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Research advances in treatment of mantle cell lymphoma

with bruton tyrosine kinase inhibitor

Summary

Mantle cell lymphoma (MCL) is a rare, aggressive and heterogeneous clinical course of non-

Hodgkin's lymphoma. Although there are some promising treatment modalities, the patients always relapse early af-

ter standard immunochemotherapy regimens and develop resistance to subsequent therapies, and they generally

cannot tolerate intensive approaches due to age or comorbidities. Ibrutinib is an oral active Bruton's tyrosine kinase

(BTK) inhibitor. It inhibits downstream signaling pathways of BTK that appear critical for the proliferation and

survival of MCL. As a single agent,it has shown extremely promising activity in relapsed and refractory MCL pa-

tients with well tolerability and acceptable toxicities,and it is likely to fundamentally change the way we treat this

disease. In this paper,we will review the research advances in treatment of MCL with BTK inhibitor.

Key words mantle cell lymphoma;treatment;Bruton tyrosine kinase inhibitor;ibrutinib
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