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HE . B IRITFEZ £4£4535 1- B L RNA 1(LncRNA FEZF1—AS1) s$il o) JT 4F it ompadg sh . iE45
Z RN B LR -1 A ZAE R (EMT) 8935 B EAF AR, ik i A KB -T-B,(TGF-B )R T A549
wafe, AR A A AR AR A G X IR LA (A549 eI ) A AR AL, Western blotting #oi] 49 fiL E—
4% 4578 (E—cadherin ) .\ N—45 %k % & (N—cadherin ) Z 7% 7% & & (Vimentin ) &k, WLEREA F H 2 ERF; 5
B 3T B R AR (QRT—PCR ) A 28 i LncRNA FEZF1—AS1 A= miR —200c—3p A B £k, ARIELIEE 49
Fodb 2 F AR, ¥ A549 Za s A 3B ( Blank 41 ) \TGF—B,+ Si LncRNA FEZF1-AS1 NC 4L TGF—@, + Si
LncRNA FEZF1-AS1 48, CCK—8 i an J 34 58 48 77 ; am X Jo 52 BaAsem] 4m e 3t 4% 88 77 5 Transwell 42  4m fie.
12 £ #6 H1 . Western blotting # ] 4@ ff, E—cadherin , N—cadherin & Vimentin & & 4% 3% ; QRT—PCR #& | 41 Jie,
LncRNA FEZF1-AS1 f# miR—200c—3p & B ik . R BA 4 E-cadherin & @403 KA TR T G R4

4% (P <0.05) , N—cadherin & Vimentin & @ 48 % & X T8 2 G s BT 35 (P <0.05) ; #2 A 20 LncRNA
FEZF1-AS1 & B ARt £ 2 382 G s B AH 3 (P <0.05) ,miR—200c—3p A F AR &k T2 F G s Ru B

& (P <0.05) o 5 Blank 21}t 2% , TGE—B, + Si LncRNA FEZF1-AS1 NC #4848 i3 78 iE 45 A £ h A &
(P <0.05) ;5 TGF-B, + Si LncRNA FEZF1-AS1 NC 28}t 4% , TGF- B, + Si LncRNA FEZF1-AS1 48 4@ i, 3%
A AFE AR S BAK (P <0.05), 5 TGE-B, + Si LncRNA FEZF1-AS1 NC %1} # , TGF-B, + Si
LncRNA FEZF1-AS1 28 LncRNA FEZF1-AS1 & B 48 %} £ i ¥ & N—cadherin . Vimentin % & 48 4} & ik 3 BAK
(P <0.05) , E-cadherin & & 48 4+ & ik & 7+ % (P <0.05) ; 5 TGF-B, + Si LncRNA FEZF1-AS1 NC 41}t %%,
TGF-B, + Si LncRNA FEZF1-AS1 28 #= Blank 28 miR—200c—3p & B A8 xF & % ¥ 7 & (P <0.05) . it
LoncRNA FEZF1-AS1 i i #74) miR —200c—3p At i 18] i 4F e gmpedg g, 45, 12 2R EMT AL,

KHEIF ¢ AFA AR 4AL 5 LncRNA FEZF1—-AS1 ; miR—200c—3p ; L& —18] AR A8 ZAF )

RESES ;. R563 XEkFRIZAD . A

Mechanism of LncRNA FEZF1-AS1 regulating idiopathic
pulmonary fibrosis*

Man Jun', Song Long-fei’, Liu Yong-quan'
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Weifang Medical University, Weifang, Shandong 261035, China)

Abstract: Objective To investigate the effects of the long non-coding RNA FEZF1-AS1 (LncRNA FEZF1-
AS1) on the proliferation, migration, invasion, and epithelial-mesenchymal transition (EMT) of cells in idiopathic

pulmonary fibrosis (IPF) and its underlying mechanisms. Methods A549 cells were treated with Transforming
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growth factor-pB1 (TGF-p,) to induce a pulmonary fibrosis cell model, dividing them into a blank control group
(A549 cell group) and a model group. Western blotting was used to measure the expression of E-cadherin, N-
cadherin, and Vimentin to verify the model's success. Real-time quantitative polymerase chain reaction (QRT-PCR)
was employed to measure the expression of LncRNA FEZF1-AS1 and microRNA-200c-3p (miR-200c-3p). Based on
experimental goals and different transfection plasmids, A549 cells were divided into three groups: Blank, TGF-3, +
Si LncRNA FEZF1-AS1 NC, and TGF-, + Si LncRNA FEZF1-AS1. Cell proliferation was evaluated using the
CCK-8 assay, migration was assessed with wound healing assays, and invasion capabilities were measured using
Transwell assays. Western blotting and qRT-PCR were repeated to assess protein and gene expression changes.
Results In the model group, the relative expression of E-cadherin decreased, while N-cadherin and Vimentin
increased compared to the blank control (P <0.05). LncRNA FEZF1-AS1 was upregulated, and miR-200c-3p was
downregulated in the model group compared to the control (P <0.05). Compared to the Blank group, cell
proliferation, migration, and invasion were increased in the TGF-f, + Si LncRNA FEZF1-AS1 NC group (P <0.05).
In contrast, these parameters were reduced in the TGF-f, + Si LncRNA FEZF1-AS1 group compared to the NC
group (P <0.05). Also, this group showed decreased expression of LncRNA FEZF1-AS1, N-cadherin, Vimentin, and
increased E-cadherin compared to the NC group (P <0.05). The expression of miR-200c-3p was higher in the TGF-f,
+ Si LncRNA FEZF1-AS1 and Blank groups compared to the NC group (P < 0.05). Conclusions LncRNA FEZF1-

