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Patient-derived Lung-on-Chip model replicates Alvth
Inferleukin-2 — Induced vascular leak syndrome

IN-vitro models inspired by nature
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/[A patient-derived Lung-on-Chip for immunotherapy safety assessment J
The AXBarrier-on-chip System enables the Preclinical in vitro and animal models used for assessment of drug safety often fail to predict
simulation of outmost  physiological complications in humans, especially when the drug in question targets the immune system such

N e conditions of the distal lung: as In cancer immunotherapy. Adverse events can occur in the lungs, where drugs

_wm-" ./5-12% require intubation such as the first approved Iimmunotherapy
AX Actuator Interleukin-2 (IL2, Proleukin®) have led to unwanted

/ AX Exmh / .\‘720% develop RDS side effects. In fact, approx. 1/3 of the patients

under IL2 therapy develop vascular leak syndrome
/ 34.77 develop VLS (VLS), characterized mainly by Ilung edemaq,
Immune cells infiliration and inflammation.
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The AXAlveolar Barrier Test compound PECAM1

Vascular Leak model AXPBMC
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IL2-induced vascular leak syndrome & patient
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These results highlight the predictive potential of the AXAlveolar Barrier Vascular Leak model, 150000 | 40000- B 600001
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selection of drugs with a more favorable benefit-risk ratio. .

Abbreviations: ~#*hAEpC: human alveolar primary epithelial cells HUVEC: human umbilical vein endothelial cells A*PBMC: peripheral blood mononuclear cells  TER: transbarrier electrical resistance
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