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Supplementary Figures

Figure S1. The effects of screened p53 inhibitors on the activity of HIV LTR-

dependent luciferase. NH2 cells expressing HIV LTR-dependent luciferase were 

treated by indicated compounds for 24 h, and subjected to luciferase reporter assays.

Figure S2. The relationship between p53 deficiency and DNA damage response. 

(A) Western blot analysis of indicated protein expression in HCT116, LoVo and 

SW480 cells treated by PQ1. Cells were treated with indicated treatment for 24 h and 

subjected to western blotting analysis. (B) Western blot analysis of indicated protein 

expression in HCT116, and HCT116(p53-/-) cells.
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Figure S3. Overview of the effect PQ1 and PFTα on the transcription profiles in 

cells. Cluster heatmap based on the DEGs induced by PQ1 and PFTα. The 

transcriptional data were subjected to hierarchical clustering analysis. 