AS1 promotes the proliferation, migration, invasion, and EMT processes in pulmonary fibrosis cells by inhibiting

miR-200c-3p.
Keywords:
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Fi g PR Bl H] BT 21 4E b (idiopathic pulmonary
fibrosis, IPF) JE 4518 1 | #EAT M 4 4 APk S5 AN
BH (10 it ) Jof 2 0 A, % LR V2 P I 96 4% il 25 A
Z AL b B2 -8 78 T AH HAE H (epithelial interstitial
transition, EMT ) | i £F 4 40 i 1< 5 388 A= 2 40 g 3L ot
if FEUCAR, B 2 5 BUvR 18 M TR] BT £ 4R 4L 1PF 2
filti 2% B X HAE B, 12 5 E W AR AR R 3 AR A
AL S AEAEAE R N 30% ~ 50% . T AF Sk [ Y Ah A
AR IPF &SR AL 3222 5 EMT 45 56, EMT 48 I 2 4
MR T 25 2 1 & A 2T 2 20 i 5% [R) 72 )5 200 it ¢
T As AN PRV R R As BB T R I
K45 9E gm T8 RNA (long non—coding RNA, LncRNA) J&
— Bt SR K >200 nt AN 4 A K A RNA, R
WA T BRI At , ) 2254
Yoo N £ F B A B R, WESE R B, FEZ KR
$¥48 1- 2 L RNA 1 (LncRNA FEZF1-AS1) 78 £ i fith
AN R B 58 T 1R 28 K EMT Hh & 4% 8 2R
R A I U8 4 L EMIT 5 B2 4 OC 14 22 i G B 2 RS
SIE % . MicroRNA (miRNA ) J& — Fh 7 %2 14 4k 4 1
/NRNA, 72 2 5 2 80 A W 2E T ae R i
MicroRNA-200c—3p (miR-200c-3p ) 1 £ Ff 5 5 EMT
b R B AR P9 48 s, 58 & B, miR-200c-3p
TE O WUREBE S 3L J6 B 8 IH 448 90 55 EMT #% {b it
rh R E AR, SR, LncRNA FEZF1-AS1

idiopathic pulmonary fibrosis; LncRNA FEZF1-AS1; miR-200c-3p; epithelial-mesenchymal

FEIPF (/R i JTEE 5%, H LncRNA FEZF1-AS1 /&
5338 1 miR-200c-3p KA M ATERE . A5
M LncRNA FEZF1-AS1 7£ TPF H it 3¢ 15 8 X 0 A 4
U8 BRVT IPF (9 & L, 4% IPF A3 M LY
THITHE AR AL R AR

1 #MRERZE

YMAE R BT
AS549 21 WA [ i E A R B A BR A A
AS549 4il il 15 3% T 5% 10% i 4 L3 | 100 w/ml 75 5
£ 100 u/mL 4% 5 % (1) DMEM/F 12 15 38 3 b, 76 {5
K46 L 5% €O, 37 °C T M FE R 4514 F b 2 15
I, M0 2 80% i i PR R AT R 2S8R
1.2 FERFIRMEE

AL A= K K F - B, (transforming growth factor— 8,
TGF-B,) ( Lifgir =AY BHE AR A R), DMEM/
F12 AR 15 77 3 (36 [ HyClone 28 7)), i 245 1ML 35 (35
[ GIBCO 2wl ) , CCK-8 £ I X 77 £5 ( H 4% DoJinDo
8 Al ) 5 Transwell i & /N % ( 3€ [E Corning 28 A ) ,
TRIzol (3t 3% & X B AW H AR A R A W) |, L5256
E 8 R A il 4% S (quantitative real—time polymerase
chain reaction, qRT-PCR )5 & (Jb 5t &0 4 A= W4
RABRATED) , 51 G (L EEE A=) TRA A
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F] ), FastKing ¢DNA %% — 4% & iR 77 & | Bulge-
LoopyrM miRNA qRT-PCR Starter Kit XA & (T i 1l
R A R A F]) |, Lipofectamine 6000™ 4% Y i 7]
(EWERREDHEARARAFA ), Si LncRNA
FEZF1-AS1 % 4% ks (M i B A= B AT BRA
A]),Si LncRNA FEZF1-AS1 NC (% B8 ) % e i ki (]
T B A R A BR A R ), miR-200c-3p 51917
F W S AE MR A R E) ), BCA 2R I B
W R & (B3R = RAEYE ARG RAR) , E-45
Fh £ M1 (E-cadherin) . N-%5 % £ 1 (N—cadherin ) . I
J& & 11 (Vimentin ) & GAPDH Pt {4 ( Z& [E Proteintech
ONTD) AR E L B CHRP) (B B — i (g8
AREVHEARAGRAF) . AR IR (H A
SANYO) , 542 ( 3 [ Thermo 23] ) .

