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Abstract

Acute lung injury (ALI)/acute respiratory distress syndrome (ARDS) are life - threatening
inflammatory conditions for which there is currently no targeted therapeutic agent. A disintegrin and
metalloproteinase with thrombospondin motifs 4 (ADAMTS4) is a key extracellular matrix (ECM)-
degrading enzyme that plays a central role in alveolar barrier injury and inflammatory responses. This
review summarizes how ADAMTS4 regulates the pathophysiological mechanisms underlying ALI/
ARDS, aiming to provide a scientific basis and reference for the clinical application of ADAMTS4-
targeted therapies and to guide future research directions regarding ADAMTS4-mediated regulation of
ALI/ARDS.
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