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Roles of IncRNA in airway inflammatory diseases

CHEN Zhu, LIANG Haihai*
(College of Pharmacy, Harbin Medical University, Harbin 150081, China)

Abstract: Airway inflammatory diseases are characterized by abnormally enhanced airway inflammation,

airway obstruction, and airway remodeling, mainly including asthma and chronic obstructive pulmonary

disease. The incidence of airway inflammatory diseases is rising steadily in recent years, placing a huge burden

on the global healthcare. However, its pathogenesis has not been fully clarified, and it is urgent to find

molecular targets for the therapy of airway inflammatory diseases. Long non-coding RNA (IncRNA) is

dysregulated in airway inflammatory diseases, acting as a key regulatory molecule that affects the occurrence

and progress of airway inflammatory diseases. Abnormally expressed IncRNA is expected to be a biomarker

and therapeutic target for airway inflammatory diseases. This paper reviews the roles of IncRNA in airway

inflammatory diseases.
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B R RIS B DT
1 LncRNAE Y

LncRNA J& K J& #2004 1% 1 B 11 JE 4 15
RNA, = gt FF i e, RN EA WD E [ 5%
PIThRE . MR4E 5 8 O i gmid R R A E X R,
A IncRNAKEr NS IFE XneRNA. o X
IncRNA. & FIncRNA. & [ [ IncRNA FIT XL [i]
IncRNAM. LncRNATE 40 g 1) 52 A 520 HoE ML
Hil: BT UM AZ A Inc RN A 25 B3 2 G ()55
etk B BT, WIncRNAT L7E {RNA Y
B0, g R R B O S AR B R R S B T A b
WS RN 5 5% . EPRAIS, Inc TCF7@ ¥
SWI/SNF & &) 55 48 3] #% 5% K 17 (transcription
factor 7, TCF7)JE3IFF e TCF7# %!,

LncRNAEF 782 “iFH” , BHIbG @R E A
5 B R S 454 . LncRNA Mhrtfg 5SWI/

SNFE &Y ATPHS . 3:Brgl 454, FHiEBrgl 54
a5 AR B . 52 A 7E 40 M 5T AP A IneRNA K
Z PLse S ME W VR RNA (competing endogenous
RNA, ceRNA)HIHXRIEMEH . — L8475/
RNA(microRNA, miRNA)F M 45 [ IncRNA, A
fENceRNABImiRNAM “Wdn” , wHMas
miRNA, FHIEHA SRR ITE . LncRNA
OIP5-AS il id #E 47 miR-410-3p b T4/ 3=-13
(interleukin-13, TL-13)[3R%k, ERE4H M T A%
i SRR, 40 B P I IncRN AR g B 4% 5 mRNA%S
BT RNA-RNAUEE /4 K U 1T mRNA B F € 14 -
LncRNA Sirt] ASEH:454 Sirtuinl mRNA PAIE i
Fase bk, M _E iR Sirtuinl (225, 30 il 27 4E 1L
W b 7 -T8) 78 i #% b (epithelial-mesenchymal
transition, EMT)J3 !,

2 LncRNAZESEREMERPRIREER
5%l
2.1 LncRNA SRR

W Mty e — P S E SRE PR, HARRIE & 3
SERRPE. Bt 2. RERRE. RIEEY
RVSTEREAS, & WM. W2 AR S A o)
SR, HAT, SRRCHEBEIMC N B E, B
20254F, ATBREENG B N B A B4, i3

& 5 PR 55 IR 2% 2 18] 0 A AT FH 2 W I 8 1
Rl G IR b, Y6 7 Ve W o Sl Y PR R o 3 7 B2
B R A BE 2RI BN ) B B 25 0 2 R A B
IVPNE DGR S AU B E o o VR o B s N K [
FIB2'E F IR & B2 i Bsh i )7 G ™. Pk
18, IncRNAZ 51 5 12 i g AL 1) v & o 28087 48
ML) D fe 5353l , B AT VR N B i H A6 7 #E A
VAP