1.3 FHik

13,1 iR s BRI E 10 pg/mL
) TGF-B, #5 B 500 i J5 & 57 TGF-B, (20 ng/mL) fE
FHF A549 40 i1 48 b 175 5 ili ] 5T 21 4 £ 41 M A 78, g
SIS Ry 25 R BRZE A2 . A Rl T 6 FL AR
WHEATREF%, MM K E 4 ik 3] 70% ~ 90%
IR AT 5 Y2, A #E LneRNA FEZF1-AS1 28 78 i i K
25 R, KA Lipofectamine 6000™ 5 v B 5 1
7 % e, F A5 AU 21 20 il 53 S TGF-B, + Si LncRNA
FEZF1-AS1 41 (%% Y& B R0 ) B TGF-B, + Si LncRNA
FEZF1-AS1 NC 41 (%% 4425 H BUkL) |, Blank 2H CAS i 4T:
] 42b T A AS49 4 L) . AS549 4 i % Y 48 h J5 R T
qRT-PCR £ I 41 j % Qe 0%, T IG 2250 50 o
A549 41 i1 53 2H A Blank £ . Si LncRNA FEZF1-AS1 NC
40 .Si LncRNA FEZF1-AS1 4, M {5 30F 45 5 Y 7 5
PE , AHBFSE S Si LneRNA FEZF1-AS1 4% & 3 40
52 525, B Si LneRNA FEZF1-AS1-1 2H | Si LncRNA
FEZF1-AS1-2 41 . Si LncRNA FEZF1-AS1-3 41 , 43
ORE IR 223

1.3.2 qRT-PCR # M LncRNA FEZF1-AS1 #=
miR—200c—3p & ik 3R FH TRIzol 1247 M 40 ifd b 72
MURNA, 23 I FH FastKing cDNA 45— 854 it 75 &
S miRNA eDNA 26 — 555 i 0] & 156 B 5 #4E 1 5
K eDNA , # 48 PCR 12050 & Ui B 45 i# 47 qRT-PCR
J N, AR 95 CHAEYE 10 min, 95 CASPES s,
60 CiE & 30 s,72 CHEfH 30 s, 40 NEIA . i 5% Ct
(B, SR FH 2754 HEA T AH 6 22 5t 43T, 43531 L GAPDH Al

U6 fE 5 N £ i & LncRNA FEZF1-AS1 mRNA
miR-200c-3p mRNA FHXT Rk 5, LI EE 31K, 5l
VIR F 2 1 s .

*1 5|¥FE5
KB/
g b7z =
bp
LncRNA iE @ : 5'-TTAGGAGGCTTGTTCTGTGT-3'
239
FEZF1-AS1  JJii] :5'-GCGCAGGTACTTAAGAAAGA-3'
iF M : 5'-GCCTTCCGTGTCCCCACTGC-3'
GAPDH 216
JZI : 5'-GGCTGGTGGTCCAGGGGTCT-3'
1E7 : 5'-UAAUACUGCCGGGUAAUGAUG
GA-3
miR-200c-3p 70
JZ 1] : 5'-UCCAUCAUUACCCGGCAGUAU
UA-3
iEJ] : 5'-CTCGCTTCGGCAGCACA-3'!
U6 65
JZ 1] : 5'~AACGCTTCACGAATTTGCGT-3"
133 CCK-8:k#mmpyess W40 4> 40 R

Blank # . TGF- B, + Si LncRNA FEZF1-AS1 2 &
TGF-B, + Si LncRNA FEZF1-AS1 NC 41, A549 4l Jffl %
Y24 hJ5, B T Ak 40 M A0 B 2 4 % 10" 4> /mL,
100 w Liwell # F F 96 L i [A] B im A TGF- B,
20 ng/mL, 43 5 7 55 #% 0, 24 Fi1 48 h i & £L A
10 pL CCK-8 % ¥ , 4 h Ji5 {i FH i b A3 I 72 450 nm
PR AL LG EE (ODfE) .

