














Table S1:  Dinaciclib-Mediated Sensitization of TNBC Cell Lines to Veliparib 

(Related to Figures 3 and 5) 

 

Cell Line IC50 veliparib (µM) 
(– dinaciclib) 

IC50 veliparib (µM) 
(+ dinaciclib) 

BRCA1 Wild Type/HR-Proficient 
MDA-MB-468 71.5 5.7 

HS578T 102.2 9.9 
HCC38 274.5 57.8 
BT549 56.7 15.8 
BT20 364.6 139.9 

MDA-MB-231 208.1 84.0 
BRCA1-mutated/Acquired PARP Inhibitor Resistance 

MDA-MB-436-RR 201.2 37.5 
BRCA1-mutated/Primary PARP Inhibitor Resistance 

SUM149PT 51.5 15.9 
HCC1937 125.3 43.1 

 



Supplemental Experimental Procedures 
 
Assay for Homologous Recombination proficiency.   U2OS pDR-GFP cells (provided by 
Maria Jasin, Memorial Sloan Kettering Cancer Center) were transfected with an I-SceI cutting 
enzyme in the presence of vehicle or 15 nM dinaciclib, trypsinized, washed in PBS and analyzed 
for GFP expression by flow cytometry (Pierce et al., 1999) using FloJo software.   
 
CRISPR/CAS9 targeting.   Lenti-CRISPR/Cas9 vectors targeting CDK12 and CDK9 were 
provided by Jean Zhao, Dana-Farber Cancer Institute.  Viral infection was carried out as 
previously described (Wang et al., 2015). 
 
Immunohistochemical Staining.  Formalin-fixed, paraffin-embedded sections of harvested 
xenografts were stained with antibodies recognizing Ki-67 (MIB-1, Dako), geminin (Protein 
Tech Group, 10802-1-AP), Aurora B (Abcam ab45145) and phospho-RB [pT356] (Invitrogen 
44-578).  Staining was scored manually or quantified using Aperio image analysis. 
 
Assay for Nucleotide Excision Repair (NER) proficiency.    Monitoring of NER was 
performed as previously described (Dreze et al., 2014).   Briefly, growing cells were left intact or 
irradiated with 15J/m2 UV-C and returned to the incubator for 5 or 120 min. The cells were then 
fixed with -20C methanol for 20 minutes. After rehydration the cells were stained for (6-
4)photoproducts using the DDB2 proteo-probe. The DDB2 proteo-probe fluorescent staining was 
imaged using a Zeiss automated microscope platform. Images were analyzed and quantified 
using the CellProfiler software. Graphs show the ratio of DDB2 staining measured between 5 
and 120 min after subtraction of the background found in intact cells. 
 
BH3 Profiling Assay.   BH3 profiling was performed as previously described (Ni et al., 2011; 
Sarosiek et al., 2013).   15 µL of BH3 peptides or recombinant proteins and 5 mM succinate was 
deposited into each well in a 384-well plate, to which permeabilized cells were added.  After 
agitation inside the plate reader, fluorescence at 590 nM was measured every 5 min at room 
temperature.    Peptide treatments that were used corresponded to the BH3 domains of the BCL-2 
family proteins, and their respective sequences are as follows:   
BIM: MRPEIWIAQELRRIGDEFNA; BID: EDIIRNIARHLAQVGDSMDR (New England 
Peptide, Gardner MA).  Relative mitochondrial depolarization was defined as the magnitude of 
mitochondrial depolarization resulting from BH3 peptide treatment as compared to DMSO and 
positive control FCCP (p-trifluoromethoxy carbonyl cyanide phenyl hydrazone) (Sigma-
Aldrich). The percentage of mitochondrial depolarization was calculated by comparing the JC1 
signal (mitochondrial polarization) in cell lines treated with each peptide or protein concentration 
in the following manner: % Mitochondrial Depolarization = [R(t) - F(t)] / [R(t) – FCCP(t)] * 
100,  where R(t) is the fluorescence value in the reference sample (DMSO), F(t) is the 
fluorescence value in the test sample (peptide or protein) and FCCP(t) is the fluorescence value 
in the positive control sample (FCCP) at a time (t) and averaged over the dynamic portion of 
depolarization curves. 
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