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Figure 12. Cyclin D1 inhibitor shows combination benefit with Palbociclib in a cyclin D1
translocated MCL tumor model

Figure 8. Cyclin D1 inhibitors selectively inhibit cell proliferation in D1-dependent breast

and hematologic tumor cell lines
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Figure 13. Cyclin D1 inhibitor shows combination benefit with Atirmociclib and Fulvestrant
in a cyclin D1 amplified ER* breast cancer tumor model
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Figure 5. Cyclin D1 inhibitors prevent Rb phosphorylation in MCL cell lines harboring the
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