






Immunothrombosis describes the active
participation of the innate immune system in 
forming a thrombus via distinct cellular and 
molecular interactions, triggered by recognition
of pathogens and damaged cells. Under this
theory, this response is proposed to be a 
conserved evolutionary defensive link to inhibit
pathogen dissemination. 
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SARS-CoV-2 infection: HR, 21.4 (95%CI, 12.6-36.3)



Follow-up: 62 days (21-180 days)
✓Venous thromboembolism: 1.8% (0.8-4.1%)
✓Pulmonary embolism: 1.5% (0.5-4.0%)
✓Deep vein thrombosis: 0.8% (0.3-2.1%)













IPF% significantly higher in: 
✓ Patients admitted to the ICU (7.3 vs non-ICU: 4, 

P=0.006)
✓ Patients placed on ventilation (7.1 vs non-

ventilator: 4.2, P=0.01).























Serum Lp(a) levels were 
significantly correlated with:
✓ Admission disease severity 

(r=0.355; p=0.013)
✓ Peak disease severity (r=0.314; 

p=0.03).





✓ Lp(a) values both at baseline (and 
thus presumably genetically 
determined) or during illness 
progression ( and so boosted by 
COVID-19 related inflammation) 
have an impact on the clinical 
outcome of SARS-CoV-2 infection.

✓ Both baseline and serial Lp(a) 
assessment shall be part of a 
routine panel of laboratory tests for 
COVID-19 monitoring.






