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[ ZE] B/ HWIHHEAUNRNA (miR) -193a-5p £ A Xt AMERER F 0 25 41F (ARDS) K EUILF
ALy semg, JE BB ADCAE AL . Jrek: 60 HUENE SD K MIEF AR . BEAIL] . miR-193a-5pF5Ht
F4l (AntagomirZfl) FIHMEXTHEZ] (Antagomir-NC4), H4 15 H ., RAHESEEMHIE 10 mg-kg ™!
fg Z B (LPS) 55 # # ARDS KRB AL, B F R4 KRk E SR EA R K, SR E
Antagomir 4 fl Antagomir-NC 41 K [ 45 T miR-193a-5p Antagomir 2§, Antagomir-NC B2 #f bk i &t . 1l 5
A KR ki A 5 & (PaO,) FIEAFEEC (O1), HE Al Masson % 000 58 4 41 K BUI 240 205055 #LE 25
F I Bl 240 4 B SR 2R AR OBAE B0, 30 S A 45 4 R BN ZH 2 rh R I 2 RR (Hyp) /KF, BREK G
WK K (ELISA) 358045 40 K WA vl (BALF) RN FMBE RN F o« (TNF-o), H
A ZE (IL)-18FIL-6 KF, SEHf5E6E B PCR (RT-qPCR) 12K I 4% 21 K BUI 20 21 miR-193a-5p
FIKIKF, Western blotting 2 46 i 45 2H K BRI EH 2 rp RiE SR B 1 (B-catenin) . M 2R RIGHE A0 F 1
(Snaill) Fla-FWWLALBIE T («-SMA) EARBKF. FR: SEFARM L, BKALH KK PaO,
AOTH I WM (P<<0.05); SHEMALE, Antagomir 2 K B PaO, M1 OTX 4 & & (P<<0.05).
HE e 058, BT AR KRMARLGEWIER, RILWBHRERE,; ShTFARMLE, HUHAM
Antagomir-NC £ K FU 20 225 0 5 B S o, W0 258 24 Bm s 960 8 D9 i LA Ko 1 9k 28 400 P ) /0 &
(14 v PR AT B R L B TR PR B s SN AR, Antagomir K RN 4 2L A 96 f A T S 40 A A
D, R MR T A D, R UL S A . Masson Y g%, R P AR 4K U4 0 B A
R AT AR s SR T R4, BB 4R Antagomir-NC 20 K B2 21 rb 3 B0k B (0 5 Ji 2 4 0
L, VLSS A PR, I A 4 O, SREALAL R, Antagomir 2 K BN 41 LR
W e 0 1) I SR AF AE TR s b . SRR ALt AR K BT 40 Hyp ZKF B B T i (P<<
0.05); SR A, AntagomirZd KR Z0H Hyp KB BREAR (P<<0.05). ELISAERN, 5K
FARAWE, BHMHAKRBALF 1 TNF-a, IL-13 A IL-6 K FX B B T8 (P<<0.05); SHEER4] L,
Antagomir 41 K Bl BALF H TNF-«, IL-1p #1 1L-6 7K ¥ ¥ B & f& K (P<<0.05). RT-qPCRIE&M, 5
BT AR e, B A K BRI 2 21 miR-193a-5p kK F I WAk (P<<0.05); SR i,
Antagomir 4 K Bl 4 21 h miR-193a-5p ik K V- K (P<<0.05). Western blotting i1, 51
TR B, A58 K B 20 8 b B-catenin, Snaill Fl «-SMA % [1 £ 5K F BB B IHE (P<<0.05);
SR gE e, Antagomir 4 K UM ZH 4 B-catenin, Snaill Fil «-SMA & [ 32 34 /K -2 1A & F& MG (P<<
0.05). Z5#: M miR-193a-5p %35 AT 3 ioF B AR i 2 2L 58 A S A E 3 B-catenin, Snaill & o-SMA 45
HH I, WEE ARDS K BUI D) R Fit 21 4k 4k
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Improvement effect of inhibiting miR-193a-5p expression on
pulmonary fibrosis in rats with acute respiratory distress
syndrome and its mechanism