W Wity ) R T R T i Bt T4H M 1 (helper T
cell 1, Thl)/Th2ff154T . Th24M Y4 Th2 Y 41 i
K F(IL-4. IL-5. IL-13)PACR2 Y 980E s MiTh14
f 43 WA Th1 B 40 f IR 7 (IFN-y. IL-2. TNF-o) LAFR
MR JAE . Sun5EP R I, R B M A% 4T
fiisHIncRNA TUG13RIE Eif], miR-29¢3Ki& T i,
TUG il i 3% 4 P 25 4 miR-29¢ - 1 W 41 fifg o 3
FEsrFB7-H3M R, Rk Th2i 704k, InE Bz
Wi o AT HETANMI (regulatory T cell, Treg)/Th174%
17 (Treg#M i/ Th17 L BE 70IE) S Th1/Th2 K i —FF 5
2, H 5t A AR VIS . Qiu
SOV, e g AN A L IncRNA MEG33£5A
i, MEG3#48bmiR-17_1 1 4 FF B2 AH o< 9% 52
{Ayt(retinoid-related orphan receptor yt, RORyt)[15
K, fEHEThI7AH AR 28 40 M Rl 5 IL-17 JZ1L-22
)ik, fEiTreg/Th17547, IIHEBEG . LncRNA
STAT4-AS1 ELFEHE[AIRORytE H, FHIERORytSIL-
175K S s TR E S S, AmiHlThl 74346 LA
CRARIENS r (1) 9 RE S wil

SE I WL A (airway smooth muscle cells,
ASMCs)ist 5 386 5l R 7% /& 0 B 28 1 SR A
TE A ATAT R T B8 LR, MBS R R
SRAF I ASMCsTE 74 A1 38 B 1) Tk 2 Jze B - 9 B iy 2
&, UHERESULEEEN B F, #2758 T ASMCs
7 b ) ek E Y. Huang25U' VR B, w2
H I35 IncRNA MALAT1%i%& EiH, MALATI1i
I I miIRNA-216aF 4 (2 AMSCs )i B2 3651 |
TR, M0 E G . LINC-PINTHE [ miR-
26a-5p b i iR EE5K /) 25 1 [ YR 4) (phosphatase and
tensin homolog, PTEN)JZKik, HEMm#li|ASMCs
S A DL b 1 g

IL-4775 5 (1M 2 [ 16 200 it 3 A v DA 32F 401 e 55
SRR s, FF T B8 1) STE = SR . Han
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UL I, IncRNA PTPRE-AS Ui e 8 i {514
WD EH & 4543 5(WD repeat domain 5, WDRS5)%:
£ ) 7 1R B K S R & W B B e (receptor-type
tyrosine protein phosphatase &, PTPRE)[] )5 5l ¥
H, WURPTPRERI#E 3%, M IL-47 3 HIM2
R A 5 AL, IR T i P M e ) RORE S N
LncRNA Dnmt3aos?EIL-41% 5 M2 7 E I 21 iy
m#RIE, B FIADNAF % E3a(DNA
methyltransferase 3a, Dnmt3a)/EmRNAFIEE [ )i 7K
R FRIL, fREM2 E RGOk, S e e
Wi () 9 SN A IF AR, Inc-BAZ2B W 42
FIBAZ2B pre-mRNA [ %8 & M DA 5 H 05 =X 2 [A]
BAZ2BIFRIE, M b+ &5 H 14
(interferon regulatory factor 4, IRF4)HI¥E%, it
M2 BG4 25 BFTIR, BRI IncRNAYE TS
R 40 J 35 Ak AT B8 B A VR T o B B R R
FWE
2.2 LncRNA 5848 ZE 4 fififm

2 4 [H ZE P4 ifi 955 (chronic obstructive pulmonary
disease, COPD)& LAHEAT P AN 030 [ < PH ZE A0
2H 2V EE B R AE B AR T, 8 R R IO AR 1 S
SRR A LBIR . COPD K 2 FlUR I AL
i, T AR RO R B B I ORI £+ 41
FERETAE. BT, WmK EEEmES G, AT
AR I 5k 2% COPD A 3 IR 32 FR BT 51 L FR
W PRI, ARLATS TG 75 56 43R & COPD! ). /ECOPD &
& Il 2 2R 7 R A I Ine RN A F] i 5 COPD H 1Y)
RAERMN . AOEEREHRMAEER, HAECOPDM K
TR R A EH

