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[ Abstract] Acalabrutinib is a highly selective Brutons tyrosine kinase (BTK) inhibitor. It has been approved by FDA in October 2017, which is
indicated for the treatment of adult patients with mantle cell lymphoma (MCL) who have received at least one course of chemotherapy previously. In

this paper, the clinical pharmacology, pharmacokinetics, drug interactions, clinical evaluation, safety and applications of acalabrutinib are summarized

for the purpose of providing reference for clinical treatment.
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