LONG Guangwen, ZHANG Qian, YANG Xiulin, SUN Hongpeng, JI Chunling
(Department of Emergency, People’s Hospital, Guizhou Province, Guiyang 550002, China)

ABSTRACT Obijective: To discuss the effect of inhibiting microRNA (miR) -193a-5p expression on
pulmonary fibrosis in the rats with acute respiratory distress syndrome (ARDS), and to clarify the related
mechanism. Methods: A total of 60 male SD rats were divided into sham operation group, model group,
miR-193a-5p antagonist group( Antagomir group) , and negative control group ( Antagomir-NC group), and
there were 15 rats in each group. The ARDS animal model was induced by administering 10 mg-kg '
lipopolysaccharide (LPS) via tracheal instillation, while the rats in sham operation group received an equal
volume of saline. After successful modeling, the rats in Antagomir group and Antagomir-NC group were
treated with miR-193a-5p Antagomir or Antagomir-NC via tail vein injection. The arterial partial pressure
of oxygen (Pa0,) and oxygenation index(O1) of the rats in various groups were measured ; HE staining and
Masson staining were used to observe the pathology and collagen fiber deposition in lung tissue of the rats;
kit was used to detect the level of hydroxyproline (Hyp) in lung tissue of the rats in various groups;
enzyme-linked immunosorbent assay (ELISA) method was used to detect the levels of inflammatory factors
tumor necrosis factor a( TNF-a) , interleukin (IL)-18, and IL-6 in bronchoalveolar lavage fluid (BALF )
of the rats in various groups; real-time fluorescence quantitative PCR (RT-gPCR) method was used to
detect the expression levels of miR-193a-5p in lung tissue of the rats in various groups; Western blotting
method was used to detect the expression levels of B -catenin, Snail family transcriptional repressor 1
(Snaill ), and a-smooth muscle actin (a-SMA) proteins in lung tissue of the rats in various groups.
Results: Compared with sham operation group, the PaO, and OI of the rats in model group were
significantly decreased (P<C0.05); compared with model group, the PaO, and OI of the rats in Antagomir
group were significantly increased (P<C0.05). The HE staining results showed that the lung tissue structure
of the rats in sham operation group was normal, and there were no obvious inflammatory changes;
compared with sham operation group, mild abnormalities in lung tissue structure, alveolar atrophy, and
collapse were observed in the rats in model group and Antagomir-NC group, with a large number of
lymphocytes and a small number of neutrophils infiltrating in the alveolar cavities, and widened alveolar
spaces; compared with model group, the rats in Antagomir group showed a significant reduction in
lymphocytes and neutrophil infiltration in the alveolar cavities and there were no obvious hyperplasia. The
Masson staining results showed no obvious blue collagen fiber deposition in lung tissue of the rats in sham
operation group; compared with sham operation group, significant blue collagen fiber deposition was
observed in lung tissue of the rats in model group and Antagomir-NC group, with severe damage of the
alveolar structure, indicating obvious pulmonary fibrosis; compared with model group, the deposition of
blue-stained collagen fibers in lung tissue of the rats in Antagomir group was significantly reduced.
Compared with sham operation group, the level of Hyp in lung tissue of the rats in model group was
significantly increased (P<C0. 05) ; compared with model group, the level of Hyp of the rats in Antagomir
group was significantly decreased (P<C0.05). The ELISA results showed that compared with sham
operation group, the levels of TNF-«, IL-18, and IL-6 in BALF of the rats in model group were
significantly increased (P<C0. 05) ; compared with model group, the levels of TNF-a, IL.-18, and I1.-6 of
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the rats in Antagomir group were significantly decreased (P<C0.05). The RT-qPCR results showed that
compared with sham operation group, the expression level of miR-193a-5p in lung tissue of the rats in
model group was significantly increased (P<C0.05); compared with model group, the expression level of
miR-193a-5p of the rats in Antagomir group was significantly decreased (P<C0.05). The Western blotting
results showed that compared with sham operation group, the expression levels of 3-catenin, Snaill, and
a-SMA proteins in lung tissue of the rats in model group were significantly increased (P<C0. 05) ; compared
with model group, the expression levels of 3-catenin, Snaill, and a-SMA proteins in lung tissue of the rats
in Antagomir group were significantly decreased (P<C0.05). Conclusion: Inhibition of miR-193a-5p
expression can improve the lung function and alleviate the pulmonary fibrosis in the ARDS rats by reducing
the inflammatory responses and downregulating the expressions of 3-catenin, Snaill, and a-SMA proteins.
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20 0 W F 8 25 & fE (acute respiratory
distress syndrome, ARDS) & kv . A 45 5™
YL A fili P A 22 B B m R R R SR Y, DA
SR MPKAE R G R EEARFE IR RS A, &
B BN 0 AT M IO W DRT A  AR AR L E
ARDS & J1 )™ & (1 2 M Ml 451 45 (acute lung injury,
ALL) L B RRAF Ay il (8] J5% 0% 76 7K b il /s o
B AR T B LI WA A0 S A R 96 P o A
&R 2R B, W 00T K e Sk il 41 ik . Bl T
YAk e Z M I 2 [ R AE B T ROE L, wT
FEUM ST BE R AT FLAN T, RSkl R 2 B
W e v I DR b il 2T 2 Ak — PR T 5T i 1
LR, TP RSS2, 02 )5 A A
., BT 8P A RO IR IR T ik, ik, B
B ARDS %% 725 Jili Jifs £ 4 4k 5 99 1) %2 95 70 43 1 8 45 L
il T A R I RGBT L U
RNA (micro RNA, miRNA) B —Ff RKRGEMAET
PR P9 B RN D N P R S % RNA, o o 5 80 2
P mRNA ) 3 -UTR X 38R 45 A, 400l #1035 [ B 5F o
B A HE 56 P mRNA, A7 EAEY) ¢ ThRE . LAk,
miRNA (1 24 9 2E4E SR iF 5 30, VRN 4K
R ER AR i 5 RNA, miRNA TE Ifi PR 15 27 451 bl i
R A MISEE , 3l i miRNA 58 miRNA #5471 7]
NBHEEN, DT E S miIRNA £ 5KF, N
M T Ras, BRALHIBITTRR .
PARZIBUT 45 ' W58 & W] . 55 5 X & HL A
ARDS 8 # IfiL ¥ A 3 78 H miR-193a-5p 3 ik 7K F 1
TS, JF X ARDS B A 5 & 2 B i RE
JOHNSON 45 "V i 5% 7R ¢ I3 miR-193a-5p 7K
SRR YENR U BT (non-alcoholic fatty liver disease,
NAFLD) BHEHEF MG R IER LR,

