In vitro modelling of the effects of impaired HDL on atherogenesis in Long COVID
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* ApoB depleted serum from patients with PASC with no CVD and

Our in vitro model of atherogenesis can dissect the impact of HDL from patients with CVD risk factors directly induces key mechanisms of early

PASC on key mechanisms of early atherogenesis such as transendothelial migration of atherogenesis (TEM and MDFCF) in a mechanistic ex vivo assay of
monocytes (TEM) and monocyte-derived foam cell formation (MDFCF). ApoB depleted atherogenesis in the presence of autologous PBMCs from the same
serum was isolated from healthy participants (n=15 males, 18-40 years old) and patients PASC patients, suggesting that impaired HDL interacts with impaired
with PASC (n=15, 40-55 years old, 7 females, 8 males) with no risk factors for CVD or monocytes to contribute to atherogenesis in the setting of PASC

inflammatory comorbidities other than SARS-CoV-2 infection >12 weeks prior to study potentially.

participation. Study participants were recruited within UCLA CTSI. PBMCs from healthy . Further larae studies in patients with PASC are needed to validate
donors (n=15) or PASC patients were added to activated endothelial cells monolayers J P

(HUVECSs) on collagen gels and flow cytometry assessed % TEM of monocytes and the role ot dysfunctional HDL in Long COVID and recurrent SARS-

MDFCF (BODIPY signal compared to staining control in the presence of ApoB depleted CoV-2 infections.
serum as previously (PMID: 28926407).
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