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Single-agent Ibrutinib in the treatment of relapsed and refractory B cell

lymphoma : three cases report and literature review

Summary Bruton's tyrosine kinase (BTK) ,an important mediator of the BCR signal pathway, plays an impor-

tant role in the formation of B-cell lymphoma. Ibrutinib is an oral active BTK inhibitor that effectively inhibits the

malignant proliferation and induces apoptosis of B cells. As a single agent,it has shown extremely promising activi-

ty in relapsed and refractory B-cell lymphoma patients with well tolerability and acceptable toxicities. In our depart-

ment,3 patients with relapsed and refractory B-cell lymphoma received single-agent Ibrutinib achieved remission in

short time.
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