ROY % * & ¥l : miR-193 & IF £F 4 4k rh 5% {6 7E K
+ B (transforming growth factor-g, TGF-B8) &
20 B A0 R R A T R A S L B R
Wnt/B# IR (B-catenin) 15 Fil S 5 R
YA my KA R St 2, 4 Wnt/B-catenin {5 5 18 #%
AU A N R B s AT e R A . SR
miR-193a-5p il i Wnt/B-catenin 5 5 i i 2 5 I/ #2
ARDS 37 Jifi 27 4t Ak o 72 3 R 58 A B B . A B SR
HARDS KRR, R FHEY 200k, Rim
il miR-193a-5p & 15 %I ARDS #5251 Bl £F 4k 1k (1
S, JF IR RE B or T ALE L il R IR T
ARDS #£}t=% .

1 MREFE

1Ll $%sH EZ2XMNFME  SPF HIEME
SD KB 60 H, K& 240~280 g, RIESH, I
FOVU RS R R sh W e g vy, S5 s ) 1l 1
AES . SYSK (1) 2018-065. sh#)¥ya 3% Tk
H22°C~24°C, MBEEN50%~T70% () SPF H T,
HH R K 3R, HOGR 12 h, & ) 07 46 3Ok
miR-193a-5p #% 1t | Antagomir } H BH #E XJ 18 3 551
Antagomir-NC (J" M G4 RHE AR AE), b
8 I 6 ] + « (tumor necrosis factor-a, TNF-a) .
F120 M/ 2 (interleukin, TL)-1p 1 1L-6 Jiff 15 f 92
W B 38 % (enzyme-linked immunosorbent assay,
ELISA) A& [ATAY THE (L) RirAR
N, BIEAEB (hydroxyproline, Hyp) # il
Mg (A REEREARAR ), HE @il &
Al Masson 4 0 & (LI RUIAEY R A RA
Fl), SEAF%¢ % % i PCR (real-time fluorenscence
quantitative PCR, RT-qPCR) {7 & (b5 4% —
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AYRHECARA D) . St BB (H A Nikon A
Al ), ChemiDoc XRS b7 K OGEER AR R G (3%
Bio-Rad A & ), 7500 RT-qPCR ¥ ( £ [ ABI
NP

