Table 1. Overview on recent preclinical and clinical application of CDK inhibitors in hematological malignancies as well as potential
combination partners showing boosted effects.

Study type

CDK Target . . . Synergistic effects in . . .. Ref.
inhibitor structare Entity Main mechanism combination with... pre-clinical clinical
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danusertib, MK-2206
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MM . .
signaling
AML, ALL decreased Rb
1 icli DK4 ’ ! v , 83
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AML - acute myeloid leukemia, ALCL - Anaplastic large cell lymphoma, B-ALL — B- acute lymphoblastic leukemia, BL — burkitt lymphoma, CLL - chronic
lymphoblastic leukemia, CML — chronic myeloid leukemia, DLBCL - Diffuse large B cell lymphoma, FL — follicular lymphoma, MCL - Mantle cell
lymphoma, MDS - Myelodysplastic syndrome, MM — multiple myeloma, NHL — non-Hodgkin lymphoma, Rb - retinoblastoma



