5 48 B 6 1 = B B E K ZFEF IR https://xb.ynucm.edu.cn Vol. 48 No. 6
2025 4 12 A Journal of Yunnan University of Chinese Medicine 12. 2025

o 22 K e

BT Wi = & R A A= 3R 1T rh 25 T 2 1% B 153 47 B9 B 5T 3R

I OE,E AT E, M OE, BER
(ZRE T EERZ /T ES RS R ER:, 28 BY 650021)

WE: 2R (acute lung injury, ALD) j&—Fh BB 2 it P A B0 K 2 fil & 14 9 i M e , & 9 AL
S22 W DRE PR A 5 I S0 MURE 0 2 0 AR i 7K ek o Bt AT X 0 B PR TR 7 B TR AR, h 2 2415y . 2
P M0 R RS AR s AEBITA ALL 7 T AR R 32 80 V2 DG TE o AR SCZR Gt I 38 v 2438 5 0 1 fig 3 T A B L
FRAT= P E T 5E 0 ALL AHSCAE 530 36 A /E AL, &5 50 B, W 38 R B8 2 A m] S 3800 I 1384, 9 FLSZ i) NF -
kB PI3K/AKT NRF2/HO-1 55 5 ALI %0 & Az & JAH OC I SC S5 5 M BR (9 22 3k, 17 v 25 19 T TRk Wl 25 42 = I i 9
Tl 0 =2 AN A, T v JEERE T T 1 ADUAT B T DAY L), 23t ALT il g RESS L, B2 5 14 Sl s I b Az 4n i
MBS PR AWER T4, G RBT IR ALL S0 T8 i Ao [

KGR SRR T2 I IE R (5 E

RESES: R259 XERERERD: A XEHS: 1000-2723(2025)06-0097 - 06

DOI: 10.19288/j.cnki.issn.1000-2723.2025.06.020

Research Status of Traditional Chinese Medicine Intervention in
Acute Lung Injury Based on Gut Microbiota and Its Metabolites

WANG An, XIA Jie, LI Songmei, QIU Jia, MA Dianfei
(Yunnan Provincial Hospital of Traditional Chinese Medicine/The First Affiliated Hospital of
Yunnan University of Chinese Medicine, Kunming 650021, China)

ABSTRACT: Acute lung injury (ALI) is an inflammatory disease that can be triggered by various pathogenic factors
both inside and outside the lungs. Its pathogenesis is complex, and clinical symptoms include hypoxemia, pulmonary
infiltration, and pulmonary edema. With the deepening understanding of the overall treatment concept of diseases, the role of
traditional Chinese medicine’s multi—component, multi efficacy, multi target, and overall regulation in the prevention and
treatment of ALI has gradually received widespread attention. This article systematically explains the mechanism by which
traditional Chinese medicine affects ALI related signaling pathways by regulating gut microbiota and its metabolites. The
results show that imbalance in the gut microenvironment can lead to an increase in inflammatory factors and affect NF- kB.
The expression of key signaling pathways such as PI3K/AKT and NRF2/HO -1 is associated with the occurrence and
development of ALI disease. The intervention of traditional Chinese medicine can significantly increase the abundance and
diversity of gut microbiota, increase the proportion of Firmicutes/Bacteroidetes, improve the disturbance of ALI gut
microbiota, affect signal transduction pathways, repair of lung epithelial cells, apoptosis, and autophagy factors, providing
new research ideas for clinical prevention and treatment of ALI.
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RN D B E AR B, 41 155 1l G 92 1 A, V40 il TLR4/



%6 4]

T A T 8 R S W RS T 2 T TS A 45 B A S BEAR

NF-«B {55 8%, nf BB E LPS #5511 ALL, L T
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PR A0 R 8 o IO PI3K/AKT {5 53 %, $2 /3 iy
NIRRT R fr i, B LPS FEMERHEK
) ALL, FHE 5 AERIF FMT i LPS i% %49 AL
RS Ak 52 R BV 3 TR v A JERBE TR 1] L FLR AT
PR, E— 477 B SCFAs 2 5 PI3K Ay Bl
R Ak, T ¥ AKT, ] NF-«B, Ml /> ICAM-1 45
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RRIEDERIN o FEX A bR, 2377 A2 i P AU
(ROS), iX2£E ROS 25 Ui 48 N Bz 200 it A0 it v 1
FeANIRT, ik 2 a0 A P R AR R R T I REC
AT | i K e, e 22 S 38500 IO A=A 5 48 ) i e
i3S, Nef2 VR NI4T R G DG -, FT LA
Yok 553 = 1 3 %) 8 RE SN, Nef2/HO— 1 38 5% 3 5 410 74
SECAb N T VR AR S R T AN LR T S i
FRAENHI b L 58 EE AR E R . Hua%F
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