LncRNA IL-6-AS17ECOPD i # il £ ik
EH, HERAERN &S FISHSER S5 R 3R
W1, IL-6-AS1{E4HIIAZ AN4RJL R sh A Rk . diE
J5T FHIL-6-AS 178 24 P Y5 VA 47 5 4 14 45 5 miR - 149-
SpLAFESEIL-6 mRNA; 41 A% HIL-6-AS1/E NRNA
SCHOR FLIB-A R T 1 4E SR RIIL-6 5 3 T IX, A2
BEIL-6%% 5% . IL-6-ASLilid LL 4238 IL-6 1) %
&, AZRECOPDH I #E [ M. LncRNA SNHGS
TS A miR-13200 FIHPTENEIE, 0
COPDH 4 PEAH M PRl 7 (IL- 1B~ TL-6) R ORI 241
P, BRSO R R X e SR R
IncRNAZ 5 i #COPD ) S 5 ¥

COPDH S JE B I [t 2 P B . S0
BT L2 B S 38 R O B IR B AE 2 —
LncRNA MCM3AP-AS1/ECOPD & MK HFRIAT
W, i RIEMCM3AP-AS1 ] &2 B S A8 T
JUL 400 P F) 436 B8 3 6, 0 o) A< T R o R R 20T
LncRNA COPDA i i i 5 i 435 0 5 iR A 5 1
(membrane-spanning 4-domain family, subfamily
A, member 1, MS4A1)HIFKIA KIS E K
R TN, RS VI G 5E,
HAEEIEC, RO, 4. R ERIER
DU AT S E E . LncRNA MIAT4; & miR-
29¢-3p FMEEAE TR 7 -3al3RIE, (R R 0E R
. EMTAUE RV, InEAEEB™, LncRNA
GAS5# it 454k miR-217-5pH INPTEN ) ik, 11
HICOPDH 1) 18 JORE AR AT 4T BTG4k, I35/
i E el

Jits 225 K6 40 LA T2 450 A 72 COPD I B0 L 2
—. ZhongZ:PYUR I, MBRE T HFMIMEIRIY)
(cigarette smoke extract, CSE)i}, COPDK il
R T M P 2 S N, A Bel 2481 K
(Bcl-2 modifying factor, BMF)& FH7KF 1.
LncRNA RP11-521C20.38 i 48 A BMFZH 8 17215
5 SRR H CSEVE S I A M g8 T2, kT R gz
COPDFJ# . LncRNA HOTAIRTECOPD & # fili 4]
A5 % T CSER I ML A Bz 4 i vp 2k B, il
I DNA R LR EE 1A T Bcl-2 /8 3l 2R 4Lk
R 32 4 M T AR <O, BE R N HHOTAIR H KA
A e 2 197 COPD — gy k2,