1.2 SZRFHHBRBH &8 K60 Hid 1w
F& 1 J8 J5 0 ke PE SD R BUBEPL 73 i fie T AR 40 . B
#I4H . AntagomirZH Al Antagomir-NC 4, &4 15H .
TR SR AT, KREZEE12h, BFPFRAKREER
% e AR A R K, BIRIA]  Antagomir 41
il Antagomir-NC 20 K Bl ¥ & R & % 88 )5 % 1T
10mg-kg ' iF £ ¥ (lipopolysaccharide, LPS), #J
#ARDS K RATR BT AR KRBT R,
W, ;17 ARDS & A& 59 K B BT I &
2L RS i 22 B B BROAS A S5 R L il I 1 Ty B 4 A
A A 8 B (oxygenation index, OI) <200 mmHg
(1 mmHg=0.133 kPa), £ W] ARDS # %I #4 & i
oL B B ), Antagomir 2 Fll Antagomir-
NC 21K Bl 28 J& # Ik i 4 75 nmol Antagomir-NC
#1 75 nmol miR-193a-5p Antagomir, & TR 4 FIfH
Y R B 28 8 K 1 33 ) S R AR A= B K,
LI, 2R AR FER B, BURE AT S 2255 5

1.3 RAXMNERAZBEXA SR LAS E
(partial pressure of oxygen in arterial blood, PaO,)
Fo O1 07 FH O W2 JRR e AIL W AR B R B . % RO
B TFARSG B, MEMNES, WHHEEE, 1714
PAIFETFAR, I ERE, Bl EIK.
TE F B bk o SCAb SR FH B 2R A0 S T A R
oL KBRSk, i i i =2 A A PT 1000 i
S B & R T K B OT Al PaO,. O1=Pa0.,/ M
A R BE 4 % (fraction of inspiration O,,
FiO,) ",

1.4 HE #» Masson % &, WE &40 K A A 41 R 5% 22
HERRBMAL PR GHIAT A PR B
A, FBERRELZE "l (phosphate buffered saline,
PBS) Ht/a, 40 Z RV E 24~48h, {114
W, W3 pm BT R, #E47 HE 4% €& Fl Masson
et HEZQ . U) 5 280 = W OR 0 e RN & B e 2
KACIE , 3 B IR ARG R LGt LT i 7K
MZWoREML, BRE R, TG B T g
FAHKRMALUR IR LRI, MassonJe i U1
28 R NS R SRR FE K S, RIS ] Weigert
BRIRARHKS . BRI S B . Masson ¥4 . BN AR £1 4
CLRZRRRE g, Wik . EWIIRE R, TOt# R

TR T W8 4% 20 A U 20 20 v e I 2F i LRI 0
1.5 AMEEMNEZARXAMALRF Hyp K-F M
B YR B 414129 50 mg, HAEFER K B E T
H, A1 mL KRR AIIG , WK Kf#E L h, #%
HE Hyp A6 D0 2500 & 5l W1 B 484, 43 5l A Z8 18K
s o o IR L A I R R R, TR AT R T
B 10 min, JIA 0.5 mLikH —, = E 10 min,
A 0.5 mLik# =, WAEE T 60 C/KIE 15 min,
HBAMEERIG, 3500 ¢80 10 min, H W, ®
FH RS ASCRS: I 35 4 560 nm AW Y6 JE (A, 2 Hilbxs
WEM LR, 115845 41 K U 4L 20 Hyp /K 7. Hyp /K
F= (XREAH-—FTHEAM) / (WHEE
ABE—ZFHEAME) XbREEHRE (5mg L") X
M BT K

