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Evaluation of plasmin generation in severe haemophilia A patients treated with novel therapies

Introduction
Hyperfibrinolysis has been reported to contribute to bleeding in severe haemophilia A (SHA)23. The impact of novel therapeutics for the treatment of HA on fibrinolysis is not known. Measuring plasmin generation (PG) may
orovide information on the effect of novel therapies on fibrinolysis.
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(created with BioRender.com). (PG: plasmin generation: rtPA: recombinant tissue plasmin potential; FVII:C: Factor VIII activity; HV: Healthy volunteers; TtPeak: Time to tibrinolysis. rFVIII-EHL enhanced EPP and peak whereas FVIII -bsAb
plasminogen activator). peak) suppressed PG kinetics in SHA patients.
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