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Abstract Sepsis-induced acute respiratory distress syndrome ( ARDS) is a common critical illness in clinical practice
with a complex pathogenesis. In recent years, endoplasmic reticulum stress (ERs), as an important regulatory mechanism,
has been recognized to play a significant role in sepsis-induced ARDS. ERs regulate cellular stress responses by activating
signaling pathways such as the unfolded protein response (UPR) , thereby participating in the regulation of apoptosis, inflam-
matory responses, and oxidative stress, and consequently influencing lung tissue injury and repair. This article reviews the
current research progress on ERs and its associated signaling pathways in sepsis-induced ARDS and explores their potential as
therapeutic targets, with the aim of providing new insights into research and clinical interventions in this field.
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fiff (inhibitor of kappa B kinase, IKK) fH%5 4, MTAE
3 1IkB 2 [ W R f# , 5 5% A F kB (nuclear factor
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. TEMCEERE G BRAS T , ERs 23 {8 40 i 9 1% 14
48 (reactive oxygen species, ROS) B4 B3 i, ROS
R 3k B 7 AN T 240 B 1) T DR, 38 25 R B0
T 45, i 3o e R O 19 & Y. PERK/elF2a/
ATF4/CHOP 3@ g ] /-5 ROS #y7=4: ., GADD34 &
CHOP [) L HH0 JE R, ] 3 3k 14 o 2 10 J0 & B A 200



WRHBEEREAE 2026 48 32 % A5

faHrr=H: ROS, CHOP 1] LLLTE gt ER A ALY
P9 R R4 S -1 o (ERO-Ta) Y {230 ER 25 1
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LPS 755 (A S ili 153 45 15 780, 28 LPS 4b 3 A% 41 ffd Py
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BT, Y278 ERs A5 19 010 0 I 45 7T RE A IR
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