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Research progress on pharmacological effects of luteolin in prevention and treatment
of acute lung injury

ZHANG Wen, YAO Xiaoyan, ZHOU Wenhui, XIA Kun, WANG Hanzhou, WANG Min, LI Guangxi
Department of Respiration, Guang'anmen Hospital, Chinese Academy of Traditional Chinese Medicine, Beijing 100053, China

Abstract: Acute lung injury is an acute inflammatory lung disease, and severe cases can lead to acute respiratory failure. The clinical
treatment of acute lung injury mainly controls inflammatory response and improves clinical symptoms. Luteolin is a natural flavonoid
compound with multiple biological functions. Luteolin can prevent and treat acute lung injury by reducing inflammation, oxidative
stress, cell apoptosis, and improving the ion transport function of lung epithelium. This article summarizes the pharmacological research

progress of luteolin in prevention and treatment of acute lung injury, providing reference for the clinical application of luteolin.
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