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A novel phosphatidylinositol-3-kinase & inhibitor idelalisib
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Abstract: Phosphatidyl inositol 3 kinase (PI3K) is an intracellular phosphatidyl inositol kinase, and the leukaemia drug idelalisib
which is developped by Gilead is the first oral PI3K selective inhibitor. Compared with a, 3, and y subunits, it plays a highly selective
role in the & subunit. idelalisib can block PI3Kd - Akt signaling pathways and promote cell death. Therefore idelalisib can cure
indolent non-hodgkin lymphoma (iNHL) effectively. Studies have shown that idelalisib can significantly increase the cell apoptosis
of B cell acute lymphoblastic leukemia (B-ALL) and chronic lymphocytic leukemia (CLL), and it has no significant increase in the
normal T cell apoptosis. And it shows a good prospect in a series of clinical studies with good safety and tolerability.
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