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Supplementary figure S1. The expression of WBSCR22 at both protein and gene levels in human 

CRC cell lines with different oxaliplatin sensitivity. (A) Western blot of the endogenous WBSCR22 

protein in CRC cells. (B) RT-qPCR analysis of WBSCR22 gene in CRC cells. (C) Proliferation of 

various CRC cells in the presence of oxaliplatin. All results were representative of three independent 

experiments and the data were expressed as the mean ± SD.  

 

 

Supplementary figure S2. Knockdown of WBSCR22 in Caco-2 cells by shRNA2. (A) Western blot 

analysis of WBSCR22 protein in WT, shCon, and shRNA2 treated Caco-2 cells. (B) RT-qPCR analysis 

of WBSCR22 mRNA expression. **p < 0.01 (shRNA2 v.s. either WT or shCon). (C) Proliferation of the 

shCon and shRNA2 treated cells in the presence of oxaliplatin. All results were representative of three 

independent experiments and the data were expressed as the mean ± SD. 

 



 

Supplementary figure S3. WBSCR22 knockdown increased oxaliplatin-induced ROS generation in 

CRC cells. HT-29, Caco-2 and RKO cells were treated with oxaliplatin at the indicated concentrations 

for 1 hour. Intracellular DCFH fluorescence images were captured by a fluorescence microscope.  

 

 

 

 

 

 

 

 



 

Fig. 2A HT-29 

 

 

Fig. 2A Caco-2 

 

 

Fig. 2A RKO 
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Fig. 4A 

 

 

Fig. 4C  

 

 
Fig. 5C HT-29 

 

 

Fig. 5C Caco-2 

 



 

Fig. 5C RKO 
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