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Abstract .

distress syndrome is a life — threatening acute diffuse inflammatory lung

Objective Acute lung injury ( ALI)/acute respiratory
injury characterised by increased pulmonary vascular permeability,
inflammatory cell infiltration, pulmonary oedema, diffuse alveolar damage
and reduced respiratory output. Its pathogenesis is complex,and oxidative
stress is a key mechanism leading to ALl exacerbated by alveolar
epithelial cell dysfunction. The Kelch — like ECH associated protein 1 /
nuclear factor — E2 — related factor 2 (Keapl/Nrf2) signalling pathway
is an important signalling pathway of traditional Chinese medicine in the
treatment of ALI by regulating oxidative stress. This paper analyses and
summarizes the relevant Chinese medicine formulas and active ingredients
for the treatment of ALI, and finds that a large number of antioxidant
active ingredients can regulate oxidative stress through the Keapl/Nrf2
signaling pathway and play a role in improving ALI, which also provides a
basis for the prevention and treatment of ALI disease and further drug
development.
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a0 2 YO 2H ., LR Lp (a) YR L F 36 J&] i [a]-F-25 1 73l Ak, JF R V5 22 60 J& .

TR 178 i3 Ho il A (B .C ZHANZE BRI A (B 243 |0 45 .42 44 23 F1 24 fi], 7E 178 fi
B PR 63.7 3,46 Bil b, 3L Lp (a) WA A28 213 nmol « L1 (U432 [A] B 177 ~ 282
nmol + L™1) 5172 B E 52 T k8. X8 A B .C 415 A2 RN L, Lp (a) LR F 36 J& i Int ()P 2 77
Ay Ee A B B /N e YA 4 Sl SR - 85. 6% [ 95% & {Z X [A] ( confidence interval, CI): —90.9% ~ —80.3% ]| .
-82.8% (95%Cl; —88.2% ~ —77.4% ) F1 —=81.3% (95% Cl; —86.7% ~ -76.0% ), TE55 36 JEB},i:% A B,
CHW Lp(a) He A2 A rp AL 8 (U o0 a1 BE) 430 4 = 94.5% ( = 97.3% ~ —84.2% ), - 96.4% ( -97.7% ~
-92.3% ) F1 =90.0% ( =93.7% ~ =81.3% ) . $5c'if WHIIRITAHOC S WIA R SO S T 56 R A SO 0E , TE 25 W) 245 24
JEWE 1 R,2.3% ~7. 1% S5 ML . 78 17 B E b, R4 20 /™ SN R 4044, H A AR
PS5 25 A G

WIEARIR « Zerlasiran 7E ASCVD J835 i 52 1 R 47, HLAE 36 JARA YT A LAY Lp (a) ¥ FE R
80%



