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Spleen tyrosine Kkinase inhibitor fostamatinib in treatment of immune
thrombocytopenia
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Abstract: Fostamatinib is an oral spleen tyrosine kinase inhibitor for the treatment of chronic immune thrombocytopenia developed
by Rigel pharmaceutical company. Based on positive results in the phase clinical trials, the drug was recently approved by the US
FDA in May, 2018 as a treatment for thrombocytopenia in adult patients with chronic ITP who have had an insufficient response to a
previous treatment. In this review, the properties, synthetic route, mechanism, pharmacokinetics, drug interactions, and clinical trials
of fostamatinib were reviewed to provide reference for new drug discovery and clinical application.
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Fig. 1 Structural formula of fostamatinib
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Fig. 2 Synthetic route of fostamatinib
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