
1 
 

Figure S1 Cytokines Array map (A). Images of the chemiluminescence signals on membranes (B)  

A 

 

B  
 1 2 3 4 5 

 
 
 
 

 

 

 6 7 8 9 10 
 

 
 
 

 
 

1. Uncultured medium sample as negative control. 
2. Supernatant of LC5 cells monoculture. 
3. Supernatant of Capan-1 monoculture. 
4. Supernatant of PL-45 monoculture. 
5. Supernatant of Capan-1 and LC5 direct co-culture. 
6. Supernatant of PL45 and LC5 direct co-culture. 
7. Supernatant of LC5 cells cultured with Capan-1 conditioned medium. 
8. Supernatant of LC5 cells cultured with PL-45 conditioned medium. 
9. Supernatant of Capan-1 cells cultured with LC5 conditioned medium. 
10. Supernatant of PL-45 cells cultured with LC5 conditioned medium. 
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Table S1. Differential characteristics between tumor cell lines included in the study 

 Capan-1 PL-45 References 

Tissue Pancreas; derived 

from metastatic site 

(liver) 

Pancreatic 

adenocarcinoma 

(primary tumor) 

https://www.lgcstandards-

atcc.org/products/all/HTB-

79.aspx?geo_country=es#  

https://www.lgcstandards-

atcc.org/products/all/CRL-

2558.aspx?geo_country=es#characteristics  

K-RAS Mutation Mutation Berrozpe et al. 1994 

Jaffee et al. 1998 

Kita et al. 1999 

Butz et al. 2003 

Li et al. 2010 

CDKN2A/p16 Homozygous 

deletion 

Promoter methylation Caldas et al. 1994 

Huang et al. 1996 

Li et al. 2010 

TP53 Mutation Mutation Berrozpe et al. 1994 

Huang et al. 1996 

Li et al. 2010 

SMAD4/DPC4 Null Wild type Schutte et al. 1996 

Su et al. 2001 

Deer et al. 2010 

Li et al. 2010 

Dempe et al. 2010 
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