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BACKGROUND EXPERIMENT DESIGN

Coronavirus disease 2019 (COVID-19), caused by severe acute respiratory syndrome coronavirus 2 [ Mimic inflammatory status of COVID-19 infection ]

\ 4

(SARS-CoV-2), has been a major health emergency since 2019. Endothelial dysfunction is a hallmark

of COVID-19, leading to severe illness, i.e. multi-organ failure, coagulopathy, and death!. FX06, a

fibrin-derived natural peptide, formerly known as Bp,-,,, protects the vasculature in myocardial Treating endothelial cells with cytokine cocktails
iIschemia-reperfusion in animal models?. Therefore, it is a promising therapeutic candidate for — —
endothelial complications such as capillary leak in COVID-19 and other infectious diseases. The aim of -_ y EleneE i ien, Ui -
this project is to Iinvestigate whether FX06 can help to prevent COVID-19 progression in vitro. __ 12 ;g
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METHODS

In the presence or absence of FX06

Does FX06 have anti-apoptotic/
necrotic effects?
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//—b Whether FX06 can reverse cytokine * ImmunOﬂuorescence [ Endothe“al Ce” assessment ]

storm-induced permeability changes?
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RESULTS

FX06 prevents TEM of PBMCs under static and shear stress conditions Collagen-based TEM Assay under
Shear Stress - HULEC-5a (0~-50pm)

Collagen-based TEM Assay under

Static Condition - HULEC-5a (0~100pm) % 3k % %
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