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Non survivor 
(n=54)

Survivor (n=137)

Lymphocytes < 
0.8x109/L

41 976%) 36 (26%) <0.0001

Platelet count 
<100x109/L

1 (20%) 2 (1%) <0.0001

LDH (IU) 521 (98%) 253 (54%) <0.0001

Troponin I (> 28 
pg/ml)

46% 1% <0.0001

Prothrombin time 
(>16s)

13% 3% -

Serum ferritin ug/L 1435 (96%) 503 (71%) 0.0008

IL-6 pg/ml 11 (7-14.5) 6.3 (5.0-7.9) <0.0001

D Dimer >1 ug/ml 81% 24% <0.0001











COVID-19 coagulopathy: summary

• Signs of coagulation activation mimicking DIC, but 
different from ‘usual’ sepsis-related DIC

– Less prominent thrombocytopenia

– Less consumption of coagulation proteins

• Clinical and pathological signs of thrombotic 
microangiopathy

– vWF multimers and ADAMTS13 ?

• Prominent increase in D-dimer with predictive 
value for adverse outcome
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Plasminogen activator-driven  pathways determine 
activation of the plasminogen-plasmin system and            
are an important factor in lethality
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Figure 1: Images in a 57-year-old man with COVID-19 pneumonia. A, Axial unenhanced chest CT scan obtained on day 10 after the onset of symptoms 

shows bilateral areas of peripheral ground-glass opacities. B, Coronal thick maximum intensity projection slab of CT pulmonary angiography 

demonstrates multiple bilateral filling defects (white arrows) involving lobar, segmental, and subsegmental branches of the pulmonary artery.
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Conclusion

• Severe COVID-19 infection is associated with a 
coagulopathy with features of both DIC and 
thrombotic microangiopathy

• Coagulopathy is at least a marker of adverse 
outcome

• Severe COVID-19 seems to result in a pro-
hemostatic state with possible consequences for 
the incidence of venous thromboembolism


