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Figure S1. (A) A representative Western blot for AHR and -actin expression in wild-type (WT) control 

CRISPR-Cas9-transduced, or AHR-specific CRISPR-Cas9- transduced Hs578T cells. (B) CYP1B1 

expression, as assayed by qPCR, in wild-type (WT), control CRISPR-Cas9-transduced, or AHR-specific 

CRISPR-Cas9-transduced Hs578T cells treated for 48 h with nothing, DMSO (0.1%) or AHR agonist (0.5 

mM 6-formylindolo[3,2-barvazole (FICZ)). Data are averages from three independent experiments + SE. 

**<0.01. 



 

 
Figure S2.  Hs578T and BP1 cells were transfected with control pcDNA, AHRR control scrambled siRNA, 
or AHR siRNA (siAHR), harvested after 24 h, and plated in triplicate in 96-well plates. Cells were allowed 
to adhere for 20 h prior to the addition of 3H-thymidine. Wells were harvested individually 18 h later and 
the incorporated CPM measured. In each experiment, data were normalized to 3H-thymidine 
incorporation in untransfected cells. Data pooled from 3–4 independent experiments are presented as 
normalized means + SE.  No significant differences in CPM incorporation were seen.  
 
 
 

 
Figure S3. Doxycycline-inducible shAHR decreases AHR expression and activity in Hs578T cells. (A) 

Hs578T cells stably transduced with Doxycycline (Dox)-inducible shAHR were cultured for six days in the 

presence or absence of Dox (1.5 µg/ml). Cells were harvested and cytoplasmic and nuclear cell extracts 

(20 g protein) probed for AHR, β-actin and lamin a/c by immunoblotting. Data are representative of 

three independent experiments. (B) AHR protein bands were normalized to β-actin or lamin a/c. Data 

presented are the mean band densities from three independent experiments + SE, *p < 0.03 as compared 

with the “No Dox” control group. (C) Dox-inducible shAHR-transfected cells were plated in duplicate 

wells and cultured for four days in the presence or absence of Dox. At the end of day 4, cells were 

harvested, counted, and plated in 24-well plates in the presence or absence of Dox and incubated 

overnight. The cells then were transfected with pGudLuc and phRL-TK and incubated for 24 h. Cells were 

harvested and normalized AHR-driven luciferase (AHR) activity assayed as in Figure 1. Data from six 

independent experiments are presented as mean normalized luciferase (AHR) activity + SE, *p < 0.02 

using the Student’s t-test as compared with the “No Dox” control group. 
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Table S1. Genes evaluated by qPCR using the RT21 superarray qPCR kit (SABiosciences) for regulation 

after AHR knockdown with Dox-inducible shAHR RNA. 

 

 
Functional gene grouping  Genes  

Cell adhesion molecules 

Transmembrane molecules: CD44, CDH1, HAS1, ICAM1, ITGA1, ITGA2, 
ITGA3, ITGA4, ITGA5, ITGA6, ITGA7, ITGA8, ITGAL, ITGAM, ITGAV, 
ITGB1, ITGB2, ITGB3, ITGB4, ITGB5, MMP14, MMP15, MMP16, NCAM1, 
PECAM1, SELE, SELL, SELP, SGCE, SPG7, VCAM1.  

 
Cell-cell adhesion: CD44, CDH1, COL11A1, COL14A1, COL6A2, CTNND1, 
ICAM1, ITGA8, VCAM1  

 
Cell-matrix adhesion: ADAMTS13, CD44, ITGA1, ITGA2, ITGA3, ITGA4, 
ITGA5, ITGA6, ITGA7, ITGA8, ITGAL, ITGAM, ITGAV, ITGB1, ITGB2, 
ITGB3, ITGB4, ITGB5, SGCE, SPP1, THBS3  

 

Other adhesion molecules: CNTN1, COL12A1, COL15A1, COL16A1, 
COL5A1, COL6A1, COL7A1, COL8A1, VCAN, CTGF, CTNNA1, CTNNB1, 
CTNND2, FN1, KAL1, LAMA1, LAMA2, LAMA3, LAMB1, LAMB3, LAMC1, 
THBS1, THBS2, CLEC3B, TNC, VTN  

Extracellular matrix  proteins  
Basement membrane constituents: COL4A2, COL7A1, LAMA1, LAMA2, 
LAMA3, LAMB1, LAMB3, LAMC1, SPARC  

 
Collagens and ECM structural constituents:  COL11A1, COL12A1, 
COL14A1, COL15A1, COL16A1, COL1A1, COL4A2, COL5A1, COL6A1, 
COL6A2, COL7A1, COL8A1, FN1, KAL1.  

 
ECM proteases: ADAMTS1, ADAMTS13, ADAMTS8, MMP1, MMP10, 
MMP11, MMP12, MMP13, MMP14, MMP15, MMP16, MMP2, MMP3, 
MMP7, MMP8, MMP9, SPG7, TIMP1.  

 ECM protease inhibitors: COL7A1, KAL1, THBS1, TIMP1, TIMP2, TIMP3.  

 
Other ECM molecules: VCAN, CTGF, ECM1, HAS1, SPP1, TGFBI, THBS2, 
THBS3, CLEC3B, TNC, VTN.  


