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Background Results

Prostate cancer is the most diagnosed and the second most common cause of cancer- c4-2 cell lines C4-2 cell lines
related death among men in the United States. Targeting metabolic changes in cancer cells
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Enzalutamide Effects on Growth are Associated with CPT1A Expression

We investigated how CPT1A expression impacts factors important in the study of CPT1A Modulates Histone Acetylation
prostate cancer: lipid metabolism and androgen receptor (AR) signaling. C4-2 22Rv1 s col
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« Increased CPT1A expression results in more lipid burning capacity and growth when cells are supplemented Acetyl-CoA
with fatty acids, including medium chain fatty acids, which was unexpected. This has implications for popular
MCT olil diets and the risk of hormonal cancers.
« CPTI1A x enzalutamide interaction in vivo suggests an inverse relationship between CPT1A and androgen T Enza sensitivity
signaling. This may explain high CPT1A amplification in neuroendocrine and CRPC, Figure 2c. @@@
« CPT1A activity provides acetyl groups for histone acetylation in androgen-deprived conditions, linking lipid nucleus
metabolism and epigenetic regulation in CRPC.

* Future studies with different fatty acid-based diets will inform about the role of dietary lipid composition on
prostate cancer therapy response and outcomes.
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