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i E . fig 4L (pulmonary fibrosis, PF) J& — 2 AT HE ROl A SR A0 e, HORWNLRIE 4%, 2
Ja AR, B RS = MU SUNIRIT 5. Ik, PR PR IR ARSRALDG T S R RO e T R
S EE . JE4WAS RNA (noncoding RNA, ncRNA) J& MR H A # Misk, gl 8 B 1) RNA. 2 J LK,
AT I, neRNA FENLR Z P A 28d f R 48 7 EZ0RER, L H A =M. ORI 2R s,
ncRNA 7E PF B R AR e B EEAEH . DUIEF K C T ncRNA & PF A (1 7033 fig DA S AR Rad i 7
HH5E neRNA SRIATT PF AT 5t PR ERAE — 251k .
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Research progress of non-coding RNA in pulmonary fibrosis

HUANG Ming-Hua, ZENG Lin-Xiang*
(Department of Respiratory and Critical Care Medicine,
The Second Affiliated Hospital of Nanchang University, Nanchang 330006, China)

Abstract: Pulmonary fibrosis (PF) is a chronic and progressive pulmonary interstitial injury disease. The median
survival time after diagnosis is short. Its pathogenesis is complex. At present, there is no definite and effective
treatment. Therefore, it is very important to clarify the pathogenesis of PF for finding effective therapeutic targets.
Noncoding RNA (ncRNA) is transcribed from the genome, but does not encode protein. In recent years, researchers
have discovered that ncRNAs play an important role in regulating a variety of biological processes and attach more
importance to them. Many studies have shown that ncRNA plays an important role in the development of PF. This
article reviews the recent researches on ncRNA in PF and the future prospects and challenges of treating PF by
intervening with related ncRNAs.
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1 ncRNARST K MF T

ncRNA fi§ WEERIZH rh s ok, (HA WAL 2
JR ¥ RNA . GWAS H 3% (2017 4E 6 H ) Sow, %
AR AL R 2 25 1E (single nucleotide polymor-phisms,
SNPs) FHAXAT 3.56% £ T AR ISIX H, 96.44%
AL TR A X AN S 7 X Z AR RS X, R
SR A ARG b X S8 N SR A 2 v BV R L
DLATRE T 2 EEWERH . WFARE, ZFHEHID
RNA 76 &R A2 B p R R B A
F T8 neRNA F1 1437y RNA (microRNA), KA4%AE
%% RNA (long noncoding RNA, IncRNA). ¥k RNA
(circular RNA, circRNA) 5 i £ 4EA 2 [A] 2 3 A2 EAH
KM,

microRNA J& — 82 fA £ T H AR T =y L AR
SEH), KL 23 M HE R B9 A TR PE AR R i RNA .
X microRNA [11/E A HLHIBF 75 2 B, microRNA JH
HHEZREZE AR S RNA &4 93] 5 MY
RNA FFE L i, FEICE A ST RNA B AN 21
mRNA [{]%iX, microRNA 5 mRNA [ /5 & H AN
XA 5 EUEC X mRNA # 85 1) B fge, 1 9 2% 400 i)
P8 microRNA- SEAR AN 56 4 5D 1) B AR
B %o AR ELAE

IncRNA 3 % 5 — K JE KT 200 ML HER 1
FEgm i RNA s A, a2 A =il 1%
o R BT AT BERE SRR, R ILEAT
AREZ 5 WLk Z F Ay 2 B, TRk T
IncRNA £ F/K T 752 85, IncRNA [155% A
A ER v S H LR e, WS AENE S
T B IAR LRI RIE ; IncRNA FI{E N 585
P YR E RNA (competitive endogenous RNA, ceRNA)
W B BE 6 5 microRNA, M 4% 41 5 microRNA
FRIER I RIA T,

circRNA 52 i e [ B oK, %A 5" miE A0
3" o %2 SR IR R L IR IR P & S5 A 1 — SR N TR
JESmHS RNA . circRNA [RjHEAN P & IR 454 4 HLAH
L2k 1 RNA B B fs e AR 7 v, b B A HEUkr
weltk, FENAME NG 27, R BB ESNFEE
FEERZEY, 5 IncRNA 24481, circRNA 8 7]
YEN ceRNA 8 i ifg 4 250 3% 4+ M4 45 & microRNA,
WA B R %94 ¥, Chen™ R B, circRNA ]
Z 5L S R, TR PR BT B B R
IEAL, cireRNA & A SE AR FE R KL, DLESA
Al 8 5173 145 & A# 5 DNAL RNA, RNA 454
B [ 2 ) B B R I R A A e U

