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Figure S1. Fluorescence analysis. (A) Fluorescence expression of hybrid cell lines H2 to H6. Scale bare 
= 50 µm. (B) Flow cytometry analysis of CFP (x-axis) and tdTomato (y-axis) fluorescence expression 
in parental and hybrid cell lines. 

 

Figure S2. Genomic analysis of hybrid cells lines at early and late passages shows evolution of 
genomes. (A) Genomic profiling of parental and two hybrid cell lines at different passages. x-axis 
represents chromosome 1 to Y; y-axis represents CNV log(ratio) (upper lane) and allele difference 
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(lower lane). (B) Penetrance plot of CNVs in early (top) and late passage tumors (bottom). x-axis 
represents chromosomes, y-axis represents proportion of tumors harboring chromosomal gains 
(green) and losses (red). 

 
Figure S3. Late passage cell lines developed more tumors than early passage cell lines. (A) Mice with 
tumors developed after 130 days post-injection on total number of mice injected. (B) Tumor free 
survival curve for each hybrid cell lines with tumor development capacity comparing early and late 
passage cell lines. 
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Figure S4. Characterization of hybrid tumors developed in mice. (A) Immunofluorescence (CFP and 
tdTomato) of hybrid tumors. Scale bare = 50 µm. (B) Hematoxylin and eosin staining of hybrid 
tumors. Scale bar = 100 µm. 
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Figure S5. Genomic profiling of EP (left) and LP (right) hybrid tumors. x-axis represents chromosome 
1 to Y; y-axis represents CNV log(ratio) (upper lane) and allele difference (lower lane). 
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Figure S6. Transcriptomic program is remodeled toward oncogenesis. (A) PCA analysis. x-axis 
corresponds to dimension 1; y-axis corresponds to dimension 2. (B) Cluster analysis of Z-score 
expression data (left). Functional enrichment analysis with Gene Ontology (right). 

 
Figure S7. Identification and validation of DMD deletions in hybrid tumors. (A) Smooth signal 
(average log2(ratio)) of array CGH for DMD gene. Left panel corresponds to EP tumors and right 
panel to LP tumors. Blue lines are for tumor with detected DMD deletion by array-CGH, and red lines 
for tumor without DMD deletion observed. (B) Agarose gel (upper panel) and electropherograms 
obtained by Sanger sequencing (lower panel) showing PCR products of fusion points after break 
points in DMD. 
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Figure S8. Signal detection on the whole membrane shown on Figure 6A. Dp427 and Dp71 expression 
in parental and hybrid cell lines. Actin was used as loading control. 
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Figure S9. Detection of Dp427 and other dystrophin isoforms by immunofluorescence analysis. Green 
fluorescence corresponds to Dp427, red to all dystrophin isoform and blue is DAPI to detect nucleus. 
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