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Biological agents in adult chronic primary immune thrombocytopenia

XU Hong-ming, FENG Jin-shan’ (Institute of Hematology, Guangdong Medical University, Zhanjiang 524023, China)

Abstract: Primary immune thrombocytopenia (ITP) is generally treated with first-line therapy such as glucocorticoids
and/or intravenous immunoglobulin. However, second-line or advanced drug therapies including thrombopoietin receptor
agonists, rituximab or combination therapy are necessary for some patients with chronic ITP. It has been found that new
drugs such as fostamatinib, neonatal Fc receptor (FcRn) inhibitors and new generation thrombopoietin receptor agonists may
be effective in adult chronic ITP.This paper reviews the application of biologics in adult chronic ITP.
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