2 AELZRFERNA ST 41k

2.1 microRNASRH£F4E (L

PF J& —Fh R ALEI AN il Bz, b
JZ 18] Jii 4k, (epithelial-mesenchymal transition, EMT).
ST it A 35 R TR B TR AT AR AT AR A
it 160 5 P s e TSR, microRNA 7E 5505
AIVEH BRI AR S . BRRIBR I ESE FE B, microRNA
A I IF B s R (I R I T S 5 i A 44k
frat e U,

Let-7d +2& 5 P-4 & L) microRNA 2 —, Let-7d
FEIRAEIEH B R, B4k A K R B (trans-
forming growth factor-B1, TGF-B1) i i Smad3 5 Let-7d
RE T4, T Let-7d RiE . SERwF R C AN,
IPF &, Let-7d i, LB %ikE [ A2 (high
mobility group A2, HMGA2) i, {£#t EMT it f%,
TGF-B1 %l ¥ J5, HMGA2 [f] 34 I 4 %6t + TGF-p X}
Let-7d [y 4, wF 58 & B, 2144k /) B A IPF
B fil, miR-26a FiAWED, ff TGF-B1 /-5 Smad3
WEER AL A F 2 n, 1 _E i miR-26a 7] L] p-Smad3
%A, BT TGF-p FiHE 57 %, ZMIKRIR
WORL U, 4k, miR-26a i EMT MIEKEK, B
e A HMGA2', miR-26a i o] @it 4% Lin-28B
Rt 5 Let-7d IR IE ", 4F 4E 4k il b miR-26a )
VR R AR S S UL R 2T A 4T A R 3G B LA S EMT
() IE S SR, miR-26a B 16 97 il 21 444 i 7 1
#FR. Yang 25 U B 9% K B, miR-200 5K £E fili iy
R 208 (AECs) H LU AE fili j 21 4 20 g v o FL v 3%
ik, TESRIGVEIG AR 4E 46 /N BROFD IPF S8 2 i, miR-
200 F R IK Pk o IX R WG N miR-200 5Kk F ik
AT 0 A b R 40 B ) TGF-B i S /) EMT, 54
AJ I TPF o il i 2T 4E 40 B 7% 12 . Huang 25 U %
L, WNT5a £ IPF Ht b € 2k B 2T 45 40 i 15 5
miR-101 J& X WNTS5a/NFATc2 (% A 13516 T 41 A
M 2 Bk ) 15 5 8 4] WNTS Hill 301 44 i
W5 5 HAh, miR-101 3@ it Smad2/3 15 5 & S i il
TGF-B A5 1 J 28 24 48 B 10 FJL RS 2 4% 48 B 19 404
Smad7 s& TGF-B 15 5 % ‘T ¥ o — AN E EE k1
#HEH, miR-21 @MEH T Smad7 Jilg5H % TGF-B
55 ms e ® 54k, Sun 26 PV RHL, miR-
21 J& 3L B8 7] Spryl 75 il i 21 4 48 i v A/ 3 ACE2/
Ang (1-7) Xf iU B 5K 3R 1T (Angll) 551 NLRP3 #
RE /MRS HIEH, R4 E R Guo
2t P2 S I, miR-29 ik I v 11 7Yt i 40 ff 4
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1, & miR-29 2 [HWIFA R IR L (cyclic adenosine
monophosphate, cAMP) 5 5 [1] SP-A 3 1A F1 3% [H 7%
PEFIEIA R 2017 4, Yamada 25 ' gl 4 254016
ST TRt 1 — A AL ) BB RNA, Rl miR-29b
B, IR B T A4 BT, 8O
AT 24 5 Kt . miR-210 7EMtAF 44k T i 4E
AISC IR, BRI 2 i AIE 35 3% B B S HHLHT AR
5 P VBB AR S T 200 (hypoxia inducible factor-
20, HIF-20) A 11l i 28 A 5 1) miR-210 2 ik 3 41,
M BELIT TPF il 4 4 2 3 3. ),

