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[Abstract] Acute respiratory distress syndrome (ARDS) is an acute pulmonary edema induced by non-cardiac
factors and a clinical syndrome characterized by respiratory distress and refractory hypoxemia. The pathogenesis of
ARDS is complex. Systemic or local damaging factors can aggravate the inflammatory injury of lung tissue dependent on
the activation of endoplasmic reticulum stress (ERs) and unfolded protein responses (UPR) and correlation with various
damaging mechanisms such as inflammatory response, oxidative stress, apoptosis, autophagy, and calcium homeostasis.

This article reviews the progress of ERs associated with ARDS to help us understand the pathogenesis of ARDS.
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