Background: COVID-19 disease stages
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Clinical Mild constitutional symptoms Shortness of breath without | ARDS
- Fever > 99.6°F (HA) and with hypoxia (IIB) | SIRS/shock i )
symptoms Dry cough (Pa0,/FiO, < 300 mm Hg) [ Cardiac failure Benefit unclear
Clinical Abnormal chest imaging ! Elevated inflammatory markers
signs Lymphopenia Transaminitis | (CRP, LDH, IL-6, D-dimer, ferritin)
Low-normal procalcitonin ] Troponin, NT-proBNP elevation
Remdesivir
Dexamethasone
Oxygen o)
Siddigi. J Heart Lung Transplant. 2020;39:405. Slide credit: clinicaloptions.com

— Interventions needed to prevent hyperinflammatory phase (and intubation) 13 3|~ | phiversitatsspital
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COVID-19 pathology: links to several inflammatory cascades

Inflammation:
Endotheliitis

Vasodilation, edema, inflammation:
Diffuse alveolar damage

Platelet activation, procoagulatory pathways:
Capillary congestion, microthrombi/thrombosis
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Cl1g-lgG- dependent
Complement Activation

MBL-IgA- dependent
Complement Activation

CT image University Hospital Basel
C2a, C4a, C3a, C5a
Inflammatory cell recruitment C
Vasedilatation, Inflammation

MASP-Dependent
Thrombin activation - Coagulation

MAC deposition on infected cells
Cell damage = TF Coagulation

Complement system
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Kinin-Kallikrein System

Complement, contact activation

and coagulation system
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