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Copanlisib as a novel drug treating follicular lymphoma
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Abstract: Follicular lymphoma is a common malignant hematonosis with comparatively high morbidity, which is linked closely with
dysregulated phosphatidylinositol 3-kinases (PI3Ks) signal pathway. Copanlisib developed by Bayer Group is an orphan drug
treating follicular lymphoma as well as the world’s first pan-class I PI3Ks inhibitor featuring the high selectivity. It demonstrated a
potent activity for the treatment of adult patients with relapsed follicular lymphoma. Clinical trials have demonstrated its efficacy and

safety, and the U.S. Food and Drug Administration (FDA) officially approved its clinical application in September 2017. In the

article, authors mainly described its pharmacodynamics, pharmacokinetics, clinical trials, and safety.
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Fig.1 Chemical structure of Copanlisib
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