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Supplementary Figures. 

Supplementary Figure. S1 

 

 

 

 

 

 

 

 

 

 

 

 

Comparison of PrdxV expression between PrdxV
wt

 and PrdxV
si 

mouse kidney. (a) Total protein level of 

PrdxV were assessed by western blotting. GAPDH was used as an internal control. Bar graphs show the 

mean PrdxV protein/GAPDH expression as measured by densitometry. p < 0.05; PrdxV
wt

 vs. PrdxV
si
. 

(b) Light micrographs illustrating immunostaining of PrdxV of PrdxV
wt

 and PrdxV
si
 kidney. 

Immunolabeling is present from cortex to inner medullar. Image was magnified at x4, Bar = 200 μm. (c-

f) Tubule specific expression of PrdxV (Red) were assessed by tubule markers (Green), AQP1, THP, 

Calbindin D28K, and AQP2, using immunofluorescence. Nucleus was stained with DAPI.   Image was 

magnified at x400. 



Supplementary Figure. S2 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Canonical TGF-β signaling pathway in UUO-induced PrdxV
si
 mouse kidney. To verify the involvement 

of the canonical TGF-β signaling pathway in renal fibrosis aggravated by knockdown of PrdxV, the 

expression levels and activation levels of major TGF-β/Smad signaling molecules were assessed by 

western blotting (a). GAPDH was used as an internal control. (b-e) Bar graphs show the mean target 

protein/GAPDH expression as measured by densitometry (a; TGFβRI, c; TGFβRI, d; Phospho-Smad2/3, 

e; Total-Smad2/3).  



Uncropped western blotting data 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



                                  

                                                                                                                           

                                                                               

                                                                            

                                                                                

                                                                                     

                                                                                          

                                                                                         

                                                                                               

 



 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

 

 

 

 

 

 

 

 

 

 

 


