
SFig. 1 C33 increases the expression of AKR1C and NQO1 in Caco2 cells more 

strongly than RSV. Caco2 cells were treated with C33 (1 µM), RSV (5 µM), or tBHQ 

(20 µM) for 24 h. The cell lysates were analyzed by Western immunoblotting with 

antibodies against Nrf2 (A), AKR1C or NQO1 (B). Actin was used as a loading control 

and tBHQ treatment served as a positive control. Upper panel, representative images of 

Western immunoblots. Lower panel, semi-quantitative result of blot. The value from 

cells treated with DMSO (control) was set at 1. Values are mean ± SD (n = 3). *p < 

0.05, **p < 0.01,  compared with cells treated with DMSO with same protein. #p < 

0.05, ##p < 0.01, compared with cells treated with RSV with same protein. 

 

SFig. 2 C33 increases the expression of Nqo1 and Ho-1 in WT but not in Nrf2-/- 

MEFs. Wild-type (WT) and Nrf2-/- mouse embryonic fibroblasts (MEFs) were prepared 

as described previously (Higgins et al., 2009). WT or Nrf2-/- MEFs were exposed to 

C33 (1 µM), RSV (5 µM), or tBHQ (20 µM) for 24 h. The cell lysates were analyzed 

by Western immunoblotting with anti-Nqo1 or anti-Ho-1. Actin was used as a loading 

control. Lower panel, semi-quantitative result of blot. The value for the same protein 

from WT MEFs treated with 0.1% DMSO (control) was set at 1. Values are mean ± SD. 

(n = 3).  *p < 0.05, **p < 0.01, compared with DMSO-treated MEFs with same protein 

and phenotype. ##p < 0.01, compared with RSV-treated MEFs with same protein and 

phenotype. 
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