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Figure S1. Consequences of Aurora-A genetic ablation in mouse fibroblasts. (A) 

Experimental protocol followed in the study of mouse embryonic fibroblasts (MEFs) defective 

for Aurora-A. Primary MEFs were synchronized by serum starvation during 72 hours. 48 hours 

before serum re-addition (time zero) 4-OHT was added to the cultured cells. Cells were 

harvested for analysis at the indicated times. (B) Aurora-A conditional cells treated with 4-OHT 

lack their lox alleles. Specific PCRs were performed to amplify Aurkalox, Aurkawt and AurkaΔ 

alleles. Panels show PCR bands detected for different genotypes. (C) Aurora-A conditional 

MEFs infected with Adeno-cre virus show a reduction of Aurka protein levels and activity. 

Lysates were obtained 31h after serum re-addition. Aurka activity was established by the 

detection of T210-Plk1 phosphorylation. (D) Detection of P-H3 in Aurkalox/lox; RERTert/erx MEFs 

treated and non-treated with 4-OHT. Histogram shows the percentage of positive cells in both 

cell groups at the indicated times. Forty eight hours after serum stimulation we could detect a 

high number of P-H3+ cells, which is consistent with a first event of mitotic arrest. The 

percentage of P-H3+ cells decreases in Aurora-A null MEFs and one week later no P-H3+ cell 

was detected in Aurkalox/lox MEFs treated with 4-OHT suggesting that these cells were not able 

to proliferate anymore.  

 

Figure S2. Mitotic and post-mitotic abnormalities induced by the lack of Aurora-A in 

mouse fibroblasts and tumors. (A) Representative alterations found during mitosis in Aurora-

A null mouse fibroblasts. Cells stably expressing H2B-EGFP were synchronized as shown in 

Fig S1 and infected with Adeno-Cre or Adeno-Flp viruses 48 h before serum re-addition. 

Images were collected every 10 minutes considering time zero as the first frame showing 

condensed DNA. Pictures are representative of the mitotic phenotypes observed in control and 

Aurora-A defective MEFs. (B) Representative DNA abnormalities associated with non-dividing 

Aurora-A null cells. Giant nuclei, micronueli, lobulated nuclei are only found among the 

Aurora-A null cells. Images were acquired 5 days after serum re-addition. (C) Representative 

mitotic abnormalities (including monopolar spindles and lagging chromosomes) detected in 

PyVT-induced mammary tumors when Aurora-A is eliminated upon tamoxifen treatment. Scale 

bar, 100μm. 

 



Figure S3. In vivo consequences of Aurora-A ablation. Representative images of the 

abnormalities detected in thymus and intestine upon Aurora-A depletion. Scale bars are 200 μm.  

 

Figure  S4. Proliferation markers are reduced in low proliferative tissues of Aurora-A 

deficient mice. Micrographs show KI67signal in control (+/+) and Aurora-A null (Δ/Δ) tissues. 

Arrows indicate the KI67+ cells. Bar graphs show the quantification of KI67+ cells in both 

groups (n=3;  *, P<0.05; ** P<0.01; ***, P<0.001). 

 

Figure S5. Characterization of Aurora-A null skin. Significant increased levels of p53, P-H3, 

and mitotic cells were detected in the skin of Aurora-A null mice. A significant increase in the 

nuclear volume was also characteristic of the Aurora-A depleted skin. Scale bars, 20μm. (n=3; 

*, P<0.05; ***, P<0.001).  

 

Figure S6. Abnormal differentiation in Aurora-A null cancer cells. Differentiation markers 

(loricrin, involucrin, p63 and cK8) accumulate in Aurora-A null papillomas (A) and mammary 

gland tumors (B). Scale bar, 100μm. 

 

Figure S7. A low proliferation rate and an increase in nuclear volume are induced in 

tumors upon Aurora-A genetic ablation. (A) Aurora-A null, PyVT-induced mammary tumors 

are characterized by a significant reduction of the proliferative markers (Ki67) without an 

increase in the apoptotic (C3A) or senescent (SA-βgal associated activity) markers. Scale bar, 

100μm. (B) Cells from DMBA plus TPA, induced, skin tumors show a significant bigger nuclei 

when Aurora-A is eliminated upon tamoxifen treatment.  Three mice of each group were 

compared using a 2-way ANOVA test (***, P<0.001). 

 

 


