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[ Abstract ]

a great burden to society and families. Therefore, it is of great significance to find appropriate drug for TBI to reduce the mortality

The mortality and disability rate of patients with traumatic brain injury (TBI) is relatively high, which brings

and improve the prognosis of patients. Nuclear factor erythroid 2-related factor 2 (Nrf2) is the main regulator of oxidative stress
signal pathway and has been proved to have neuroprotective effects in various central nervous system diseases such as brain injury.
This paper introduces the protective mechanism of Nrf2 on TBI, considers that targeted Nrf2 has great potential in the treatment

of TBI, and summarizes the research progress of drugs targeting Nrf2 in the treatment of TBI, in order to provide new ideas for the

research and development of TBI therapeutic drugs.
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