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The mechanism of action of ROS in the antibiotic lethality and its applications
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Abstract: The ever-growing antibiotic resistance has posed a serious threat to human health. The comprehensive

and in-depth understanding of the bactericidal mechanism of antibiotics would help us tackle the problem. Studies

show that ROS play an important role in the process of antimicrobial lethality, in which complex physiological

responses are involved. Herein we summarized the recent advance of studies on the mechanism and applications of

ROS action during antimicrobial treatment, which would provide a new perspective for finding new ways to

enhance the antimicrobial lethality of currently available antibiotics and for developing novel antibiotics.
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