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BE: K IF % RNA(long non-coding RNA, IncRNA)X 2 P If 4345 /.2 P 2R & 38 4% & 4L (acute lung
injury/acute respiratory distress syndrome, ALI/ARDS)##f EAZ % & 20984545 M. K % #IncRNA X 4%
A ALHEALVARDS#IAE Fl, 3X 2IncRNA T i@ i i F- M08 B vt Je AL . 80E R 43 7 89, 2t i
B EEUARFFAT, BT, ARF Z R T RENFHAMG. I8 % #E(ipopolysaccharide,
LPS)A 2 #8944 FALI/ARDS#) 254h, ka5 3lA2 ) 293 KE, Z L B4 T L FRAELPSHALL
ARDSH A ¥ ZAZF0 4% PEAF F #9IncRNA, AR A F-RALI/ARDS &9 11 55 #7276 J7 $2 &34 7 89 B 5%
KHER): KEJFEHDRNA; SHWMHG; ZH PR EFELELIE; B4R

Roles of long non-coding RNA in promoting acute lung
injury induced by lipopolysaccharide
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Abstract: Long non-coding RNA (IncRNA) plays an important role in regulating the progression of acute
lung injury/acute respiratory distress syndrome (ALI/ARDS). Current studies show that most IncRNAs play a
role in promoting ALI/ARDS and these IncRNAs can mediate lung injury by inducing alveolar macrophage
polarization, activating inflammatory signaling pathways, promoting neutrophil recruitment, and inducing
various cellular processes such as apoptosis, pyoptosis and autophagy. Lipopolysaccharide (LPS) is a classical
reagent for the induction of ALI/ARDS and is capable of causing widespread lung inflammation. This review
summarized the IncRNAs that have played an injurious role in the LPS-induced ALI/ARDS model in recent
years, with the aim of providing new ideas for finding preventive and therapeutictargets for ALI/ARDS.
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(05 BORE , 0 JUL PR B RS o 4 00 2L e A A il
ThAERRS, EMmR AR E" Y. % TALVARDS
PR RIAR . FAAT R EARTG, £ H i
FIETT R S P B i i 5 R o

AR, IncRNATE IS ALI/ARDS%E & 2
&V S PR I E I 512 T )12 &% LncRNA
e —MIER T REZMIAEERNAY T, BARH
TENAR P =F B fIK 715 f RN A(messenger RNA,
mRNA), {HVF 2 IncRNATE A7 4 Fa 25 F 5L R 3%
K EREEZOERY. BT, AURERH, A
5] ) IncRNABEWS L #EALI/ARDS I R A K e, I E
MBI ALI/ARDS A5 £

fig Z B (lipopolysaccharide, LPS)& % >% K[
401 B 40 M B 1) 32 R A), R N TETELPSE S0
SN R 5 N ALI/ARDS 7% B AL B 3
AEH AL, KRB BT SR MR gl R K
Jifr s I A ORE S N AN AR TS SR AR . T
A 1 i 48 2 ALI/ARDS 5 WL Rl 2 —, LPS%
T I AL/ ARDSH B B A 75 98 REAH Dt 45 455 1)
oy FHLEI R LE 16 7 75 V5 1 e o B RLE F 1 44
WRG . HAR SCER L AR R R R 1 < IncRNA
FELPSELALI/ARDSHIF 7T H 1 B AR Dy 5 A 73 1 HL |
BT 4RI

1 LncRNAHLiA

1.1 LncRNARIEX . KRS
LncRNAE — KK R T-2000 Hi%A & E i g
IR E R A, J& T IESISRNA (noncoding
RNA, ncRNA)F#]—2. LncRNA K4 26 = 1
BRObRAE,  H AT 1 020207 sURARYE H 5 4T
Phth i BRI AL B G R 40 R Al IneRNA L N &
FIXIncRNA. JZ X IncRNA. IF XIncRNA. X[
IncRNA, {HIZ 7275 XFF A EAEMTIncRNA
hieds B 5 —FhE B 00 4 28 7 2000 2 AR R
IncRNATE J5) s 2= R # R F 0 il s 4Rk
F PR 38 1 I 3 AE FH Inc RN A I 428 328 Ab 3[R 3R 1A
) [ SAE H IneRNAYY . 2 i () 55 4+ E N JERN A
(competing endogenous RNAs, ceRNA)LHI & —
M S 720, IncRN A I 35 4 M 45 & b
RNA(microRNA, miRNA), lI#HImiRNAXHAE(E
fHFRNA(messenger RNA, mRNA)FFEAEIER, LA

