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Ibrutinib: a novel Bruton’s tyrosine kinase inhibitor
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Abstract: Ibrutinib, as a Bruton’s tyrosine kinase (BTK) inhibitor, is indicated for the treatment of the patients with mantle cell
lymphoma (MCL) and chronic lymphocytic leukaemia (CLL). MCL and CLL are difficult to cure and easy to recurrent, which belong
to the group of B-cell non-Hodgkin lymphomas (NHL). Chemoimmunotherapy, which commonly applied in clinical, could not realize
the targeted therapy, accompanied by adverse reaction of Grade 3 or 4. Ibrutinib could bind to BTK needed by the formation,
differenciation, inform translation and survival by lymphocyte B and irreversibly inhibit BTK activity, thereby preventing both B-cell
activation and B-cell-mediated signaling. This leads to an inhibition of the proliferation and survival of tumor cells. Ibrutinib is
absorbed after oral administration with a median 7}, of 1 to 2 h and the most commonly occurring adverse reactions are Grade 1 or 2.
Therefore, Ibrutinib has a potential as a novel drug for treating CLL and MCL.
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