2.3 LncRNASHMSEREER

LncRNAYE R M £ % (allergic rhinitis, AR)+
PEE B A8 M 555 % (chronic  rhinosinusitis with
nasal polyps, CRSwNP). 3 JiE A4l %8 559205 H 45
RIFEFMEH . LncRNA GASSTEAR B () 55
FEARFRIE I, FHEEd ¥ M miR-4953 IGATA-
3MFKIE, (E#ETh27r 4k, MTMINEARAER . &K
Y5 GASS B IS i #EiE I T I GATA-3 (R IA %
AR/DNRAAEIRPY . LncRNA  MIR222HGHH i3 1 it
miR 146a-5piiiE TRAF6/IKK/IkB/p6515 S il ik, 11
AR E g4 faM2 ARtk o & 3 ST MIR222HG T
F BS99 B T LR AR ARV R 1Y Ik PR SORE I B, R
ARMIR222HGE A AR AL G I7 8 55 10 38 75 AF
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FAPT, Wang P85 T G2 #H 5 3 [F /) . CRSWNP
Pk NEEHSANBEEDIREY, /I
LINCO01198. LINC01094., LINCO01798.
LINCO1829F1LINC01320, ', LINCO11987%
miR-6776-5pflceRNA, i it A PI3K/AktE 5
BB FESEE, RIECRSWNPsHIA
Ao Ak, LINCO119871] fE 42597 CRSWNPHITEE
B Ao S AR 98 RR L U E YV F Inc RN A
MALAT1 £k B E 8, If H5IL-8MTNF-a 2 IE
FHI, R SRMALATI AT Pl 4% S TR AR S G /N B il 28
TAGRERE,  FEH 20 IR 73 W M R A p6 5 1 3
ko WA, MALATLEENF-«Bif %%
Jo A2 B L 5] S B ACTE A S A E, T 2 5 SR
it 95 B33t

3 LncRNAZESE R AEM R P RYE T M A
3.1 LncRNA{EAEMIRED

LncRNATESE RAE MR R RIE K, FH
7 R IE W Inc RN A 5 %5 95 (1) )™ 55 7% B2 AH O o
I, IncRNABAEAEREMREMRINE T, FF
ARG IncRNA, HAF N EDI EM RG220
P PEA IncRNA R P AR ol i AR AP ) 7 20
15, HARM P IncRNAR L A RoE P, B
4 A IncRN AP 22 53 A8 A A JHC B A 12 i <18 280 14
PIi B AE AR MIbR B D).

TERPR I R AR R FEF, ZFHES 55
HRE, R R A bR B EE G2 W LA N2
HITERA I . O B 70 I 8 B Inc RN A AT BRI
HEM KW, EFEREHLT, BLMmeids
IncRNAA] LUK B4R 5 w2 Wi itk g0, 78RR 1
HIF 50 H B S B A G b A B L AB IncRNA T 4H A

WA, RAKEGCWR 2 WEe ). T
FEARBEAXT A MR, LW 0504 B AE 55K 1 Bk ST
HRRBA S AR BESE . RRIE R — B I R £
O BT 9T LABR i 45 SR e v . kb, 3B RS
X L Inc RN ATE o Ath 8 P 5 i B R A I B 3 2
R MLEFEAS I KPRV Al LR 5
3.2 LncRNA{EARITES

LncRNATESIE S RE P59 19 & Bl ok B
BAEH, BAEFEAEBIBITEARE ). 5¥m
EERAES AL, RV e AR A
WEUR AR R, B R A R A
g . L, IncRNATE IR IR T #E R I R F
H/ZRIE. HAET, WA IEE /DT HERNA
(small interfering RNA, siRNA)FIx IR
(antisense oligonucleotide, ASO). siRNAHZEHH
HRRIIRNAT FUIRE &, e lncRNARE
fif. ASOW LAY HAMNRNAZE & I 52 G AL IR G
H, SIRRNAFEMEIFEAR NiFE AR ARE . P
JTPVEAE A B B A B 9T 8, (R T HAE RN
IEEPE . WS AR R B = A0 B IR R AR, 7RI
PRI 77 AT A — € R BR M . B ASO.
N- LT FLBE e B A S 1 () siRN A W] 5035 . 24 B
P, WO SN SER J1 . AT v R % 1 B
15, R8O 22 4 (136 B KT T ASOBISIRN AT ¥
PR 0 R0 AR 7= B e B L, IR B 4N K R (lipid
nanoparticles, LNPs)i&E A HEZHMIZIRAY), Sk
JFEDRIE T o ISR IA B . P T LNPsih
15 B ImRNAYE 1 kbl i A Ros th R IF 224
PR 2R

AL, AHBRSRIT I A AA,  JUH RSN IMA I,
H T SR ARGE I B SR8 A% 1 — R P K TR & A

R 1 BEEASEREREREDIFSYEInCRNA

YW LncRNA K Fik 1EH AUC ZH R
CASC2 1ig T W7 )L 2 0.907 [31]

