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Phenoxyl radical mechanism of estrogenic activity which appears non-dose-responsibly
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From our previous results, it was suggested that the estrogenic-active-substances induced the reactive oxygen species
(ROS) in the target organ.

ROS, especially hydroxyl radical (HO*) abstract the hydrogen atom from the phenolic hydroxyl group of the estrogens,
and to form the phenoxyl radical.

In general estrogen molecules are hard to solubilize, and easy to associate with same estrogen molecules in water. It is
obvious that phenoxyl radicals react rapidly with each, and to form bis (phenoxyl) by the molecular collision. When
extremely low concentration of estrogens, the collision frequency of phenoxyl radical decrease, the mutual interaction

between the phenoxyl radical and estrogen receptor will increase immediately.



