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Figure S1. Overexpression of TXNIP has no changes in ROS production. IMR90 cells were transfected 
with plasmids encoding TXNIP-HA for 48 h. Cells were collected for ROS measurement with a fluorescent 
probe dichlorodihydrofluorescein diacetate (DCFDA). n = 3. n.s. compared to vehicle (V). 

 

Figure S2. Overexpression of TXNIP attenuates TGF-β1-induced phosphorylation of Smad2/3 in A549 
cells. A. A549 cells were transfected with plasmids encoding TXNIP-GFP for 48 h, then treated with TGF-
1 (10 ng/mL) for 30 min. Cell lysates were analyzed for immunoblotting with p-Smad2/3, TXNIP, and -
actin antibodies. B. Intensities of p-Smad2/3 were quantified with Image J software. n = 3. ** p < 0.01, 
compared to TGF-1 alone. Shown were representative blots from three independent experiments. 



 

Figure S3. Downregulation of USP13 reduces TXNIP levels in HEK293 cells. HEK293 cells were 
transfected with control and USP13 siRNA for 72 h. Cell lysates were analyzed by immunoblotting with 
TXNIP, USP13, and GAPDH antibodies. 

 

Figure S4. USP13 inhibitor spautin-1 reduces both levels of TXNIP wild type and S308A mutant. HEK293 
cells were transfected with TXNIP-HA wild type or TXNIP S308A-HA mutant for 48 h, then cells were 
treated with spautin-1 (5 M) for 6 h. Cell lysates were analyzed by immunoblotting with TXNIP and 
GAPDH antibodies. Shown were representative blots from four independent experiments. 


