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Adverse events of ibrutinib and corresponding management

Summary The B cell receptor (BCR) signaling pathway plays an important role in the development, prolifer-

ation and survival of B cell tumors. Inhibition of Bruton tyrosine kinase (BTK) ,an essential component of the BCR

signaling pathway,can block the conduction of BCR signaling pathway. thereby causing apoptosis of malignant B

cells and inhibiting their proliferation, migration and adhesion. Ibrutinib is an irreversible BTK inhibitor and is

widely used in hematologic malignancies. Although it is well tolerated., there are still some adverse events to be vig-

ilant. Common adverse events including diarrhea, hemorrhage,atrial fibrillation, infection and hematological toxicity

are mainly grade 1-2,most of which can be treated symptomatically. However,in severe cases reduction and discon-

tinuation are needed. With the widespread use of ibrutinib,a deeper understanding of its adverse events will help

clinicians better apply this drug. This article reviews the adverse events and corresponding management of ibruti-

nib.
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