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Objectives
Novel approaches to 
ITP treatment

Demystifying HIT

New strategies in TTP



NOVEL APPROACHES TO ITP TREATMENT



ITP Biology with Regard to Therapeutics



New data on the burden of ITP









Switching from Eltrombopag/Romiplostim to Avatrombopag



Novel non-TPO-RA agents



Rilzabrutinib



LUNA 3



LUNA 3



Tapering TPO-RA



STOP & GO : 
RFS after discontinuing TPO-RA in chronic ITP

 Prospective, multicenter 

study 

 French ITP reference center 

network

 Persistent or chronic ITP & 

had achieved a platelet 

count >100 × 109/L for at 

least 2 months on

 Either eltrombopag or 

romiplostim. After



NEW STRATEGY IN TTP





Thrombotic Thrombocytopenic Purpura



Risk Assessment Tools



TTP Burden REVOLUTIONIZED

 TTP was formerly associated with a poor prognosis, with a 
mortality rate > 90% in untreated patients

 Survival rate to approximately 80%

High levels of serum creatinine and ADAMTS13 inhibitor titers of 
≥2 BU/mL are poor prognostic factors in patients with ADAMTS13 
activities < 10%

Cardiovascular death



Algorithmic Approach 



Treatment 

 Plasma exchange is the only historically accepted 
treatment modality for iTTP

 The FFP volume is 1.0–1.5times the patient’s 
circulating plasma volume

 ADAMTS13 supplementation

 Removal of ADAMTS13 inhibitors

 Elimination of UL-VWFMs unsusceptible to 
proteolytic cleavage

 Corticosteroids are expected to suppress 
autoantibody production.

 Caplacizumab significantly reduced the time 
to platelet count normalization when 
administered concomitantly with plasma 
exchange and corticosteroid therapy.



Caplacizumab



Caplacizumab therapy

Caplacizumab 10 mg first day, intravenously

15 min before the start of plasma exchange

Second dose 10 mg subcutaneously after the end of the plasma exchange

 10 mg subcutaneously after each daily plasma exchange

 Once-daily 10-mg doses subcutaneously for 30 days

 If ADAMTS13 activity remains < 10% after the 30 days, caplacizumab
may be continued for an additional 28 days

 Should be discontinued immediately if ADAMTS13 activity ≥10% and 
TTP is ruled out



DEMYSTIFYING HIT



Anti-PF4 Antibodies 

 Type 1: nonpathogenic, non-platelet activating

 Type 2: heparin dependent, platelet activating

 Type 3: heparin independent, platelet activating

cHIT

aHIT .VITT



HIT Mechanism 





Diagnostic antibodies 



Mechanism & Therapeutic approach