134  mRREADN @it S B4
4 Blank 2 \ TGF-B, + Si LncRNA FEZF1-AS1 2 }
TGF-B, + Si LncRNA FEZF1-ASI NC 41 . A549 4 Jf
Hege24 h 5 K A0 B RN B 6 fLAR L m A
TGF-B, 20 ng/mL, 20 ig A= 4 2 5l W FLIE 5 L JH 10 plL
(14 TG T et % Y i W Sk R 7 T 9 S AR 2 M AR |
R , I 4t M e 4% 3 3k, I A TIC I 15 97 4, R
et s S h dk B2 1 55 . B E WA RIS 0.48 h
HHMME R AL, WR A R (%) =(0 h QIR
FH— 48 h YR T FR) /0 h Rl T AR

1.3.5 Transwell 52 364 2 JiL i 2 45 P40 i Bk B
PEAE N 2 x 1004 /mlL, AL AN IR A 1 x 10° 4~ /4L .
Bt 1 Transwell 1% WO T 28 W 128 i JC 1L 3 355 ¢
JE, N % TGF-B, 20 ng/mL & ML 5¢ & B 953, b
WAL 200 L, T 2 W AL 800 wLo K 1 )2/NE
AT E/NE 4l 805 H A AR B RN E
o FEA M ER SRA T RS 48 hE L BUL B AR
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S BRI R B A, 800 wIL Y B A
SE 10 min, 5 FH 75 09 55 2 € 7 e L4 i, 28] B
Tl NI AR
1.3.6  Western blotting # | E—cadherin ,N—cadherin ,
Vimentin & & A84 &2 % M4 )5, % FH 2
W S AR LA M, 24f% 58 )5, T4 °CF 12 000 t/min
B30 15 min , 32 B0 20 40 i B 1, R BCA 2 (R
I 5 3 590 6 S BRIV . SDS-PAGE HL K 43 B
J& R R 3 2 56 3] PVDF B, FH & 5% I RS 15 85 14
TBST (&f [ ¥ ) 2 #1 PVDF it , = iR $E K &1 2 h,
A —#$1 4 CHEF i &, TBST 78 43 1 % PVDF fii
JE A ZH1 37 CHEIRIEE 2 ho TBST BRI A
ECL 2 5 , R F Image J #1438 17 JK B {5 4 #7
GAPDH fE A N & & A, 115 B & [ A X £ ik
o HAYE AR E=H 0 E A R K EAE/
GAPDH 457 JK FE {H .
1.4 SitERE

BOE 43 A R FH SPSS 23.0 G i a1 Ok
DAFIEL + bRifE2E (x+ )RR, FLBCR A ¢ K 5 al o
P2y 22 40 M7 5T P T8 O 2243 . P <0.05 K
FSRH G L,

2 R
21 ZEXMNBAES &R A E-cadherin, N-

cadherin.Vimentin & B R xR L

Western blotting £ I 45 2 75, 25 (A X B4
H5 Y 25 411 [l E—cadherin . N—cadherin 1 Vimentin 2
X R, SRR, ZRWASI¥E X
(P<0.05) . FEAIZH 40 N—cadherin | Vimentin £ [ ]
Xf e 3k BT A IR AL (P <0.05) 5 15 8 21 41 Jifg
E—cadherin £ 1 AH % % 35 5 AR T 25 F 02 (P <
0.05), WR2FE 1,

*x2 THXBASERHEMA E-cadherin,N-cadherin
FVimentin EAHEMRIZEMELE (xxs)

gl E-cadherin N-cadherin Vimentin
HH HH HH

25 T A 0.66 + 0.01 0.44 = 0.04 0.61 + 0.009

R L 0.46 = 0.09 0.72 = 0.02 0.79 + 0.02

t1H 3.638 6.688 10.020

PAH 0.020 0.003 0.001

YR PO i E )

E-cadherin - d 120 kD
N-cadherin - - 130 kD

Vimentin — — 54 kD

z= [ Xt BB 4H 5458 46 40 i E-cadherin,
N-cadherin.Vimentin & B &%

&1

22 ZFEXRASEE A LncRNA FEZF1-
AS1.miR-200c-3p HEERIEHLL

qRT-PCR L 56 45 . i 7, 25 (1 6 R 4 S5 4 A 2]
i i LncRNA FEZF1-AS1 fll miR-200c—3p mRNA #f
XRBEILE, i, ZERIARITFREX(P<
0.05) . FIAIZH 40 ] LncRNA FEZF1-AS1 mRNA #H %}
Tk S T 25 IR IRZE (P <0.05) 5 465 75 26 4 Jifd miR—
200c-3p mRNA AH % & 3k 2 I T 25 [ 4l (P <
0.05). W3,

*3 TAXBASERIAMM LncRNA FEZF1-AST,

miR-200c-3p MRNABX RIZBHILLE (xxs)

