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Abstract

Acute respiratory distress syndrome (ARDS) remains a significant healthcare challenge, marked
by high incidence and mortality rates. Emerging research underscores the critical role of pulmonary
endothelial cells (ECs) in ARDS pathogenesis. The pulmonary endothelial cells are an important
component of the alveolar-capillary barrier, involved in normal physiological activities such as gas
exchange, fluid balance, and leukocyte migration. However, when confronted with environmental
stressors, infectious agents, or internal danger signals, ECs undergo activation. This activation shifts
them from a resting state to one that promotes inflammation and coagulation. If this activation
becomes excessive, ECs can enter a state of dysfunction, marked by heightened inflammation,

coagulation, and increased permeability. This can lead to disseminated intravascular coagulation,
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pulmonary edema, and pulmonary hemorrhage, all of which exacerbate ARDS progression. This

comprehensive review seeks to shed light on the new targets of pulmonary endothelial cell injury and

the modulation of pulmonary endothelial cells regeneration and repair. By exploring these aspects, the

review aims to pave the way for the discovery of innovative therapeutic targets to combat ARDS.
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F A R0 A2 HE a4 AR R R SR AR, N IR E
BMPO J& — Bl Jili P Bz 40 g 1) P 3 P DR 5, 78 R 0 20
6] 9, AU A S 75 BMPO o ARDS #2441 —Fh it
FE IR IT 7k . B W 9 52 BMP6 BE v] L 3
it 5 48 N R AE K IR 32 R 2 (vascular endothelial
growth factor receptor 2, VEGFR2) # H £ F ¥4 15
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F0 5 40 M B HL AN IR X EC FRA A AR VR T, e
5] 72 J5t T 240 43 9 1) 41 Bt 7 2% 96 (extracellular vesi-
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