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Supplementary Figure S21. Removal of mutant TP53 does not impact the in vitro growth and survival of
Eu-Myc mouse lymphoma cells or their growth in vivo in mice with a competent immune system

A. In vitro growth of Ey-Myc mouse lymphoma cells, either

the mutant TP33 expressing control lymphoma cells

or their mutant TP53 deleted derivatives. B. In vitro survival of the lymphoma cells described in (A). Data in (A)
and (B) are presented as meantSEM of three independent experiments. C. Kaplan-Meier survival curves of
immune-competent C57BL/6-Ly5.1 mice transplanted with control mutant TP53 expressing MRE412 Eu-Myc
mouse lymphoma cells (Ly5.2) or their mutant TRP53 deleted derivatives. D. Western blot analysis of the
lymphomas from (C) to verify the presence of mutant TRP53 in the control lymphoma cells or its absence in their
mutant TP53 deleted derivatives. Probing for B-ACTIN was used as a protein loading control.



