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The coagulation system evolved as an effector
pathway of the immune response:
laying down fibrin around bacteria to physically entrap them
& prevent their dissemination

Thus the end point of inflammation is thrombosis 
e.g Behcets disease, vasculitis
…and anticoagulants do not improve outcome in these states 
Instead we treat the inflammatory process 

Hypoxia → hypoxia- inducible transcription factors which 
leads to  a prothrombotic state (affect tissue factor & PAI-1 genes) 

A reminder of concepts around haemostasis in sepsis,  inflammation & 
hypoxia
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Does a pre-existing inflammatory state
make COVID-19 pneumonia more likely?
e.g atherosclerosis, diabetes, obesity ?
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Hypertrophic adipocytes (like atherosclerosis & diabetes) induce an 
inflammatory state

Obesity is common: BMI > 25 in 75% of UK patients with severe COVID-19 infection
(Source @ICNARC) 
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This is not DIC! PT & APTT are near normal, platelet counts high normal 



Lung thromboembolism in COVID-19 pneumonia
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