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Cancer reversion with oocyte extracts is mediated by cell cycle
arrest and induction of tumour dormancy
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Supplementary Figure 1: Gene expression profile of AOE-treated tumour xenografts. (A) Top five Networks and Bio
Functions identified by IPA. (B) Fold change in expression of genes involved in DNA replication, DNA metabolism, glucose metabolism
and oxidative phosphorylation as determined by microarray analysis.
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Supplementary Figure 2: Growth of AOE-treated tumour xenografts. Growth curve of tumour xenografts. MCF-7 cells
(untreated and AOE-treated, 1.5x10°) were injected sub-cutaneously with Matrigel into the left flank of female MF1 nude mice receiving
17-beta-estradiol pellets (n=6). Tumour dimensions were monitored twice weekly by calliper measurements. For BrdU incorporation
experiments, BrdU (10 mg/ml) was injected at a dose of 150mg/kg via intraperitoneal injection 60 minutes before sacrifice. At termination
(11 weeks), tumours were excised and analysed. Data were analysed by Two-way Anova followed by Bonferroni’s multiple comparisons
test. p<0.05, “p<0.01, **p<0.001.

Supplementary Figure 3: Levels of phospho-RB (Ser795) and p38MAPK in AOE-reprogrammed tumours. (A) Phospho-
RB (Ser795) staining of UN and AOE-treated tumour xenografts. Scale bar = 100um. (B) p38MAPK staining of UN and AOE-treated
tumour xenografts. Scale bar = 100um.



Supplementary Table 1: Most significant canonical pathways.

See Supplementary File 1

Supplementary Table 2: PCR assays and antibodies used in this study.

See Supplementary File 2



