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Research progress on the involvement of long non-coding RNAs in the treatment of spesis-induced

acute lung injury by regulating macrophages
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Abstract: Acute lung injury, a frequent complication in septic patients, is marked by complex pathogenesis and

poor clinical outcomes.. Long non-coding RNA, recognized as a key regulator in sepsis development, has garnered

significant attention. Thus, exploring potential long non-coding RNA gene targets holds great significance for further

research on the treatment and prognosis of sepsis - induced acute lung injury. In this review, we clarify the mechanisms

of long non - coding RNAs in treating acute lung injury by systematically reviewing their regulation of macrophages,

including the mechanisms of action such as alveolar macrophage polarization, autophagy, and pyroptosis, as well as
different signaling pathways such as the IncRNA/miRNA/MyD88/NF-«B axis and the LncRNA/p65/NF-«B axis, in

order to offer references for exploring new clinical targets and treatments.
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M2 BRI X7 A9 24 41 CD206 . IL-10., [RA, 7E52
FIAS R W PR RS T, B WG4 i 2 (A
RS AR L — [ AR, AT DATE M1 AT M2 Z [1]
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ST Y & B, e S Rl N2 i i 2k ] LA i
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BEAE 1755 1Y ALT R £ 47 4F A1, LncRNA PRKCA/
miR-15a-5p/PDK4 il i3 fi i L b A [ wa A il Ht
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A0 I I 3K ot S I5C 1 LA BIL 1) 7 B 75 0 ) T 4TS
AR . L, B W20 i o 1 A Ak mT B2 4T
Xof JHe 25 i i 4 4 ) — A i S TR T T B

T F W2 A, AT LATE o 845 A ) 240
FERF AT (AN AT AN TS ) 2 5 Ak il
Ui B . A AR TR — R R R R K &
Z R £E -1 (caspase-1) 3 &2 Bt & iR KA AR &
it - 11 38 1 57 47) GSDMD 2K [ & 5 A 4 i 72 e 1
M FE T 5 3K, fR Al 20 i A b ik e R4 R A IL -
1B F1 IL-18 45 K & 2 &2 B+, WF 58 &k B
LncRNA Fl mRNA £ 5 LPS 755 (1) 22 M Jili 451 473 48 Jfd
BT 22 5Pk £ IAY, LncRNA4344 18 i 14 4%
miR-138-5p I [n] LPS i3 % i ALI 1) NLRP3, # —
AR UE T RAE RN R A0 AR T il I I AT
R o BRI A Pl R AR K A o (A 4
SR MG , 38 2 R AR A A B g
W& AT . A WESY il i LPS 75 5 il i B g
1, ARG 0 3] i 2H 20 v LncRNA ZFAS1 1128 351
/b miR-193a-3p F IR HG 1, A2 48 4 e X385 Jin , 24
JRLJR T B G I, B PR T A 1 Bel-2 SRR BRI, 15 1]
LncRNA i i3 5% 0 B W 41 0 7- 2 5 2ol 361473 149
3.3 LncRNA 4z E& A 5 Al 545 0942 5 8 5%

o A I R AN M T sl AN 4 A A B A
4, LncRNA 7] L i 15 5 40 FA/E H T G HiEfe s A
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