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Research advances in the neuroprotective effect of sirtuin 1 in traumatic brain injury
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Abstract:

Patients with traumatic brain injury tend to have high morbidity, mortality, and disability rates, posing a

heavy burden on public health, and it is of great importance to explore new treatment methods for traumatic brain injury.

The sirtuin family members are crucial regulators of energy homeostasis, among which sirtuin 1 (SIRT1) exerts a

neuroprotective effect in various nervous system diseases. This article introduces the neuroprotective mechanism of SIRT1 in

traumatic brain injury and summarizes the pharmaceutical research on the treatment of traumatic brain injury by targeting

SIRTI.
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