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[ Abstract] Ibrutinib (trade name Imbruvica) is the first oral irreversible inhibitors of Bruton tyrosine kinase (BTK) developed
by Pharmacyclics and Johnson. Until January 2015, It has been approved for the treatment of four kinds of B-cell lymphomas by FDA.
Ibrutinib plays a significant effect by inhibiting BTK activity irreversibly, and is thought to be a breakthrough for the treatment of MCL and
even expected to turn the CLL from a potential death into a manageable chronic disease. The development process, properties, mechanism,
pharmacokinetics, pharmacodynamics, clinical trials and applications of Ibrutinib was reviewed in this article.
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