AN IR T i 5 W TGF-B >k 52 Wi £F 4k 4k K 4
] microRNA, Cui 2 "8 57 % B, miR-34a A~ 52
Wi TGF-B1 75 5 B WL AT 440 i 431k, T =2 @it e
Tt AT o 2 i 3 S R A I AT 44k . 320K miR-
1343 {E R T WF St & (U ALEF . Stolzenburg &5 ™Y K3,
g Fp P 40 R TR S miR-1343 [ A ib A, IRk
T IK F W R e AT R A, B R A A
KK 7 1 832 4k (TGFBR1). TGFBR2 %%, MM
OR[N 3Rk 1 AR A R 9K 59 TGF-B 15 55 5
Liu 25 PV B 95 % B0, miR-708-3p i it 1K #i GATA/
STAT3 ] ADAMI7 {55 7 S 15 5 7 W I 4F 4E4L,
& % P miR-708-3p 5 Il K 5 # R AE, W1 FVC%.
DLco% %5 IF #H 5%, Lino 2% P %% I miR-199a-5p 7E
TR R 5 S LT4E4b /N R &% IPF 8835 1 il LRk
MM R R, BN EEA ]
(CAV1) if5 3 TGF-B 1 M\ 1T 38 56 Jifs i 21 44 £F 4 Jfd
oA SEEEAITR, (Rl 2 R4 1 R A K JE
U YRR R L, T Si0, 55 14K A A1 i £
YA AR S my il 2 b, A EE T2 B R, miR-
149 RIE T, F40H0 4 2 -6 (interleukin-6, IL-6)
Fik F, M _F I miR-149 AN 1L-6 15 N,
F W miR-149 7EfLF4Efe /e, H T Re i
IL-6 [HZRIK .
2.2 LncRNASRHhZF4E1L

J4E IncRNA ANl 85 5, (HIT4FEK IncRNA
155 P A& s I VE 13 BT, Cao 25 B %
JE H R B AE S8 56 PR A5 4 A /) BRI Rk e R 1
IncRNA, 210 4 Fifl, 358 AT, XZ&EH] IncRNA
Z 5 il - A AL I 26— ANIESE o 7R IX Tt
FoH, AT I 8 i R A 2% AR SE T OB A B
IncRNAs AJ005396 11 S69206 1 £ 4 Ak fith 25 27 )
FKik. Harc G aE R LA E A, W
Ui ki i RNA 4143 (TERC) #1 H19. Aalbers 2 ™1 fff
FR I, TERC IncRNA J& 5T ) CCAAT &5 58

A R A S , WA4EA . X
%6 IncRNAs ] ge il i HAH R & B A EfE, W
TERT Z 5 £F 4uA I K. IeAt, FELF4Efb i
FIEBUE R IncRNA B A7 @ 78 Y ceRNA SR 15 %
RIZRIL 138 77, 18 RNA “ig45” {EHT miRNA,
M B IE miRNA 5 mRNA #br4s 4. HI9 3 5%
P, 32 ELAE R & 2R RS B AR A B
H19 7€ BLM i 3 () /N R A B v o TGE-B 5 3 1V
LAY Ra R ) U S vl W P A o E W (A B R
LPYEACREIR . H19 ELEEAT miR-29b ) 3'UTR 454
SHAAS, #PH] miR-29b I, T AYK:JE (COL1AL)
FELBEIN, BE H19 B COL1A1 Fik /b B, th4t,
2018 4F, Lu %5 P g 5t ik R 8L, H19 Wl fEid@ it 5
miR-196a 3% 4+ /£ 5 ceRNA 3K i 35 COL1Al. H19
TEM AT 4k TP /R R ZLH M IncRNA BIEA, &
B L AT BEAE A M AF 4k Ja T IV ESE A5

