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[ Abstract]

siological functions of multiple organs and/or systems. When exposed to minor stimuli such as respiratory infection or minimal invasive

Frailty includes physical, cognitive, socio-psychological decline. Frailty of the elderly manifested the reduction of phy-

surgery, a series of adverse events such as exacerbation of chronic disease, re-hospitalization, fall, delirium, dementia, disability, and
even death can be caused. Frailty is dynamic in nature, which is a continuous evolution process from health, pre-frail, frail to disability
and can be reversed to some extent with early interventions, thus reducing the loss of physiological reserves. Therefore, it is important to
investigate the pathogenesis of frailty and identify associating hiomarkers as soon as possible. Oxidative stress (0S) plays a crucial role in
the pathogenesis of frailty. This paper intends to review and discuss the role of oxidative stress in the occurrence of frailty, focusing on its
relationship with oxidative stress markers, antioxidant defense system, and oxidative stress-related mitochondrial dysfunction.
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