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Supplementary Figures 

 

 

 
 

Figure S1. Change in basal CYP3A4 and PXR expression levels in Huh7s incubated with 

different CDK inhibitors. Huh7 cells were incubated with different concentrations of aloisine A, 

BML 259, CDK ½ inhibitor III and dinaciclib based on their reported IC50 values. Following 24 

hrs incubation, the changes in the mRNA levels of CYP3A4 and PXR were quantified via 

quantitative real-time PCR. The data are presented as mean  SEM. N=3, * = p ≤ 0.05, ** = p ≤ 

0.01, **** = p ≤ 0.0001. 

 

 

 

 

 

 

 

 



 

 

Figure S2. The fold induction levels of CYP3A4 and PXR following rifampicin treatment in 

4-week confluent Huh7 cultures. Confluently cultured Huh7 cells were induced with varying 

concentrations of rifampicin at the end of 4 weeks.  CYP3A4 and PXR levels were quantified via 

quantitative real-time PCR. The data are presented as mean  SEM, N=6, ** = p ≤ 0.01. 

 

 

 

 

 

 

 

 

 

 

 

 



 

 

Figure S3. Bright field images of Huh7s. Same number of cells were seeded in 12 well plates. 

One group did not receive dinaciclib treatment (left) and the other one was treated with 20 nM 

dinaciclib for 24 hrs (right). The pictures were taken at the end of 24 hrs following the treatment, 

which show that Huh7s stopped proliferating in the dinaciclib-treated group.  



 

 

Figure S4. Melting curve analyses of qPCR primers. All primers were validated and exhibited 

a single clear peak. 

 

 



 

Supplementary Tables 

Table S1. Sequences of qPCR Primers 

Target Forward primer Reverse primer 

hPXR 5’ AGCTTTCCCACCCTCTTTGG 3’ 5’ CTGAACAGTGTGCTCTGGGG 3’ 

CYP3A4 5’AATCACTGTTGGCGTGGGG 3’ 5’ AATGGGCAAAGTCACAGTGGA 3’ 

CYP1A2 5’ CTTCGGACAGCACTTCCCTG 3’ 5’ AGGGTTAGGCAGGTAGCGAA 3’ 

CYP2C9 5’ GCAGCTCTCTTTCCTCTGGG 3’ 5’ GCACAGTGAAACATAGGAAACTCTC 3’ 

CYP2C19 5’ TGAAGAAGCACAGATGGTCTGG 3’ 5’ GAC GGGTCAGAAGAAGCATCA 3’ 

CYP2E1 5’ GACTGCCTGCTCGTGGAAAT 3’ 5’ CTCTGTCCCCGCAAAGAACA 3’ 

PSMB2 5’ GCTCTGAGGTGCTGTCTCAC 3’ 5’ GTCGGAGGCGACAAGAACAT 3’ 

EIF1 5’ AACCATTTGGGGTCCGCTTT 3’ 5’ GCGCCTATTGCTTGACCTCT 3’ 

 

 

 


