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The family of cyclin-dependent kinases (CDKs) are serine/threonine protein kinases important for cell cycle control
and/or regulation of transcription. CDK9/CyclinT1 is a key regulator of transcription in eukaryotic cells and has
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(A) Graphical depiction of the active CDK9/Cyclin T1 (P-TEFb) function in RNAP Il mediated transcription elongation.
(B) Graphical representation of pro-tumor signaling events that occur downstream of CDK9/Cyclin T1 activity.
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followed by one month at TuM. MCF7 Palbo-R cells maintain morphology and growth characteristics of parental cells.

FIGURE 7. CHARACTERISTICS OF PALBOCICLIB-RESISTANT CELLS
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Analysis of CDK9i biochemical IC, s was determined using Caliper technology by Nanosyn, Inc.

and a decrease in MCL1, MYC, and Cyclin E protein levels. GAPDH was used as a loading control.

demonstrated an increase in the ratio of Cyclin E to Rb levels in palbociclib-resistant cells.
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acquired resistance to CDK4/6 inhibitors.




