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Supplemental Figure 6. Loss of HIPK2 has no detectable effect on the phosphorylation and 

acetylation of mouse p53. (A) Following transformation by viral oncogene E1A, Hipk2−/− MEFs 

show a marked increase in proliferation, though the magnitude of growth is not as dramatic 

compared to p53−/− MEFs transformed under identical conditions. (B) MEFs from wild type and 

Hipk2−/− embryos are treated with γ-irradiation (IR, 3.2 Gy/min), UV irradiation (UV-C, 254 nm, 

25 J/m2), and adriamycin (345 nM, 8 hrs), and the protein extracts are collected 12 hrs after the 

treatments and analyzed on SDS-PAGE using antibodies that recognize p53 (CM-5) and specific 

phospho-serine or phospho-threonine residues. Under these conditions, the induction of total p53 

protein, and phosphorylation of p53 on Ser18, Thr21, Ser37, Ser312 and Ser379, show no 

detectable differences between wild type and Hipk2−/− MEFs. All nomenclatures are based on 

mouse p53 amino acid sequence. Controls for p53 phosphorylation were obtained from human 

A549 cells treated with UV. (C) A more detailed kinetic study of p53 phosphorylation using 

pSer37 antibody shows essentially no difference at 4, 9, 24 and 48 hours after adriamycin 

treatment. (D) Identical pattern of mouse p53 acetylation on Lys379 in wild type and Hipk2−/− 

MEFs 8 hours after adriamycin treatment. 


