BE2E 2025 4F%8 S &% 21 BACHU MEDICAL JOURNAL, 2025, Vol. 8, No. 2

DOI: 10. 3969/j. issn. 2096 —6113. 2025. 02. 001
SR S R 2 R /NEE R Ay i L I S S5 0 RE I 5 I i S R i 5 403 de T S R (T ). A PR 2, 2025, 8(2) 18,

XK B EEER HEAFF, TR SRR EL, P
EFXLAETREFNAS— B . $_BiREER . TREFL SR L. 251
SPTERAETEEFHRAZ. PTREIEEFARMGERIAZ—, 2005 FH£E T 5
EFRETRAHZ(FCCMIMAS R DAFARETHAPEFFER". ¥
ﬁ:ﬁ"l’%ﬂﬁL ZERIREBATTHEAR T ZFL, PREEFHIK
ZEEL EFHPFRAARETRRLEFSAHALA, SHELTHFE
REREFH I TREEFLIE, ERAASLEIAEARTEFRLEX
r»;yﬂ’l: WA A, L RNLEBNILAR K FREA G LRI 2UTREA

FEREE, ARG L. RALTFAAT(EERADIAFLEF — ARERNEEACHREH
FREVNEEEZ A ZFTE LR EAPNTEREREZRERFBALAFT R L RN TEEZEA
FPEREPR)F ZH(EARLADAFINEREREFNEREE S GRS ) F ik 2UL)(E
HEBRENEREFZFLENRELAADNFNEERENLAETREF LBEI 600 INEERE
PVEFZH ATREETOLARBETFETERNFTI TR, A T EFAKL, X KA WA
AEXWAEREEEZHARNEIEFE FE5— @é’ﬁﬁuiﬁf 56 hFRe . REEHERES
R A FET ARG ELS BHEEE A,

A& R B IR ThRERR RS 5 IR E RUE MR s #T T N R

BEE' EhF AKRA’

ZHRKFERAEFR[ESTPOCARER] TR EFA, #Hd £8 443003; 2. PEAESHFR
Jb ,?w%ﬁw[i%r‘;wlb T ER T2 ESFA,dbE 100730)

WE: WERAALARFENETANERRTATRNAL  ERFERZZHNEEETZL - A K
R (ALD T K A EMEFENF N &, WEFEVEEZNERZET . SHECBETFAE ZH
REER EEXERBGEMELCREEARESR, RAE MEF R TX, REMEFLE N
Faf(VEO B EM/ SR AR ERFE ALLTE TEERELERFEN. B QN
ERABENRG R EESBEHRER, AXH VEC @ ER 5K & ALL oy 2 £

AL HAT R
KB EE; DEAAARIEERS; AUNRG; ENTREFHEAL
& 4K S R563 XHiFRER A NEHS.2096-6113(2025)02-0001-08

The Latest Research Progress on Dysfunction of Pulmonary Vascular
Endothelial Barrier and Sepsis-Induced Acute Lung Injury

Zhou Gaosheng' Wang Xiaoting” Liu Dawei®
(1. Department of Critical Care Medicine, Yichang Central People’s Hospital, The First College of Clinical
Medical Science, China Three Gorges University, Yichang 443003, China; 2. Department of Critical Care

BEE&TE KA AR A T (81671878) 5 1 #BIf IR 127 i AR BF 5% J % Ak i F 0 H (2201100005520038) 5 b5l [ S8 5 3k 4 T L 30
H(7232126); E.lerL¢mﬂIﬁa<A24 2-011) 5 Jb 5t EAE A5 B 98 2 T BRI H (2023-CCUSG-A-03)

EEBN B Ed, FIREN, E-mail: gszhou2012@163. com

BEEE XK N, FAEN, E-mail: dwliu2015@sina. com



EAEE % 2025 4F48 8 H5F 2] BACHU MEDICAL JOURNAL, 2025, Vol. 8, No. 2

.« 2 .

Medicine, Peking Union Medical College Hospital, Chinese Academy of Medical Sciences and Peking Union
Medical College, Beijing, 100730, China)

Abstract The lung, with the most abundant capillaries and the largest area of endothelium in the body, is
one of the most vulnerable target organs for sepsis, and acute lung injury (ALI) can occur in the early stages
of sepsis. As an important oxygen transport organ, the lung has extensive interactions with other organs.
Lung injury due to sepsis can aggravate dysfunction of other organs, ultimately increasing patient mortality.
The activation and/or dysfunction of diffuse pulmonary vascular endothelial cells (VEC) not only causes
sepsis-induced ALI, but also leads to damage to extrapulmonary organs such as the brain, kidneys, and heart

due to organ interactions, further aggravating sepsis-induced multiple organ dysfunction. This article reviews

the pathophysiological mechanisms of lung VEC dysfunction and sepsis-induced ALI
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