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Supplemental Information 

Supplemental Figures: 

 

     

Figure S1, Generation of SRPK1 conditional knockout mice, Related to Figure 1 

A. Schematic presentation of the mouse SRPK1 gene and the targeting strategy. 

B. Southern blot analysis of targeted ES cells, confirming site-specific integration of the 

targeting construct by using 5’ and 3’ probes outside the targeting fragments.  

C. PCR genotyping of germ line transmitted mice.  Locations of specific primers are indicated 

on the diagram above. 
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Figure S2, Immortalization of SRPK1 conditional knockout MEFs with p53 RNAi, 

Related to Figure 2 

Wild type and SRPK1-/- MEFs were immortalized with p53 RNAi. Cell growth was 

monitored by the MTT assay based on absorbance at 590nm.  SRPK1 deletion retarded cell 

growth and immortalization by p53 RNAi prevented such effect. Data are shown as mean 

±SD. 
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Figure S3, Phosphoproteomic analysis of SRPK1-deleted MEFs by SILAC, Related to 

Figure 3 

A. Activation of multiple components in the Akt pathway scored from two independent 

SILAC experiments.  

B. The phosphorylation status of representative components in the MAPK pathway. 
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Figure S4, Expression of SRPK1 in normal and cancer tissues in humans, Related to 

Figure 7 

A and B. Boxplots of β-actin and SRPK1 expression in different normal human tissues (data 

extracted from GSE7307).   The expression of SRPK1 is more tightly controlled than β-actin 

in normal human tissues. 

C and D. Boxplots of β-actin and SRPK1 expression in different human cancers (data 

extracted from GSE2109).  SRPK1 expression is highly variable in different human cancers.  

Y-axis shows normalized probeset signals from the Affymetrix U133 plus 2.0 arrays.  Each 

tissue/cancer group is required to have at least 5 samples. 




