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[ Abstract] Acute lung injury (ALI) and its more severe form, acute respiratory distress syndrome
(ARDS) ,are lung diseases with high mortality rates. They are often complicated by brain injury, significantly
affecting treatment and prognosis. Inflammatory plays a pivotal role in the “lung-brain axis” of ALIL. As a critical
pro-inflammatory factor, extracellular high mobility group box 1 protein (HMGB1) is widely implicated in the
pathogenesis of both pulmonary and cerebral injuries. Inhibiting HMGBI1 release is expected to disrupt inflam-
matory crosstalk between the lung and brain, offering novel insights and potential therapeutic targets for mitiga-
ting combined lung and brain damage.
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