Liu 25 P B 72 B30 —Fh T (R L SEAZE M IncRNA,
Inc-PCF, H 3 B/ it h R I& . FEAR N AT,
Inc-PCF L, fRuEMGLT et ; it —2 K,
Inc-PCF £ miR-344a-5p 5541454 LAORY map3k11 (4H
FLor Ak SEFEFIANMA R B 1) 32 BRI 7 1
bR ) % T4 miR-344a-5p FEfE, {2k - R 40 s ft,
TR G F4efk, T BEAHAE IPF B 7E A TTHE AT

Wu 2 PP HF 57 & I, miR-489 7E 4k A (Si0,)
FEUN GG H R RE TR, EEN IR
R i 220K miR-489 43 BT S RE I LF 4EAb A5 5 %
T AR s E R A BEAE 410 R T 88 (MyD88)
A1 Smad3 Tk B OCEE A 15 VE A, AT BEL Wit 474 4L o
AN, 7824 miR-489 PN EEHE4R IncRNA (AR
FKAHFEEF (CHRF) A 1% %% miR-489 i ¥ JE [l fr 1
¥, RIS 4EAL . miR-200 5 LR il 47 4 4k 1
Al REML ] BT S CAERUR, Liu 2 " £ Sio, S 81
LAk AR B, SiO, JIM 5 g4 g 43wk TGF-B1
PLi%S Rz 4i b ) IncRNA-ATB, ifid 5 miR-200c
SEL R ZEBL {23 EMT., Song %5 " 75 Jifi 2F 4
R R I T HAR P A E ) IncRNAs MRAK088388
A MRAKO081523, 3 & ¥l MRAK088388 iffi I miR-
29b-3p K17 N4bp2, 1l MRAKO081523 it & let-
7i-5p 454K Plxnad. X E B, MRAKO088388 Al
MRAKO081523 7] fg A ceRNA 5 il £T 44k 111 &
Ao Sun & P ME T BAL A S A0S0 M AT 4E 4L
/NEUH IncRNA ) 22 55 3Rk, FF H ik &K I IncRNAs
uc.77 F1 2700086A05Rik & it i 15 Zeb2 F1 Hoxa3 ]
SRZIFRIAS]E EMT, I H S84 464k . Yan 2 )
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R, 1E SiO, iF5 S B4 44k o, miR-503 M,
miR-503 #1[] PI3K/AKT/ mTOR/Snail #4244 EMT ;
&I & 7R B IncRNA MALAT 1 {9 miR-503 #5445,
i I 1% B R AT A4k . Li 2% ™ R B, R
P il 21 44 /N SRR TGF-B 3 385 16 il A 21 4 4 i
IncRNA PFAL [-f, miR-18a ~iffl ; ff{k PFAL I},
miR-18a i it # [m) 45 4 4 21 4= K Al F (recombinant
human connective tissue growth factor, CTGF) [ 1 15
ik eik, MR ES Il 4 4L I . Liu 25 ¥
FL#R B, IncRNA PCAT29 (prostate cancer-associated
transcript 29) 7EfT£F 4L R, 17 i PCAT29 N
P TGF-B ik, [FKF, miR-221 F£iEHm, K
IncRNA PCAT29 1] G411 52 miR-221 #1#1{¥] TGF-B
T A0 N4bp2. Plxna4 [3RiX ; 4k, IncRNA
PCAT29 ] # 1] RASAL1/ERK1/2 {5 =38 % #11 1 %
TEAN IR T k. 8 W B R R B, EAF 4Rk
AN AMETRL K TPF B3, IncMRAKO053938 %k
Z LA, fes Rt EMT I8, (Rdtimergeit. 5B
Ketfa e BT 145 B IncRNAMRAKO053938 (19F-#
I, B gnf, i T IncRNAMRAKO53938
is, DAERIBE ML 4E1b i H Y. Hao 25
Y TE T 5322 R IPF FH O 158 11 0 4 0 35 (R A 9 1k
I S6 1 B2 (RPS6KB2) AHALI#) IncRNA AP003419.16,
JLAE IPF B h I8 BB, A0y AP003419.16 7]
FF 10000 5 35 2 AHDE 1) IPF XU