. LncRNA FEZF1-AS1 miR-200c-3p
mRNA mRNA

25 X IR 1.35 + 0.09 1.08 = 0.003

RERIZH 1.73 + 0.03 0.20 = 0.01
i 4.269 119.000
PAy 0.013 0.000

2.3 &ZHLncRNA FEZF1-AS1 B30 R LR

SHE PRI, & 200, ERA G
B X (P <0.05) . P L4578, Si LncRNA
FEZF1-AS1-1 41 . Si LncRNA FEZF1-AS1-2 41 . Si
LncRNA FEZF1-AS1-3 41 /) LncRNA FEZF1-ASI
mRNA A X} 3 i5 & Ik F Blank 41 (P <0.05) ; H. Si
LncRNA FEZF1-AS1-1 41 . Si LncRNA FEZF1-AS1-2
2 . Si LncRNA FEZF1-AS1-3 41 i) LncRNA FEZF1-
AS1 mRNA A X} 2 35 & W AL T Si LncRNA FEZF1-
ASINCHL(P<0.05), W4
2.4 EKLncRNA FEZF1-AS1 40 B 1 58 1Y 24 01

CCK-8 SZ I8 25 R WoR , 2 M I3 0 5 22 4
Br, 45 8 7R, Blank 41 A [R] B[R] 550 40 ff 4% 58 4K

.25 -
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F 4 EHYMALNcRNA FEZF1-AS1 mRNA

HEXRIEBHILLE (rs)
51 LncRNA FEZF1-AS1 mRNA
Blank 2 1.00 +0.02
Si LncRNA FEZF1-AS1 NC4 1.08 +0.02

Si LncRNA FEZF1-AS1-1 41 0.61 =0.03"?
Si LncRNA FEZF1-AS1-2 4]
Si LncRNA FEZF1-AS1-3 41
FAH
PH

# : @5 Blank 41 L%, P <0.05; @5 Si LncRNA FEZF1-AS1

NC 41 45, P<0.05,

0.51 £0.0372
0.30 £ 0.027?
183.100

0.000

(0D, 1H b A, 22 %A e it 2% & L (F =1 733.000,
P =0.000) ; TGF-B +Si LncRNA FEZF1-AS1 NC 41 A~
] B[] 25 OD, fH LL 32, 22 5 A e it 22 B L (F =
895.400, P =0.000) ; TGF-B,+Si LncRNA FEZF1-AS1
AR B[] 55 OD, fH A, 2 5 A Giit 2 L (F =
1 383.000, P =0.000) . Blank £ . TGF-B,+Si LncRNA
FEZF1-AS1 NC 41 &% TGF-B +Si LncRNA FEZF1-AS1
2H Bt 8] ) A2 A ks e 22 5] (F =221.250, P =0.000) .
s,

®5 SHEAERESMIGHEMILER (xxs)

ikl 0h 24h 48 h FAE Pl
Blank 21 0.24 £ 0.01 0.62 +0.007" 1.09 £ 0.017% 1733.000 0.000
TGF-B, + Si LncRNA FEZF1-AS1 NC£H 0.25 +0.008 0.97 £0.03"° 1.54 £ 0.0 895.400 0.000
TGF-B, + Si LncRNA FEZF1-AS1 41 0.25  0.005 0.75 £ 0.027°¢ 1.27 £ 002723 1 383.000 0.000
Fld 0.932 81.100 168.700
P 0.444 0.000 0.000

IE: M5 0hILE, P<0.05; @524 h [L#, P<0.05; @5 Blank 2 [L#5, P <0.05; @5 TGF-B, + Si LncRNA FEZF1-AS1 NC 4 [L#¢, P <
0.05,
25 JLE LncRNA FEZF1-AST1 X @ E i i, ZRAZIT#E L (F=69.110,P=0.000) . PiHLL
A BE R WoR , 5 Blank 41 8, TGF-B, + Si LncRNA

21 il AT B 2 56 45 /R |, Blank 41 . TGF- B +Si
LncRNA FEZF1-AS1 NC 41 il TGF- B,+Si LncRNA
FEZF1-AS1 41 41 Ml %] I # & 2% 50 5 4 (27.06 +
1.64)% . (48.09 £ 1.36)% . (34.31 £ 0.65)% , £ J7 22 4%

TGF-B, + Si LncRNA
FEZF1-AS1 NC 2

Blank 2H

FEZF1-AS1 NC 41 41 fi 39K 1 & 2% T+ i (P <0.05) 5 5
TGF-B, + Si LncRNA FEZF1-AS1 NC 20 [L&%, TGF-B,+
Si LncRNA FEZF1-AS1 41 41 f ) R fr AR F (I (P <
0.05), VLK 2,

TGF-B, + Si LncRNA
FEZF1-AS1 41

B2 JAMBIIRESHRN (x100)

