Immune Thrombocytopenia (ITP):
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Introduction

1

Immune thrombocytopenia (ITP) is an autoimmune disorder that causes a
significant reduction in peripheral blood platelet count.

Selection of Trials

we searched Clinicaltrials.gov from inception to September 21, 2023 to retrieved clinical trials.
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The trends of different treatment approaches trials in ITP patients.

4 Conclusion

Looking at the trend of clinical trials on ITP treatment strategies, it seems that new
agents that target plasma cells, BTK, FcRn, platelet desialylation, splenic
tyrosine Kinase, and classical complement pathway are open new ways to the
treatment of ITP.

Indeed, these drugs offer original mechanisms of action, which will soon be
available for ITP treatment and revolutionize its management. As therapeutic
options continue to expand, new questions have emerged regarding the placement
of drugs in the management algorithms, the potential for synergistic combinations,
and long-term safety considerations. It's worth noting that currently, treatment for
ITP often involves a trial-and-error process, where various treatments are
attempted until one is found to be effective.
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