1.6 ELISA##MSAXA I ALEMHEHELR
(bronchoalveolar lavage fluid, BALF) ¥ TNF-a.
IL-18 = IL-6 K F  AbSEA ALK RS, 37T K UK
JE R BROO IR, BTV Y A B AR K vk il R 2 Ik
Jei . FIURF AR N ARG T 250, 43 88 S <
H, TRESXVMETEY A, HAGKEEHE
B E T ooy XA, 9180 A 37 CHi
500 pL A= #ER 7K, POHR AT Ll I R, BE ML 22 18
Tl EVE VR, SR B E SR M 3k s, A
WA I BALF, 4°C, 3000 g B> 10 min, H Ik
W o IR ELISA R & vl W B4k, il 4% 41
KEUBALF &M H T TNF-a, IL-13 Fl IL-6 7K F
1.7 RT-qPCR #% 4 @l & 48 X & M 48 & F miR-
193a-5p & & KRF K TRIzol i $ B 45 4 K FUfli
HEUE RNA, 366 BT a2 BT 4 R AR RNA 1 ik
JFERNAEJE i 390 e syt 5] e ke J32 R 4l 35 TR A 1)
RNA BEA 2850 55 S i T 50 CAKIB 1 hili s F )5, &
BABE cDNA L MR YE RT-qPCR R & 16 B F 41,
f# FH 7500 RT-qPCRAYL #:47 RT-qPCR & i o 2 i
ZAF: 95°C. 30s; 95°C, 5s; 60°C, 30s, 454
TEA . LLU6 RS, R 272 3% H H i 3B &
br.y, S EGE Y/ T =

#£1 RT-qRCR B9 5]
Tab.1 Primer sequences of RT-qRCR

Gene Primer sequence
MiR-193a-5p F 5-AATGCGGGGCTAGGGCTA-3

R 5-GCCGCGTGAAATGTTTA GGACCAC-3'
U6 F 5-CTCGCTTCGGCAGCACA-3'

R 5-AACGCTTCACGAATTTGCGT-3'
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1.8 Western blotting & A& ) & 20 X & AF 48 4%
B# K& G (B-catenin) WF RAEH FZTHHE T 1
(snail family transcriptional repressor 1, Snaill) F=
a-F & PLIL 3 & & (a-smooth muscle actin,a-SMA)
A REARFE BOREA N HE12 100 mg, 59
WIS INA 1 mL Bi¥% RIPA 2@, T 4 Ciil £ 519
FEUKHE 10 min, 4 °C, 12 000 remin~" & 0> 10 min,
Wy, WHEE M. SDS-PAGE MLk 4 B, %%
2 PVDF i, A, M A B-catenin (1: 1000)
Snaill (1: 1 000). o«-SMA (1: 1 000) &0
GAPDH$ifA (1:1000), 4 CHEER. WH, Bt
% I I A BRAR 3 S AL W AR AL B9 — 9T (1 2 10 000)
% F 30 min. {ff JH ECL %t &b ¥ PVDF 5 ,
AT XOGI FBEOL . BREMERE . KA Quantity
One 8 A 73 7 85 11 2% K fH , A GAPDH iy N
Z, R HMERRBKYE. HEARBKE=
H Y8 2547 K B/ N 28 11 2kl IR A

1.9 %it# 44 RASPSS 22. 05 it # Mk #t17
Giit2 i SU4IRR PaO,f1OI, BALF H1 TNF-a,
IL-13 1 IL-6 /K F-, Jfiti 44 2Lt B-catenin, Snaill I
«-SMA R BK PG IESSM, Latsk
N, ZH M FEARRBILECR BN R 208, A
() AE A 2 B0 P LR AT LSD-c 4 50 . LA P<<0. 05
hEFRAGIEE L

2 5 R

2.1 Z2#AKXRAPaO,#01 HETARAWLRK, &
U2 KB PaO, 1 OT 34 B S R# AL (P<<0.05) . S
AUEH L5, Antagomir 4 K R PaO, il O1 ¥ B & Ft

fm (P<<C0.05), Antagomir-NC 2 KR [ ik 48 b5 22
SYEGITFE L (P>0.05). W#E2,

£2 FUKRPaO,MOI
Tab.2 PaO, and OI of rats in various groups

(n=15, r+s, P/mmHg)

Group PaO, Ol

Sham operation 97.73+7.49 459.30+21.27
Model 68.1141.99" 158.94+18.48"
Antagomir-NC 69.60+1.55 157.19+13.64
Antagomir 80.244+1.91° 268.27422.52°

'P<C0.05 compared with sham operation group; “P<C0.05

compared with model group.