T B 3% i S DR R B 1 U

5mRNAMLL, IncRNAFIFEMRFE 2Z, A
A AR R SR R, HKE 7> IncRNA S
mRNA—F, #FRERNAZR EE 1T (RNA polymerase
I, Polll)@ATHes%, HETHSmniE. 358, 3’
i U) B AN IR ER AL AR X R TSR T
IncRNAH ¢ 5 mRNA —# B A B Z K4 7
1.2 LncRNAFEEERIEHH R

LncRNATFYERN(E S HiH. SRS
T, ERWBAL KL e SR 3% 5 )2 TR 2k [A]
FILFAT TS . ERWEAL/KF, IncRNAH] LA
FYOFTERE . HE B AE 37 i A,
P B DA ) M AL 2 1 tn] DUE # 5 DNAS”
R AT ER), LR A = i BRR PR (R-1oops), T
SRFNPUER SIS TR FIKFE, IncRNA
L 8 15 #% 5% Kl 7~ (transcription factors, TF)Fl—&k
RNAZ%E & & F(RNA binding protein, RBPs)[1i 4
B FTF. Pol Il FIRELEHR H BIAE 5 8 1 R 3R 4E
KRR RIS KT, IncRNAF
5 BAMImRNATE SOWEE, £ s i L 45
¥ Al i@ 5RBPsEE A, JERIncRNA- H i E
&) (IncRNPs), % SRBPsHIM %384k, LU
SE mRNASs [ F P18 1 R Bl (5 5 i (g

2 LncRNAZEALUVARDSH BG4 R Rik

B = e 30 U R R IR S S S HOR
BRIE R B, A 2430 A IncRNA E 7 E B /EALL/
ARDSH B BE W ERRIL, &S 5MMHLNH
558 M EE RN T . WangZ %LPST S ALI
AN ZH 2 AT Ine RN A Bl e, R T 26324
Z 2 RIE M InCRNAFI2 3524 2 7 Rk ImRNA
P IncRNA-mRNAFL 1A K R W 48 R 22 7
RIE B = P IneRNAE Z A5 T LPS - 1 il 3 4
B RAEFE . Teng ! XTLPSE S AL/ f AT 21
SUIAT R EAN T, BRI 7201427 RIEM
IncRNA, PR A4 18 43 H7 A 2% 5 5 4 T H 7R 1X
YIincRNAXFALIF R H L FE e E EEEH . Luo
SEUSHA M 7R T AE ALTR BB il . 5 e 41 i o
IncRNAFImRNA 7 15 3 75 5L it 453 493 B Bk AR o
A5, H, IncRNA4344,2 — ANk, @itk
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FfmiR-138-5p#E [AINLRP3 i LPS A 38 (1) fifi v [ e
MARAET . JiaZE AL T T AL R 414
3084 % FIncRNA K ceRNA W 4% f1209 /> 2 5
mRNA 5 (R EAEMIZE, X /2% 1 HR 31 5 2
S5ALTMH RSB R . f b mT WL, 3% 8 5% 1 1)
IncRNAsIE T 455 miRNAsE AR E 5, TERRE 31
WM 2%, S ALIVARDS K] £ Fhips B84 2
BN TT ALUARDS A Ay BEIHE fi . R 1LE4S

ITAE R K R HILPSELALI/ARD SR Y rf 35 47

3 LncRNA{ZiHALI/ARDSH) B4

3.1 LncRNA{R i3t fifri & B 20 AR 4k

2 it 2H 23 15 6 A i 52 30 G P AR i A B Bl R
ML EERNRZ R Em s, 2rERE AR Y6
R, BRI R I SIS R (M1 D) BT 2 1 &
RIEH T M2 7). G20 B AL FE % 5 ALIJARDS
[y B AR B AN TS B UIAE G, FELPSHIMIEC T, il
AR el N EN U R R 2 O A S|
M &AM AL, P2 AR R YT R 7, 02 il

