induced hepatitis .

Comparaison before-after treatment

Conclusion : Omic analysis of biopsies shows a reduction in fibrotic and
inflammatory transcriptomic biomarkers after photopheresis treatment.

pulmonary + Cardiac fibrosis and + Systemic sclerosis (SS¢) * Crohn's disease (CD) - Renal fibrosis + GVHD
* Hypestrophic scar * Ulcerative colitis (UC)

et e i £ R T Author et al. Transplantation Direct. Month Year
= Radiation enteritis
@TXPDirect Copyright © 2021 Wolters Kluwer Heaith, Inc. Al rights reserved

Zhang et al. Front Immunol 2020

LionetA. et al. Transplant Direct. 2024
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Action antifibrotique des microARN"

a hsa-miR-155-5p hsa-miR-155-5p
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Augmentation danicroARNapres la PEC

26 transplantéspulmonairesavec BOS
Correlation ave@oiesmad4 (antfibrosantg

70% derépondeurs
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