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Fatty Acid Exposure Promotes Age-Related Mammary Tissue Alterations with Pro-Tumorigenic Potential
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Introduction

OA exposure decreases ECM-cell interactions and cell-cell adhesions

Implications
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® Similarly, disrupted cell-cell communication, epigenetic plasticity and . o

increased ROS are also reported in the aged mammary gland. 3

OA exposure compromises the basal barrier enabling cell migration
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