IncRNAsHIHTF 7%

EU TR

%1 LncRNAXTALI/ARDSHIIEIE{ER

YEH LncRNA EEEAVEL ohesIEY ] T EERE RRIERES Sk
N B JEAC iy 54 o N
(e MALATI %;f%‘ﬂ*’@'h U SR 0ICIec] 6adeis AEIMI BRI RS [20]
W 4 A A
" SNHG1 RAW264.7//N i JiB  P65/IncRNASNHGI/HMGB1  #fil EWEAN RIS (A A AE Y. [21]
PRNCR1 HPMECs//)M i, W MiR-330-5p/TLR4/NF-«B 01 &4 L 98 RE 534 [22]
PIHNF-kB AS49//N R Wi MiR-98-5p/TLR4 OV 200 B 9% R S NE [23]
Ehepil NEATI L 0 L
AS549//NEL #oW  HMGBI/RAGE-NF-«B gf‘\?m@‘ﬁﬁ’ IRIAIRAAE oy
. /IN B AR ¥ e £ o Jx HIEIL-6. CCL3. A1) o P L 240 2 SR R R SR
. LincRNA-Cox2 PN 51 CCL4. CCLSE i [25]
st S T /b et
MINCR SAEC//MR, R MiR-146b-5p/TRAF6 %ggﬂ@ﬂt, WD LA [26]
MEG3 NR8383//Mii, UTER  MiRNA-7b/NLRP3 O] 58 RE S8 [27]
A orps-Asi ALIBHIMIEHPMECS i MiR-223/NLRP3 PIRIRRL:, SRR gy
- PN ' W
NLRP3 NR8383/K ULER  MiR-138-5p/NLRP3 O] S RE S BL [29]
LINC00839 MPVECs//] i ULER  MiR-223/caspasel/NLRP3 O] A TN SR SN [30]
B i iR-223- WEE I
T SHNG14 AS49//N R, R MfR 223-3p/Foxo3a O 20 i [31]
I HOTAIR AS549. BEAS-2B/NEL Bk X}Eg'SP IATG2 ATCTs g e, (Rabamioie  [32]
MALATI HPAEpiC Wi MiR-194-5p/FOXP2 s 7y, fRgEE T [33]
SHNG14 MH-S//]MR B MiR-34c-3p/WISPI RS ARG 7, HOHI K S [34]
by . PEEAN MO 58 . Hh 40 B
A549 MO MiR-370-3p/IGF2 TR [35]
SHNGI6 PR AT . 20
NN _ b B _ e 1= 2 i N 2 i
% TE,E}H’@ WI-38 ik MiR-146a-5p/CCLS A 1 [36]
XIST PMVECs//]M & BB MiR-146a-5p/STAT3 O] S RE S SN AT B [37]
EEE28 vE
iﬁ;‘%m‘ﬁ/HPMECS/ WO MiR-95-5p/JAK2 MR AR GROE  [38]
MIR3142HG SIS S KR
HPMECs MM MiR-450b-5p/HMGB1 REAET, ARETHR o)

E S

HPMECs: AN iiE iR 4if; SAEC: AJif bR 4if R/NS0E R 40Me; PMVECs: Wil s Pl & 4iffd; HPAEpiC:
NG E R ANA; Clecl6a: CTUEIZE R 16a; HMGBI: HiLB R EHEEABL; TRAF6: EIRFCIN T 24K <K F6;

NLRP3: NODFZAEKIE S pyrinE 3 H3; Foxo3a: XCKMERE K To3a; ATG2: HWRAHGHEF2; ATG7: HWEAHX
FHK7; ATG16: HVEFIFEK16; FOXP2: SCKAEP2IE[N; WISP1: WNTIESESEEEAL; IGF2: B RMALEKR

F2; CCLS: @atbAFEeiAkS; STAT3:

G AR TR R T3, JAK2: BRI
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LncRNAFE S HH 5% ili iR g2 4 5% W) 1 (metastasis-
associated lung adenocarcinoma transcript 1,
MALAT1) & & Je b R 5 N R /N4 il e 4 %
R 5 A 5% I Inc RN A, 7E fili A JBE i £ 2% 35 2 i
o LncRNA MALATI R L #% iy 5 05 41 A
[ 2 R BE AL SR A2 I ALI/ARDS I HE € . IncRNA
MALATI/ELPS I B V40 i B3 v, JFd
g NClecl6alfiZik, (EEMIAEMRANMIGL, w7
flkIncRNA MALAT1R] LA/ LPSi75 5 1 /) Bl 45
YRI5 S i VL E e I 0 )i % R ALY,
LncRNA/MZAZRNATE F K 1 (small nucleolar
RNA host gene 1, SNHGI)HAEHE FALINMIR S
W2 vk, LPSHIERAW264. 741 i A p65 3T 3 1
BdeAi )5, p655IncRNA SNHGIIJEE 7454,
£ IncRNA SNHG 15 3% 3 7 4 R 3 2N )
HMGB1, HMGB 1 it £ 2 15 5] %2 44 (TLR2 #
TLR4)F 1 8 2 4k 4 7= W) 52 4K (receptor of
advanced glycation eng product, RAGE){E#MI1E
W 4 B IS 0 JE S L, [0 | M2 [ 4 T
R
3.2 LncRNA /- ENF-«B{5 S1@ B AEGE

