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Regulation of ROS in tumor cells and related anti-tumor strategies
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Abstract: Reactive oxygen species (ROS) is the reduction product of oxygen obtaining a single electron,
which has a variety of biological activities, mainly involved in oxidative stress, proliferation and differentiation
of cells. Tumor cells produce higher levels of ROS due to active metabolism, and excess ROS can induce
tumor cell death by inducing DNA damage, cell cycle arrest, autophagy, apoptosis and ferroptosis and other
processes. This review discusses ROS production, the regulatory pathways of ROS on tumor cell proliferation,
and anti-tumor strategies related to ROS regulation.
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