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Research progress on oxidative stress in acute

lung injury induced by traumatic brain injury

LI Xiang, ZHANG Yi, WANG Xuechun, XU Mengchao, WANG Yuelan
(Department of Anesthesiology, Shandong Provincial Hospital, Shandong University, Jinan 250021, Shandong, China)

Abstract: Traumatic brain injury represents a significant global public health concern, with its associated acute lung
injury gaining increased attention. The pathogenesis of acute lung injury induced by traumatic brain injury is complex,
involving multiple factors and mechanisms. Effective management requires a comprehensive understanding of the inter-
play between traumatic brain injury and acute lung injury. This article summarizes recent advances in understanding how
oxidative stress induces damage to the alveolar-capillary barrier, as well as its role in promoting pulmonary inflammation
and exacerbating coagulation dysfunction in acute lung injury induced by traumatic brain injury. Additionally, it explores
the potential therapeutic effects of agents such as dexmedetomidine, gastrin, polydatin, and enoxaparin, providing a

foundation for future clinical strategies aimed at the prevention and treatment of acute lung injury induced by traumatic

brain injury. These insights offer valuable theoretical guidance for clinicians in improving patient outcomes.
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Figurel Pathogenesis of acute lung injury following traumatic brain injury and pharmacological interventions
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