¥ X ¥-xB(nuclear factor kappa B, NF-kB)/& I
Z RIED TR T, LPSHE S HINF-«BfS 51
WS I TLRAMIR G840 3 3, TLRAZ PH 99 i A&
R TR M2 A, A2 ENF-«BI R 1L
MZHEAL, YELPSTE T HIALI/ARDS 4E M H &k
5 5 AR,

LncRNAFT 7 i JE 2R A RNA1 (prostate  cancer
non-coding RNA 1, PRNCRI1)7ELPSi% S {JALI/
SR ZH 23 S5 25 s B R A miR-330-5p/TLR4/
NF-« B4 N #E LPS 75 5 1 il 1fiL 5 P Bz 200 Je 4543 A ¢
iE P, ChenZ5 I 70 & B, IncRNAAZBE 5 41
LI 5% K 1 (nuclear paraspeckle assembly transcript
1, NEAT){E#EALI/ARDSf{{E It 5 NF-xB 1) #
5 5. LncRNA NEAT Li# W fffmiR-98-5p_F i
TLR4MIZFEIL, IMELPSHE T M AS4990 I 4 IE &
. M4, ZhouZEPY7EALI/N B RILPSH S 11A 549
4 b B2 B IncRNA NEATIHI & RiE, R
IncRNA NEATI1A[ &S #/HMGB1/RAGE/NF-«B
T % PRI 28 4 M DR - RO B8, Ol 4 o e 12k
3.3 LncRNA SR AR S5

W60 b R 40 2 i 52 B A0 SR ABER . iR

241
l%[ ]

B ST o ) B —TE B B, SR B R A A
LR FRIEFG R R ) 54, BT
il it 8 288 SRE S o

LincRNA-Cox2/& —F- K F [ [H JE4mtURNA, A
55 R G P2 20 L R AN [ A Y ) 2 L R R TR
A . FIARFACIESE, lincRNA-Cox2if it 45 &
et Jii 5 W SWI/SNF Je 280 W 41 i
NF-wB 2 il 1) B 4T 0 8 B TR e %, ARt 98 ohE s
K 37 X 48R (9 364 B3, Robinson
SR A RNAD R, lincRNA-Cox2%:
S5 WAaS R GIE R R, lincRNA-Cox2i
Jo 1 4 R R 200 i 1 R A S S R I 3Rk (B
IL-6. CCL3FICCL4, Jk/>CCLS){i ik ¥ ki 4 i
TEM5E4E, MIMINEALL. LncRNA MINCRAE —
Tl R B IncRNA, #ELPSH54% (1) /] 5 i 2 24 fn
SAECH i, #iJRIncRNA MINCR &3 [#{K 52
B I Y E e PP g PR MR A O B, SRR N T
LR MM FIL-10 89 RIE K BARLH 9
IncRNA MINCR A ##ceRNATEH], Wi fffmiR-146b-
5p, JEINITRAF6FIBEER (b HIp6S IR IL /KT, I
ALI?Y,
3.4 LncRNA/TS4ARRET

O R ER T — PR A R R & 2R R A
(caspase) K Hi A2 7 YEA B sE T2 5 =0, A4 A i
M FLBRTE B, B 2 B L - 1 BANIL- 18 R
Ao ARYE REMAE Mcaspase AR, FETTIEEE 2>
JNAIM2. NLRP1. NLRP3. NLRC4. caspase-1/}
T2 A S LA K caspase-4. caspase-5. caspase-
11/ SR AEZ BB . 2 IncRNA R BLE 1T 40
Ml miRNAsHINLRP3 78 i /M [A] 452 5 40 B AR T2 1)
W

LiaoZP R B, UTERIncRNA BEJE 763k KL K3
(maternally expressed gene 3, MEG3)n] LLiHid # [
miRNA-7b/NLRP3 47/ LPS 7 T [FINRS3834H iy
IL-18. IL-1BLA K caspase-1117/K~F, M #IHILPS
HFMAMET. 5 —Dif 7L E7R, IncRNA Opa
AHHAF H 85 S R O S 4 1 (opa-interacting protein
5-antisense transcript 1, OIP5-AS1)7EALI/ARDS &
HiE T FE. HURIBFFC AL, IncRNA OIPS-ASI
T fmiR-223, {EEENLRP3 % PE/NMAEITE K,
PR IncRNA OIPS5-AS1A] i LPS 4t # [ HPMEC
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FETS . SO N R AR A IS 38 A 330 4 e 3 A
2K, IncRNA NLRP3/&miR-138-5pfficeRNA,
I 4 5 miR-138-5p/NLRP3/IL- 1M 48 it HELPS Ak
F INR8383 4 it F'NLRP3 78 11 /IMA ) 7 B T 75
RASKE N, AL, IncRNAHL AT DL F 26254
IAE FAE 5, B et mT DUIE I 1] LINCO00839 1)
Fik, $EEmMiR-2235K1K UG R IENLRP3 1)/~
A, IR ALVARDS 512 1l 4545
3.5 LncRNA /540 ff1 (5 I

