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Dark Sweet Cherry (DSC) phenolics enriched in anthocyanins suppressed the expression of enes
associated with metastasis in a triple-negative breast cancer (TNBC) BALB/c mouse syngeneic model.
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DSCs are a source of anthocyanins (ACNs) that have been
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levels of Rgcc32 and HIF were suppressed by ACN as
ACN treatment downregulated mRNA levels down to a) 0.24-(HIF-1a)- and down to b) 0.53-(Rgcc-32)-fold of

control. Furthermore, DOX alone failed to suppress g) Rgce-32, but DOX-ACN showed downregulation to 0.4- Chemopreventive and as Complementary to DOX treatment.
fold of DOX, suggesting a role of ACNs in enhancing the therapeutic efficacy of DOX.
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