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Introduction

Systemic administration of Interleukin-2 (IL-2) at high doses in cancer immunotherapy has Personalized approach: donor-derived model reproduces the clinical variability among patients
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alveolar air space, and creation of a highly inflammatory environment, typical of pulmonary n  presence of PBMC, s . R RS T T drastic drop in TEER.
edema. cytokines such as TNF-q, e 5o o Interestingly, apical cytotoxicity is observed in the Responder donor, suggesting a specific toxicity to
However, the majority of patients present mild ICAM-1. IL-8 and IP-10 are 0.0 0 fhe alveolar epithelial cells.
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pulmondry adverse effects. while one third found in higher amount in Donor1 Donor2 Donor3 Donor4 Donlor1 Donlor2 Donlor3 Donlor4
(34.7%) of the patients undér oing hiah-dose ’rh.e cgl’rure guperna’ron’rs, Barrier fightness drops Epithelial cytotoxicity increases
e 2 going nig & , withessing an inflammatory IL-8 IP-10
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specifically, approximately 20% develop A Pr;m;m;a;gs 12 donors. Of particular e 8- _*** 5 Placebo _ — T 1 PBMC 9 = PEMC
respiratory distress syndrome (RDS) and 5-12% o ey interest, IP-10 was clearly = = PBMC > T mm PBMC+IL2 > 15
: ) : ) (@ @ , > > _arx — ML ¥ 100- _ = mEm PBMC+IL-2
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It is therefore crucial to consider this variability and reporting increased blood .11 . 1 15 z, IS T 5
- ; - o i < I ol
5-12% require intubation be able to recreate both ’rhe. pverall population levels OT IP-10 associated e o i g _ -_
Ny — response as well as the specific donor-to-donor with IL-2 induced VLS [4]. ﬂﬂ ﬁﬂ ﬂﬂ ﬂﬂ 0 | . 0 , ,
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Direct contact between immune cells and endothelium Cytokine response and barrier functionality e Our models allow direct contact of immune
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