I W i 4 YL 30 o Al A O A o A Ak B 52 45 4
Ji 2 B 1 B B R . TR N IR B AR E I SR A
N, EEREAE—FROROLE], (F 7 A Ak B
FORNESIE], LPSHEIEL, 053 A Rk T B B
WAk, BIRARE T EAE TS LncRNAT]{E RN
ceRNAZ> TIEHEALI/ARDSHAA] (140 B2 4 1

ELPSH S HIAS494 B+, IncRNA/MZA-
RNA7E 323 K 14(small nucleolar RNA host gene
14, SNHGI14)W ffmiR-223-3p4E [ Foxo3a, it
AS49Z11 1 Y. LncRNA HOX % 34 ) X RNA
(HOX transcript antisense RNA, HOTAIR)& £ 4L[1]
Eifitiges . WA 44 % VIR G B R, HAE il 4n
WM miR-17-5p, $&m Filf HWRIEKATG2. ATG7
MATGI61IFRIE, M7 FLPSALHE ] AS494H il
W, IKEHALIPY,
3.6 LncRNA T S40RE TS

P8 T A B w0 IR 5T 48 B R T AL AE
IncRNA/ FHIAL/ARDSH A EI Z 7. K%
FncRNAH It ceRN AL 2 HE Ml 4 P8 12 o

FELPS AL B IHPAEpiCAI i th , IncRNA
MALAT1 R % Fif, W ffmiR-194-5p, {2t T
TEHEIE N FOXP2IZRIE, FOXP2 2R T & A
L2 P R RN T 1 4L O gy B o i 8 YN
MANEALI®Y . ZELPSAEE iIMH-SHH AN /) B4
21 IncRNA SNHG 1438 i % ffmiRNA-34c-3p -
WWISP1FRIL, WISPI G544 K. HALMAAE A
5, BiKIncRNA SNHGI14E40HIWISP1#5 1] LA$E
AN S TR A . Bk Ah, fELPSTE S
HIAS4941 i, IncRNA-SNHG14W fffmiR-124-
3p, HEMTGFBR2EAE, {2k AS494H M T A5 IE
RMPY, HWFRER, IncRNA/MZA-RNATE 325
[A16(small nucleolar RNA host gene 16, SNHG16)

73 ) #E Bl miR-370-3p AlmiR-146a-5p, ik N 40
FEHIGF2MICCLSIFRIE, NELPSE S AS49H!
WI-3840 M TR0 4 0 S i k4, IncRNA X
AEVE M S VEFE AR (X-inactive specific transcript,
XIST) ] {2 FELPS 55 S IPMVEC 40 A 7 T 1 98 i
. LncRNA XISTHfffmiR-146a-5p, MIfi b
STAT3, Hi#BHZE, STAT3IAMYAZIncRNA XISTH]
T, HRILEEIT, STAT3EHE T IncRNA XIST
M85, LR T STAT3/XISTHIIE B3k, #2758
IncRNA  XIST & — /MG 7 ALTEAE 1A I 85 f 5
AP, LncRNA MIR3142HG & — Ffsir i 5 mm fifi 1
RIEKFREIIIncRNA ,,  EALLE # ) 37 il
Fi&, FFHAELPSAL B J5 FTHPMECHIA 5494 ffa
W ET . Bl L, IncRNA MIR3142HGHE 7]
miR-95-5p/JAK2##. miR-450b-5p/HMGB 14, il
R4S 77 (R T E A LTS,

4 REERE

25 b, IncRNAW]IE I Z R ALVARDSH)
51 o e A N SEU A2 DN R AN sk % et o
. REFSEBAEGE. ATHRET. B
B, TSI AR . AR IncRNA T #58 3E K R ik
77 54, (B H RS 74546 E T ceRNA
W25 (4200 o ARTAT, X B 45 0UR AR TE 3L R K
7, HAEIncRNASEN TR K4 . Fl,
SE LT 40 B AZ ) Inc RN A %Y 2037 KT 5 47 75 41 i R
I IncRNAKUE:, |4 7] B8 A 58 SR I 45 2L A
Tk TR KKXTALVARDS KI5 A] ) 8 T
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