
Supplementary Figure Legends 

Suppl. Fig. 1. Identification of PPP2R1A as a sensitizing target through an siRNA library 
screen. A, Schematic for siRNA library screen. Additional details may be found in Materials and 
Methods. B, The top 15 confirmed hits rank-ordered by RER. C, Data are the mean RER (4 Gy) 
± SD of duplicate wells (left) or are the viability in wells treated with siRNA only (no 
gemcitabine/IR; right).  

Suppl. Fig. 2. PPP2R1A depletion causes an increase in pHistone H3 (Ser10) positive cells. 
MiaPaCa-2 cells were transfected with si-NS or si-PPP2R1A and 72 hours later treated with 
radiation (IR; 7.5 Gy). Cell were fixed at various time points post-IR, stained with propidium 
iodide and the mitotic marker pHistone H3 (Ser10), and subjected to flow cytometric analysis. A, 
Data are representative (A) or are the mean percentage of pHistone H3 positive cells ± SD of n = 
2 independent experiments. 

Suppl. Fig. 3. LB100 decreases cell survival in a concentration dependent manner. A, 
Structure of LB100. B, cells were seeded in 60-well plates in triplicate and treated with various 
concentrations of LB100, as indicated. Forty-eight hours later, LB100 was washed out and the 
cells were grown in LB100-free medium for an additional 5 to 7 days. Surviving colonies were 
assessed. Data were normalized to the plating efficiency of control cells and are the mean 
surviving fraction ± SD of n = 2 independent experiments.  

Suppl. Fig. 4.  LB100 produces minimal radiosensitization in normal cells. CCL-241 normal, 
human small intestinal epithelial cells were seeded in 60-mm dishes in triplicate and treated with 
1 or 3 μmol/L LB100 and radiation as indicated. Clonogenic survival was assessed. Plot is 
representative and values are the  mean ± SD of  n = 2 independent experiments. 

Suppl. Fig. 5.  LB100 causes an increase in pHistone H3 positive cells. Cells were treated for 
2 h pre- and 8-24 h post-IR (7.5 Gy). At the end of drug exposure, cells were harvested, fixed 
and stained with propidium iodide and for the mitotic marker pHistone H3 (Ser10). The 
percentage of pHistone H3 positive cells was quantitated as previously described (29). Data 
presented are the mean percentage of pHistone H3 positive cells ± SE (n = 3).    

Suppl. Fig. 6. LB100 leads to persistent radiation-induced DNA damage. Cells were treated with 
LB100 (1 and 3 μmol/L, MiaPaCa-2 and Panc-1, respectively) for 2 hours pre- and 24 hours post-IR (4 
Gy). At the end of drug exposure, cells were fixed, and then subjected to immunofluorescence staining 
with DAPI and for γH2AX. Representative images are shown. Cells with more than 10 foci were scored 
as positive and plotted data are the mean ± SE of n = 7 - 9 fields. 
 
Suppl. Fig. 7. LB100 leads to persistent radiation-induced DNA damage. Cells were treated with 
LB100 (1 and 3 μmol/L, MiaPaCa-2 and Panc-1, respectively) for 2 hours pre- and 24 hours post-IR (4 
Gy). At the end of drug exposure, cells were fixed, and then subjected to immunofluorescence staining 
with DAPI and for 53BP1. Representative images are shown. Cells with more than 10 foci were scored as 
positive and plotted data are the mean ± SE of n = 5 – 7 fields obtained from 2 independent experiments. 



 

Suppl. Fig. 8. LB100 plus radiation produces minimal weight loss. Weight loss associated 
with the tumor growth experiment presented in Fig. 6 is shown. Body weights are normalized to 
the weight on the first day of treatment. Data are the mean ± of n = 6 – 8 mice per treatment 
condition.  

  

 

 

 

 

 