2.3 circRNASHHF4E1L

ANET S8 2 B 52 mircroRNA, circRNA
XTI LI HL v B 3= ) RNA TE il JLAFE K
FFUEZ 3 B E . circRNA 7] 5207 mRNA 76 20 %
RS K, AT LU TR mRNA BTN 28 55 4,
R T W B2 B B ) miRNA BY B 3% 5 4 B A
JoR AR B AR P DA S i G S Bl 3t R KPR R
1M, circRNA TE il £F 446 (ML A 78 B 37k 25 2
B,

Bachmayr-Heyda 2 ®" §f 77 $2 ! circRNA ] 3=
5555 2 AAAEC, JUH MR A S cireRNA A,
T A A Al A — Rl A R . B il BT
WMNEREA R BRI ZR, SO, SRS ML 2 (7]
Bk, M E R aniE. NIRRT Si0,, Sl
RIS, 2 EMT MM 28] 544k (endothelial-
to-mesenchymal transition, EMT), M 1M 5 £ fili £F 4
k. Chao %5 ™ S H] circRNA f % 51 43 4 84 i /N 5
Jilist 120 4 circRNA [{JRiE %57, KIMREFET Si0,
7 70N B, B ek il s 2 ) il 2EL R R O o ) 78 R AR I 4

41 COL1AL. I AU R (COL3A1) Al o “FiF ALALEY
=M (0-SMA) [R5 1, VE-Cad / Cdh5 Fifi /)
BRI R 48 i &G B 3 7 -1 (PECAMI)) 1 R ik 9 /b,
FEEAR N AASL S10, ZF7IT EMT (k4. 14k,
SiO, # # £ i circHECTD1 #iA, #| HECTD1 &
[ 23% ;1M K cicHECTD1, MMLI1 4 ffl § HECTD
FEFRIEWIN, R&ET Si0, (41 d HECTD1 /K
PR, SI0, 75T 1 N B2 40T 71 AT #2 3 hnafi i%
U] HECTDLI £ SiO, i3 1 EMT H i i 41 il 41 A
T HRGE RS BE S R A OB E R B MRAE 2 R
WHFE, AMO ( ELRRGHN ) 0N Dy 22 1 i 1) 25 4 i
B4 ZC3H12A/MCPIP1 i@ itz £ 5 H W40
T PRI £T 4 4 i 389 5 5 3 8% B circHECTDI
5 3L HECTD1 /& —Fhif 1 gu it 11 E3 2 &
HEREEE, W KP, HECTDI rliEide £4i5S
ZC3HI12A [%fi#, i circtHECTD1/HECTDI1 & 4% 5| &
4T S A AN BE T, BRI S R eF 4R dm s 1k B,
X % W ZC3H12A £ 5 circHECTD1/HECTDI1 4 &
() LR 40 BV AL s RIS, 878 1 circRNA £E SiO,
R4 TP T DhRE . R o () BAR L
WAEHE, {HEER circHECTDI1 1] fE /& % il ff v8s (2
FrREYD, MR R M4 4E A5 P AL S iR T B e
Ferd
3 RE

I JLAER, neRNA FE 50 H R 7t SR
FE 1 il A Ak A B G BEAE FH o RE E 1Y microRNA
TE il £ 24 Ak Hp 3 3 1 1 95 B8R 1 R R AR R 1 R AR
RIEHR IR, N EIRIT A 4eL i I
BE S TFRE RS A . 35T miRNA 7 35 1 3 2 J5 1 2
WA R miRNA R AFRES. B, EZE@d
N LA ) miRNA B a0 8 10 25 I 5
JIRAE I B SR RIA N i miRNA SRk & Z R 8N 1
(") miRNA ¥& . H2&, 7ERER miRNA JGI7H, 4
ARy ) A g K ) 5CRH S /)N B4R FH ) miRNA $g (3%
KON — AT R HME L, Jf HAME T RNA 7
BRI e AR S R 2R A 0K R, fEMR T,
Al fE B AE I M E R E N . B AT R A T
miRNA J7yEIA T Il 4F 44k B ARRES:,  (H AT DR
Hi A D912 SIS 5T R i H TR . microRNA |
IncRNA. circRNA 7Efi£F 4t IR, ARk
W FEAIIE ST Il 45 4E A X — H RTAS AT V6 8 50 3108
Fento SR, EATTHIAE AL A8 LE I E F B AT,
AR E PRI .
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