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Research progress on role of HMGB1/RAGE signaling pathway in

alveolar macrophages pyroptosis of ALI/ARDS"
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[ Abstract] The intervention of high-mobility group box 1 (HMGBI1) /receptor of advanced glycation
end-product (RAGE) signaling pathway can affect the progression of acute lung injury(ALI) /acute respirato-
ry distress syndrome (ARDS) ,but the exact mechanism is still unclear. As a new form of caspase-dependent
pro-inflammatory programmed cell death,its death process is accompanied by the release of inflammatory me-
diators and aggravation of the inflammatory response in ALI/ARDS. The HMGBI1/RAGE signaling pathway
may play an important role in the progression of ALI/ARDS by regulating AMs pyroptosis. This article re-
views the role of AMs pyroptosis in ALI/ARDS inflammatory response and the possible mechanism of
HMGB1/RAGE signaling pathway affecting AMs pyroptosis in ALT/ARDS to provide a new theoretical basis
for intervention in HMGBI1/RAGE signaling pathway to reduce the inflammatory response in ALI/ARDS.
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