.26 -
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2.6
A
Transwell 52 56 4% 52 1 7, Blank 41 . TGF-B, + Si
LncRNA FEZF1-AS1 NC 41 #il TGF- B, + Si LncRNA
FEZF1-AS1 4 iF %% 48 A 253 1 24 (223.00 £ 3.06)
(32530 +2.91) . (272.70 £ 5.78) >, & )7 Z 0 b, 2%

it Bk LncRNA FEZF1-AS1 3t 4l fa i # 19

SH G L (F=153.400, P =0.000) . 7 Fi L4
4508, TGF-B, + Si LncRNA FEZF1-AS1 NC 41iE 88
21 [ % K T Blank 41 (P <0.05) ; TGF—B, + Si LncRNA
FEZF1-AS1 #4111 7% 40 i £/ T TGF-B, + Si LncRNA
FEZF1-AS1 NC41(P<0.05). WKI3,

2.7 LncRNA FEZF1-AS1ER#P#HI miR-200c-3p
HIFRIX

qRT-PCR S 5 25 5 @78, Blank 41 . TGF-B, +Si
LncRNA FEZF1-AS1 NC 4 fil TGF- B, +Si LncRNA
FEZF1-AS1 4 40 B8 LncRNA FEZF1-AS1 mRNA 5
miR-200c-3p mRNA A X & ik & L # , &7 2 &
Br, =5 ¥A g7 L (P<0.05), TGF-B, + Si
LncRNA FEZF1-AS1 41 LncRNA FEZF1-AS1 mRNA
AH X} 2 35 B I F TGF-B, + Si LncRNA FEZF1-AS1
NC 4 (P <0.05) ; ifif TGF-B, + Si LncRNA FEZF1-
ASI NC #H miR-200c-3p mRNA #H X % ik & ik T
Blank 41 (P <0.05) ; TGF-B, +Si LncRNA FEZF1-AS1
2 miR-200c-3p mRNA i X} % ik & & F TGF-B, +
Si LncRNA FEZF1-AS1 NC 41 (P <0.05)., W6,
2.8 LncRNA FEZF1-AS1 1% i i 18] 57 £F % 4k, 18
XEAMFRIE

Western blotting £ illl 45 2 7K , Blank 2 \ TGF-
B, + Si LncRNA FEZF1-AS1 NC £ #l TGF- B, + Si
LncRNA FEZF1-AS1 4H 4l Jifl E-cadherin, N—cadherin ,
Vimentin 2 [ X ik / FUER, 207 22900, 257188
A Gt # E L (P <0.05) . TGF-B, + Si LncRNA
FEZF1-AS1 4 E—cadherin & [1 M X} % & & & F
TGF-B, + Si LncRNA FEZF1-AS1 NC 41 (P <0.05) ;
TGF-B, + Si LncRNA FEZF1-AS1 41 N-cadherin & [
AT 2% 3K 8 ik T TGF-B, + Si LncRNA FEZF1-AS]
NC 41 (P <0.05) ; TGF-B, + Si LncRNA FEZF1-AS1 41

TGF-B, + Si LncRNA
FEZF1-AS1 NC 21

B3 ZEAMETREHREN

TGF-B, + Si LncRNA
FEZF1-AS1 20

(x100)

* 6 FEYHLncRNA FEZF1-AS1 mRNA.miR-200c-

3p MRNAHEXIRIZELLE (xxs)
LncRNA FEZF1-AS1 miR=200c-3p
215
mRNA mRNA
Blank 4 1.29 +0.06 1.10 £ 0.03
TGF-B, + Si LncRNA . .
5.09 +0.12% 0.15 + 0.006"
FEZF1-AS1 NC4{
TGF-B, + Si LncRNA o
B, ‘ 2.83+0.11%% 0.40 + 0.0037?
FEZF1-AS141
F1i 365.900 1076.000
Pl 0.000 0.000

IE : D5 Blank 41 L5, P <0.05; @5 TCF-B, + Si LncRNA
FEZF1-AS1 NCZH L4, P<0.05,

Vimentin £ [ A1 XJ % 35 5 I8 T TGF-B, + Si LncRNA
FEZF1-AS1 NC4 (P <0.05). WK 4157,

1 2 3

E-cadherin  SHEG_NG S——

N-cadherin “ - ‘ 130 kD
Vimentin e WG S |

1:Blank 4H ; 2:TGF-B, + Si LncRNA FEZF1-AS] NC4; 3:TGF-
B, + Si LncRNA FEZF1-AS1 4.
El4 LncRNA FEZF1-AS1{g 3 fifi 8] R &F 41k
HEXEBNRIE
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*R7 &EYMEEE-cadherin,N-cadherin.Vimentin ® AfEMRIZEHE (rxs)
20 5] E-cadherin 25 [ N—cadherin 5 [] Vimentin & [
Blank 21 0.87 £0.02 0.48 +0.01 0.38 + 0.02
TGF-B, + Si LncRNA FEZF1-AS1 NC 41 0.40 + 0.017 0.87 + 0.01V 0.87 £0.01V
TGF-B, + Si LncRNA FEZF1-AS1 41 0.71 £0.02"% 0.71 £0.01"* 0.63 £0.03"*
F1H 176.600 266.100 112.600
P{H 0.000 0.000 0.000