- BAZ2B A1 JE L B A% 2 A LW L2 BN 0.850 [16]
PCAT19 ZHIR 1A LIk 2 B I I 0.949 [32]
LINC00847 A0 I HRZ A0 i [X 3 W ity P o 2 9 R0 22 A 3 0.871 [33]
PVTI A I B 40 A X s A T 2 R R {0t R 4L 0.953 [34]

COPD OIP5-AS1 13 A [X 4> COPD f& 2 1 JiH 0.903 [3]
MALAT1 3% A X 43 o e AR o 2 0.969 [35]

. AUCHRZIRE TAERHE M4 H R
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FIREE RO, AT H AR S B 58 m) 12 o R FH Ak
WK S IEPE Inc RN A S AL A7) 5401 1) 5510 326 0% 2 4 Y
SR M 2 21, R T AR DR 0 I U ) 5 o R T
BE S — P VAT S . Pei Ui Y Ah A s i
1B R AR - LFE R K Dnmt3aos smart silencerl!
Mok BIM2 B E R4l i, JTEKIncRNA
Dnmt3aos(f) ik, MimilHIM2 BRIk, &
AR T /R B OE RORE, R RN R I
RIAEY) 2 A . TR AN IEIT S AE I, IF
FVF P UTRE AN GE SCORE I 2, AT
P E N R D> 4 B R e, R — PR AT S
i Ko RAEIES N IEE A #AEH T IR IR 1)
IncRNAJT %, {HREH 3 T mRNAKJASO/siRNAZ
IR BT, IncRNARE W) 25 P B 55 AT gtk N — A~
B AR

4 REERE

AR, IncRNATESIE 48 5E M2 0 7 1K1 H
B R A . B TIA AR, IncRNAG
HH R8N S TE 9ORE TR K2 Y LR AR B R
JTHE . LncRNATW] A #E B PR EE A 12 g LA
TR (1 B BOEEAT 100, AT 3R 43 58 47 (178
TR HEHTHEAEASR . BhZHLIEIFE,
HIncRNA KGN 7 V5 M AR R #EAL, IncRNAFF AR F
ENHFIGIRIZ W o B A% e i AR s S R 42
o B S M (2 BT HE A 1R R — A R T
WFFE T 1A e LncRNAYT % 5 75 5 KUK 1875 505
e, WEEEREERERERIENKW. H
T 7 240 J R0 Sl 47 B AR v 31 B f 0 T AR A 2 R T
REANIE F T N 28008 JORE T 5 DA R Bk = 2 05 1)
i R IRIRELHE . IncRNAZGYTE N v 17 380Rn %2
Ve T E R, BB W TR e A T
EIA YT R B YIS AT . A 3 TRNAKITEELE
I A B 3 AL #5230 36 026« R S ek AR 2 4 A 5%
I BEAS . KoK, A B DB AIT R HEH
I IncRNAKE /) J5 VAR i UK R 40, M b
B A 350N S JORE PR R VR T MR RS . Ik
4b, RIncRNAfRSFHEZE, BTV 2 X T IncRNAIf
IR 7T 52 B0, T3 JLAE IR P R B, — ik
IncRNAFLA /N FF O SEHE, AT DAREAZ B 1A 8 2
N, Ho— A EEMAEYEIEE, X

BE BN IR PR B A E T B 5 i PO B B, 0
IncRNA % A5 Jok Ty 8 114 345 A 3= LA A 76 8 745 i
J& . WLWE B Fl G R B b o il in, IncRNA
AFAP1-ASTEI 1R I 26 0L 7 A7 1 08 57 UK ATMLP
AR BE /NG B e 0 & 2B, HLROC Hi 28 43 i %%
B, ATMLP L& S04 Vs SV PR B A T
f) R AR ANy S O, R SR X Ine RNA I 7 ANY
LR BEERNA K, 38 B 4 B9 K 1) ] fg ok .
LncRNAZa i Jk B AT B i (R Tl ¥R 77 A
BT R I DL AR o
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