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We have previously shown that DIF-1 inhibited tumor growth by regulating
mTOR / S6K. From this result, it was predicted that the target of DIF-1 exists in the AMPK signaling
pathway. This study investigated the effect of DIF-1 on AMPK signaling molecules using breast
cancer cells. DIF-1 led to the phosphorylation (activation) of AMPK (Thrl72) and phosphorylation
(inactivation) of Raptor (Ser792), which is a direct substrate of AMPK, and dephosphorylation
(inactivation) of p70S6K (Thr389), a major substrate of mTORC1. DIF-1 suppresses both TNBC growth
and metastasis through a common signaling pathway, the AMPK-mTORC1 system. This study further
strengthened our view that DIF-1 is a promising lead compound for the development of novel
anticancer drugs.
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DIF-1 inhibits growth and metastasis of triple-negative breast cancer through AMPK-mediated 2021
inhibition of the mTORC1-S6K signaling pathway.
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Differentiation-inducing factor-1 affects cancer-associated fibroblasts (CAF) in triple negative breast cancer through
CXCLs/CXCR2 axis
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Differentiation-inducing factor-1 exhibited anti-metastatic effects through suppressing tumor cell adhesion to vascular
epithelial cells
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