7 : D5 Blank 41 4%, P <0.05; @5 TGF-B, + Si LncRNA FEZF1-AS1 NC 41 HAL, P<0.05,
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H i B P AMIF 52N 0 IPF & ML 5 5 EMT
A, A Ry il 6 1 B 20 A T 5 A AL il B £ 4
20 0 %) 3% A B B T AR A TR TPF s vh LA O HEY
YER®, TGF-B, 1755 B+ ] i i 2 A 6] /{5 5 i
HE VR EMT, J2& B Al IPF 40 A A% 750 &2 5 o 558 ok il
()77 7% o LncRNA 1E Ry A\ 28 35 R 4 v o 22 9 5 [
T FE R AL I 5% B S Jm KT LBk B S
KRR R IA , 5 AR K R REY]
A BFSE & B, LncRNA FEZF1-AS1 A TE & Fif
Jib R 20 B i 34 5 R AR 28 S Warburg RN H AL
EREEMIEM, &S5 EMTY . #F 58 & B0
il LncRNA FEZF1-AS1 1 $1 il 57 51 AR Je 20 B A 384
P R 78 VR A1 EMT, & 3 LncRNA FEZF1-ASI i
ToF 45 1 5 IR 9 B miR—25-3p/ITGBS il 42 ik [
FITEMT!", T2k LncRNA FEZF1-AS1 i a] # #i JE /)
40 i Al 93 NSCLC 1Y 41 Jfd 384 58 M1 1% 22 , LncRNA
FEZF1-AS1 7] i 3 3 il E—cadherin Y 3 ik , B (1%
Slug , Twist Fl1 Vimentin [} 3 15 , #ll # NSCLC 4 fifg
EMT", #F 5% % 78 , LncRNA FEZF1-AS1 J& T % &
A ) S B T, DT B LneRNA FEZF1-
AS1 5 [H A 5l 5 #10 H1 JAK2/STAT3 {55 5 3l % #1146
EMT , DT 400 ) JFF 9 200 14 4 28 661 i H Rtk
5% % P LncRNA FEZF1-AS1 7E £ F {8 1) EMT i 72
b 1456 25 B/, {0 LneRNA FEZF1-AS1 7845 &
PE i (8] 5T 2F 4k Ak i R R A B . AR
WAESE , LneRNA FEZF1-AS1 78 55 & 1 Jili [a] J5t 1 4
1k FR A B 75 %35, LncRNA FEZF1-AS1 7E IPF R4 gF
M TR 22 EMT 2 72, B — 5 E 507
IPF /1 LncRNA FEZF1-AS1 A] # [ii] 41 #] miR-200c-3p
(OE SN

A W5 EMT &oF B A 19 ¢ 8 0 1 % H E-

cadherin . N—cadherin il Vimentin, E-cadherin J& — Ff!
Ca™ A6 1) 55 200 A 100 266 B 285 010 A OG 1) 55 ISR 2 1
MR [ AR G ), E-cadherin S 4 5 40 i
L5 240 M 1) 8 R 0 e B Y 4 T 2 — |, 24 E—cadherin
(%) & 35 il /0 BT, 240 60 7 286 B A P Ok 553, 48 R Al
B AR 3 R R 20 R — 2 1 (] SR 40 i
ko ARWFZE S5 A R |, IPF A% R 2H 40 il E—cadherin
A S A T 6 B2 40, HLUCER LncRNA FEZF1-AS1
Al fi¢ i#f E—cadherin ] ¢35 o 1] N—cadherin #1 Vimentin
2 (8] J5T 40 9 1) 2 AR 5 ¥, N—cadherin Fll Vimentin X
e FF AN S ke e, (e UE A 3G B R T A R K
S S R EE AR . AW S RS, BIR 2
1 il N—cadherin . Vimentin 3% 35 B3 i /3 125 (4 % B2
9 B, #%BR LncRNA FEZF1-AS1 2 P a] #) #i) N-
cadherin . Vimentin ) & i& , R A 5% 31F 32 LneRNA
FEZF1-AS1 7£ IPF Hf #f EMT 1) % 4 .
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EMT & 93 HIL I v & #2324 TR 4% 1, i 58 R B
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% T8, miR-200c—3p A 101 1 i /8] J5 £F 4 fk EMT
S Ak, 300 5 i T A A %) 2F 4 TS TS miR-
200c—3p # il fifi vt 10 789 1= 5 240 i 53 % /9 EMT, 310 il
it ot T 780 1 Rz 240 ) firi 360 178 40 B %) 5% Ak, 1 ini 40
il fii [ 55 21 4k A ) 2 AR ARBIE S 25 Rl B il
Ji1) J5t 2T 4k Ak 20 Jf A5 78 o miR—200c—3p (9 2 1k B A%
T2 XTI A0 M . UUBR LneRNA FEZF1-AS1 41 41
g 1 miR-200c-3p /9 3% ik Bl &8 & F TGF-B, + Si
LncRNA FEZF1-AS1 NC 2H 21 Jid , 3% B i 18] J53 £F 4 4
H LncRNA FEZF1-AS1 i i $ i) 417 il miR-200c-3p
WA RPN EMT 19 & A H kg . X2 A iF ¢
(B 5 2 Ak, B R & BIPF & 9 L H LneRNA
FEZF1-AS1 %f miR—200c=3p B FAEH X & .
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o 8 15 410 ] miR—200c-3p fiE HE i 1] S5 2T 4 1k 20 i 4%
LR AR RN EMT 2o e, AT £ 2F fii ] 5t 2T 24 1k
(R A S kR o AR ST TPF B A 73 T AL A T
HEIIAIR, O HAR PR B TR AR AT

