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[Abstract] Acute lung injury/acute respiratory distress syndrome (ALI/ARDS) is an inflammatory lung injury
induced by a variety of factors, and these diseases are associated with high rates of mortality due to the lack of effective
treatments. Based on the latest research in ALI/ARDS, it is widely accepted that generalized inflammatory responses play
a critical role in initiating and developing process of ALI/ARDS. We make a brief review on the immune—pathogenesis

and the signaling pathways of ALI/ARDS from the perspective of inflammation, thereby helping develop novel therapeutic

strategy for treatment of patients with ALI/ARDS.
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AHERAEERER X EIRE

BB RAS T (hospital acquired pneumonia, HAP)
A X ARAFPENT 2 (community acquired pneumonia, CAP)
Z B4 (acute kidney injury, AKI)

18 P45 34 (chronic renal failure, CRF)

KRBT (end stage renal disease, ESRD)

ZEE IR (multiple organ failure , MOF )
HIEMMTRIAY 9 5 (intensive care unit, ICU)
JilIRE L Al (thromboelastogram , TEG )

 E MRS (spontaneous breathing trial, SBT)
HLHEE S, (mechanical ventilation, MV)

M HT (hemodialysis, HD)

I3 3 15 (hemofiltration, HF)

I (hemoperfusion, HP)

FESEPE ML (continuous blood purification, CBP)
YR PE LBGEST (maintenance hemodialysis, MHD)
AT s i ( subglottic secretions drainage , SSD )
PUUEIM B4 (antithrombin, AT)

214k 5 i (fibrinogen, FIB)

HZH ¥ (tissue factor, TF)

1A E 1 (thrombomodulin, TM)
1484 11 /2 95 K17 (von Willebrand factor, vWF)
FFA A K HF (hepatocyte growth factor, HGF )
i IR BE R F (Tumor necrosis factor, TNF)
F%45 2 I/ (procalcitonin, PCT)

#E MR L 1] (prothrombin time, PT)

23 W g (fasting blood glucose, FBG)

JIF WL R (diaphragm thickening fraction, DTF)
TR Bl ik 1 R (coronary perfusion pressure, CPP)
RIRITIFEEL (rapid shallow breathing index, RSBI)
ISR IE & (positive end—expiratory pressure, PEEP)
TAAE I ULFEVE (bronchoalveolar lavage fluid, BALF)
filivts b Rz 4 (alveolar epithelial cell, AEC )
FEHLXT FR I AL (randomized controlled trial, RCT)

B A - i -

PEIHLAH R 2 (ventilator—associated pneumonia, VAP)
PRI M N EEIN (disseminated intravascular coagulation, DIC )
2 P B ZEME 9% (chronic obstructive pulmonary disease, COPD)
SR A 25 S E (acute respiratory distress syndrome, ARDS)
2B I RERE LR B E

(multiple organ dysfunction syndrome, MODS)
AR Z A B UIRE AT LR SR

(multiple organ dysfunction syndrome in the elderly, MODSE )
A FTEHRE (veturn of spontaneous circulation ROSC)
[Fi) A (] i 43

(synchronous intermittent mandatory ventilation, SIMV )
ANEHE DR s FHY: (human leucocyte antigen-DR, HLA-DR )
Z 24 25 A0 55 [ 4 (multidrug resistance protein 4, MRP4)
p42/44 22 R AL

(p42/44 mitogen—activated protein kinase, p42/44MAPK )
TR B TR (sequential organ failure assessment, SOFA)
VA S SR M@ BRI PP R 4 T

(acute physiology and chronic health evaluation Il , APACHE 1T )
HEEEE B IR

(continuous renal replacement therapy, CRRT)
HELETESIIK - KA D8

(continuous arterio—venous hemofiltration, CAVH )
HELEPEBIK - E KRGS BT

(continuous arterio—venous hemodialysis, CAVHD)
HESEPERRIK - #KRE

(continuous veno—venous hemofiltration, CVVH)
HEZEPERIK - #R KRGS T

(continuous veno—venous hemodialysis, CVVHD )
HEGEMEENIK - K RS g

(continuous arterio—venous hemodiafiliration, CAVHDF)
HELEPERIK — ER KIS AT I8

(continuous veno—veno hemodiafiltration, CVVHDF)

BRI g (high volume hemofiltration, HVHF)



