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Conclusions

o FA altered histone PTMs and the expression of
epigenetic modifiers.

Results

A Methylation and acetylation B Exposure to C8 for 1 and 24 hours alters

change significantly following 24 modulation of epigenetic modulators
hours exposure to C18.

Introduction

Understanding the genesis of sporadic estrogen
receptor (ER-) breast cancer (BC) has been a
persistent focus of our research group. Analysis of
gene expression in the epithelial cells from the
contralateral unaffected breasts of BC patients
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We aim to identify the mechanism by which FA
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Complex Il (Antimycin A) and Complex |
(Metformin) inhibitors.

o Histone PTM were assessed using an
Epiproteomic Histone Modification Panel.

o Gene expression was assessed by rt-qPCR.

Figure 2. A, Volcano plot of multiple unpaired t tests of histone marks. Relative abundance significantly
Increased (green) and decreased (red) changed after C18 exposure. B, mRNA analysis by RT-gPCR of
epigenetic players after 1 hour or 24 hours C8 treatment. C, RNA-seq expression analysis of

uncoupling protein 1 (UCP1) after C8 treatment (2). D, mRNA analysis by RT-gPCR of epigenetic players
C8 treatment in presence or absence of ETC inhibitors. Error bars represent the SEM.
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