=

=z

(1]

[2]

[3]

[4]

[5]

[6]

[7]

[8]

91

Z X Wk

SPAGNOLO P, KROPSKI J A, JONES M G, et al. Idiopathic
pulmonary fibrosis: disease mechanisms and drug development[J].
Pharmacol Ther, 2021, 222: 107798.

LAMOUILLE S, XU J, DERYNCK R. Molecular mechanisms of
epithelial-mesenchymal transition[J]. Nat Rev Mol Cell Biol,
2014, 15(3): 178-196.

BISCHOFF J. Endothelial-to-mesenchymal transition[J].
Res, 2019, 124(8): 1163-1165.

BRIDGES M C, DAULAGALA A C, KOURTIDIS A.
LNCcation: IncRNA localization and function[J]. J Cell Biol,
2021, 220(2): €202009045.

PONTEMEZZO E, FOGLIO E, VERNUCCI E, et al. miR-200c-

3p regulates epitelial-to-mesenchymal transition in epicardial

Circ

mesothelialcellsbytargetingepicardial follistatin-related protein 1[J].
Int J Mol Sci, 2021, 22(9): 4971.

LIU Z H, ZHOU Y, LIANG G H, et al. Circular RNA hsa_circ_
001783 regulates breast cancer progression via sponging miR-
200c-3p[J]. Cell Death Dis, 2019, 10(2): 55.

WANGY, LU K J, LI W B, et al. MiR-200c-3p aggravates gastric
cell carcinoma via KLF6[J]. Genes Genomics, 2021, 43(11): 1307-
1316.

KINOSHITA T, GOTO T. Molecular mechanisms of pulmonary
fibrogenesis and its progression to lung cancer: a review[J]. Int J
Mol Sci, 2019, 20(6): 1461.

CHENG Y Z. FEZF1-AS1 is a key regulator of cell cycle,

29

[10]

[11]

[12]

[13]

[14]

epithelial-mesenchymal transition and Wnt/p-catenin signaling in
nasopharyngeal carcinoma cells[J]. Biosci Rep, 2019, 39(1):
BSR20180906.
WANG Z H, WANG J H, WANG K Q, et al. LncRNA FEZF1-
AS1 promoted chemoresistance, autophagy and epithelial-
mesenchymal transition (EMT) through regulation of miR-25-3p/
ITGBS axis in prostate cancer[J]. Eur Rev Med Pharmacol Sci,
2020, 24(5): 2281-2293.
HE R, ZHANG F H, SHEN N. LncRNA FEZF1-AS1 enhances
epithelial-mesenchymal transition (EMT) through suppressing E-
cadherin and regulating WNT pathway in non-small cell lung
cancer (NSCLC)[J]. Biomed Pharmacother, 2017, 95: 331-338.
WANG Y D, SUN X J, YIN J J, et al. Long non-coding RNA
FEZF1-AS1 promotes cell invasion and epithelial-mesenchymal
transition through JAK2/STAT3 signaling pathway in human
hepatocellular carcinoma[J]. Biomed Pharmacother, 2018, 106:
134-141.
YANG S Z, BANERJEE S, de FREITAS A, et al. Participation
of miR-200 in pulmonary fibrosis[J]. Am J Pathol, 2012, 180(2):
484-493.
MOIMAS S, SALTON F, KOSMIDER B, et al. miR-200 family
members reduce senescence and restore idiopathic pulmonary
fibrosis type II alveolar epithelial cell transdifferentiation[J]. ERJ
Open Res, 2019, 5(4): 00138-2019.
(BRVUAE i)

A5 g WA, Kb K, X7k 4. LncRNA FEZF1-AS1 J##%

R A ) 5 2 AL RO AL IR 72 (0], R R B R 2 A,

2024,

34(9): 22-29.

Cite this article as: MAN J, SONG L F, LIU Y Q. Mechanism of
LncRNA FEZF1-AS1 regulating idiopathic pulmonary fibrosis[J].
China Journal of Modern Medicine, 2024, 34(9): 22-29.



