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Many cancers exhibit an iron addiction, and expansion of the labile iron pool, promoting
ROS generation and activity of Fe?*-dependent lysine demethylases (KDMs).

Telomir-Zn restores metal homeostasis by introducing redox-inert zinc, reducing catalytic
Fe2+ availability and inhibiting KDM activity.
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This leads to accumulation of activating histone methylation marks and reactivation of
tumor suppressor genes.

Telomir-Zn reduced cell viability most
potently in TNBC and other cells and
does not affect viability in normal cells

Intracellular lon Exchange
Telomir-Zn enters the cell, captures excess iron or copper, and swaps them for protective
zinc — removing toxic metals and restoring healthy cellular balance

Together, these effects reduce oxidative stress, proliferation, and metabolic signaling,
ultimately suppressing iron-driven tumor growth.




