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Supplemental Figure legends 

 

Figure S1.- B-cell specific deletion of PARP-2 in a PARP-1-deficient background 

results in defective lymph nodes B cells. Flow cytometry analysis of lymph nodes 

from 8 to 10-weeks old mice of the indicated genotype. (A) Representative dot-plots 

showing lymph node cells analyzed for the expression of the indicated markers. 

Percentage of cells in the individual subpopulations with regard to each gate is indicated 

in each quadrant. (B) Bars represent the percentage of lymph node B lymphocytes for 

the indicated genotype. Values represent the mean ± SEM of at least 4 mice of each 

genotype. *P < 0.05. 

 

Figure S2.- Effectiveness of PARP-2 deletion in marginal zone and follicular  B 

cells from Cd19-cre;Parp-2
f/f 

mice. PCR analysis from genomic DNA in sorted T 

cells, marginal zone (MZ) and follicular (FO) splenic cells from mice of the indicated 

genotypes.  

 

Figure S3. Parp2 genotyping of v-abl pro-B cell lines 

 
 

Figure S4. Igk rearrangements in v-abl pro-B cell lines. PCR analysis of Vk6-23/Jk1 

coding joints (upper panel) and Vk10-95/Jk4 coding joints (middle panel) from 

indicated v-abl abl pro-B cell lines untreated (-) and treated for 72h (+) with ABLki. Il-2 

gene PCR (bottom panel) was used as a loading control. 



Figure S5.- 53BP1 DNA damage response foci in v-abl pro-B-cell lines. (A) 

Representative 3D projections of 53BP1 immuno-staining conducted on ABLki-treated 

v-abl pro–B-cells. Nuclei were stained with anti-53BP1 antibody (green) and DAPI.  

Cells were imaged in 3D (9 Z stacks of 0.5 µm) using a Zeiss AxioImager Z2 

microscope (x40 objective) and the Metacyte automated capture system (Metasystems), 

(B) Percentage of v-abl pro–B-cells of the indicated genotype harboring 1 or 2 53BP1 

foci 65h post-ABLki treatment (See Table S3 for details).  

 

Figure S6.- PARP-1/PARP-2 doubly deficiency in B-cells did not alter basal 

immunoglobulin levels. Total levels of IgM, IgG1, IgG2a, IgG2b and IgG3 were 

assessed in the sera of 6-8-weeks old mice of the indicated genotypes by ELISA.  Dots 

represent individual mice and horizontal lines represent median values. 

 

Figure S7.- PARP-1/PARP-2 doubly deficiency in B-cells did not alter the 

percentage of germinal center B cells in Peyer´s patches. (A) Representative dot-

plots of B220
+
 B lymphocytes in Peyer´s patches isolated from 10-12 weeks-old mice of 

the indicated genotypes. Percentage of Germinal centres (GC) B cells (GL7
+
CD95

+
) 

cells is indicated. (B) Graph showing the percentage of GC in Peyer´s patches. Values 

represent the mean ± SEM of 5 mice of each genotype. 

 

Supplemental Table legends 

 

Table S1.- Renewal and production rates of bone marrow B cell subsets 

determined by in vivo BrdU labeling. The percentage of BrdU-labeled bone marrow 

B cell subsets was determined by flow cytometry and the number of BrdU-labeled cells 

was calculated by multiplying the percentage BrdU
+
-cells of each population by the 

total number of cells in that population. The regression coefficients of proportional and 

absolute BrdU labeling versus time provide estimations of renewal and production, 

respectively. *P < 0.05; **P < 0.001. 

 

Table S2.- List and origin of v-abl pro-B-cell lines 

 

Table S3.- 53BP1 DNA damage response foci after RAG induction. Number and 

percentage of v-abl pro-B-cells harboring 0, 1, 2 or >2 53BP1 foci 65 hours after ABLki 



treatment.  

 

Table S4. Genomic instability at the Igk locus in v-abl pro-B-cells. Number and 

percentage of aberrant metaphases harboring chromosome breaks and/or translocations 

involving the Igk locus from untreated and ABLki-treated and released (shown in 

Figure 3E and F) v-abl pro-B-cell lines of the indicated genotypes are indicated. DNA 

FISH experiments were perfomed using probes centromeric (Igk V) and telomeric (Igk 

C) to the Igk locus plus specific paint for chromosome 6.  
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