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l% INTRODUCTION

BPA: ENDOCRINE DISRUPTOR o ()
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» HYPOTHESIS

Given that the information contained in these cells is crucial for the embryo
development, paternal exposure to bisphenol A could jeopardize health of future

generations, even to those which are not directly exposed to the toxicant

MAIN OBJETIVE

To determine how bisphenol A alters the paternal contribution to embryo

development



EXPERIMENTAL DESIGN

Bisphenol A male exposure
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GENOTOXIC EFFECTS
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GENOTOXIC EFFECTS

Apoptosis and formation of YSL
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F1 EMBRYO DEVELOPMENT
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EPIGENOTOXIC EFFECTS
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GENE EXPRESSION

Epigenetic enzymes in 24hpf F1 embryo
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l%HYPOTHESIS

The epigenetic toxicity of BPA might well lie behind the cardiac malformations we
have observed since epigenetic mechanisms regulate gene expression during
cardiogenesis
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Deletion of Hdac3 results in cardiac
hypertrophy, left atrial thrombus,

and cardiac fibrosis.
Montogomery et al.,, 2008
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EXPERIMENTAL DESIGN
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EPIGENETIC MODIFICATIONS
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GENE EXPRESSION

Paternal BPA exposure F1 EGCG treatment
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Treatment with 120 uM EGCG during cardiac-specific differentiation suffered a
decrease in H3 acetylation leading to reduced levels of heart transcription factors.
Yin et al, 2014




EPIGENETIC MODIFICATIONS
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F1 EMBRYO DEVELOPMENT

Heart malformations
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CONCLUSIONS
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