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Supplementary Figure 1 
 

 
 
 
 
ADORA3 immunocytochemical staining in human-derived tumor cell lines. 

Representative pictures of the human HCC cell lines Hep-G2, Huh-7 and JHH-1 as well as the CCA cell 

lines RBE, TFK-1 and HuCC-T1 upon immunocytochemical staining of Adora3 (red) and DAPI staining 

(blue). Scale bar = 50µm 
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Supplementary Figure 2 
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HepG2 RNA-Seq. analysis after treatment with Namodenoson. 

(A) Principal component analysis (PCA) of the normalized RNA-seq data of all Namodenoson (ADORA3 
agonist) and DMSO (solvent control) treated samples at 24 and 36 h. The percentage of variation explained 

by PC1 and PC2 is indicated at each axis. Colors indicate samples from different treatment and timepoint 

combinations.  

(B) Number of genes with a significantly altered expression after treatment with Namodenoson for 24 h or 

36 h compared to untreated control cells (DMSO, solvent control), and number of genes significantly altered 

by Namodenoson between 36h and 24h of treatment. Genes were considered differentially expressed when 

the adjusted p-value was lower than 0.05 (padj < 0.05) and a log2FC of greater than 0.5 or lower -0.5 was 

detected. 
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Supplementary Table 1 
 
IC50 values and 95% confidence interval (95% CI) of Namodenoson treated  

(A) human-derived HCC and CCA cell lines and (B) patient-derived organoids. 

A 
 

IC50 Value Human HCC and CCA cell line 

HCC (95% CI) CCA (95% CI) 

HepG2 35.3 (24.1 – 54.2) HUCCT1 23.9 (17.3 – 33.5) 

Huh7 31.8 (25.6 – 40.3) RBE 46.8 (33.6 – 66.7) 

JHH1 69.3 (38.9 – 177.5) TFK1 13,9 (11.9 – 15.9) 

 
 
B 
 

IC50 Value Human HCC and CCA cell Organoids 

HCC (95% CI) CCA (95% CI) 

Pat. 1 19.6 (17.2 – 22.2) Pat.7 6.9 (3.3 – 13.8) 

Pat.1P 15.2 (12.2 – 19.1) 

Pat. 2 17.8 (12.2 – 27.2) 

Pat. 2.2 15 (10.2 – 22.1) 

Pat. 3 6.3 (4.7 – 8.1) 

Pat. 4 10.5 (8.9 – 12.2) 

Pat. 5 12.1 (8.4 – 17.4) 

Pat. 6 18.1 (13.0 – 24.9) 
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Supplementary Table 4A 
 
DigiWest raw data (AFI) of control (n=2) and Namodenoson-treated (n=2) HepG2 cells. 

Empty cell = weak signal (AFI = 33). 
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Supplementary Table 4B 
 
DigiWest-based Log2 fold changes of respective Namodenoson-treated samples vs. 

mean control. Data were normalized to total protein signal (strep-PE). 
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Supplementary Table 4C 
 
Antibody list for DigiWest. 
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Supplementary Table 5 
 
Primers for quantitative real-time qRT-PCR for mRNA quantification. 
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