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p53 expression In nonsense cell model system harboring a premature stop codon R213X
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Figure 2: A) Immunofluorescence analysis after NV848, NV914 and NV930 molecules treatment (12uM) in p53 R?13X cells; B) p53
fluorescence quantification (p-value < 0.0001 was calculated by one-way ANOVA test statistical analysis).
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Figure 1: Experimental workflow for
the study of the p53 rescue in H1299
p53R213X cells by NVs molecule
treatment.

P53 induction and functionality in H1299R%13X cells after doxorubicin DNA damage
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