2.2 BUMXRAMULFBEYERNAMEL TR
ReBRAEL HEREOLRER: BTARLAR
UM S5 M IR, R WA Rk . ST
AR A, AR L AT Antagomir-NC 20 K 5l 41 218
iR R, LRGN R A K
2t 1Y) 7K 2 00 A0 /0 i %) v s 0 IR L i I A
WE . SRR LB, Antagomir 2H K BRI 4 4L
NN g R ST S R AT R 0 1 OB R 2
A RULB B A . UL 1. Masson 4 5 45 5 i
e BT KRR 2 21 JC IH S 1 € e B AT A TR
5\F AR LR, BRI A Antagomir-NC 41 K
Jits 2 280 v R K i € R S AT AR ORI o 5 A i
Wi, BRI gEfesol . SR L
B, Antagomir 41 K BN 41 20 26 W H B €0 L 0 1 I
S A e ORI Bk . LKL 2,

A': Sham operation group; B: Model group; C: Antagomir-NC group; D : Antagomir group.
Bl HEJeta WA 4K R 4 SUR L 8 32 3L (< 200)
Fig. 1 Pathomorphology of lung tissue of rats in various groups observed by HE staining (< 200)

2.3 BMKAMARF HypKF SEFEAR4L
B, AL R UM ZH 23 b Hyp /K F B 8 Fh s (P<
0.05)., HHAIZH A, Antagomir 2 K BRI 40 40
Hyp 7K 5B (P<<0.05), Antagomir-NC 4K
R Hyp /K- P25 gt it L (P>0.05), Wik 3,

2.4 %% K& BALF % TNF-a,IL-6 = IL-18 & F

H5B\FARAILE, BAE4 KK BALF f1 TNF-a.
IL-18 #1 IL-6 /K ¥ B & Jt & (P<<0.05) . &5
BRI 4] %, Antagomir 4] K Bl BALF # TNF-a .
IL-18 1 IL-6 7K ~F &5 W] & % {1k ( P<<0.05),
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A': Sham operation group; B: Model group; C: Antagomir-NC group; D: Antagomir group.
B2 Masson 3 AME K A K KU R b R 4 TLAR IR 5 (< 200)

Fig. 2 Collagen fiber deposition in lung tissue of rats in various groups observed by Masson staining(xX 200)

x3 HHAKRRMALRD Hyp k¥

Tab.3 Levels of Hyp in lung tissue of rats in various groups

x5 BHKRIFHLAF miR-193a-5p REKF
Tab. 5 Expression levels of miR-193a-5p in lung tissue of

(n=15, x+s) rats in various groups (n=15, x+s)
Group Hyplm,/(pg g~ "] Group MiR-193a-5p
Sham operation 412.04+31.62 Sham operation 1.03+0.09
Model 812.67+28.57 Model 8.07+0.76"
Antagomir-NC 810.63+38.81 Antagomir-NC 8.0540.46
Antagomir 537.68+29.14" Antagomir 3.2840.24"

'P<<0.05 compared with sham operation group; “P<20.05

compared with model group.

Antagomir-NC #H Xl ik 505 22 R ¥ LG it 2 &
X (P>0.05), W34,

#4 BU KRB BALF M HFKF
Tab. 4 Levels of inflammatory cytokinesin in BALF of rats

in various groups [n=15, x5, pp/(ng-L™) ]

Group TNF-a 1L-6 IL-183
Sham operation  24.4241. 15 35.42+£1.77 13.28£0.56
Model 78.3645.24" 128.9649.33°  45.8343.53
Antagomir-NC ~ 77.544+5.18  134.8747.48  65.0347.86
Antagomir 45.5842.28"  55.214£5.02°  25.1846.94"

'P<<0.05 compared with sham operation group; “P<C0.05

compared with model group.

2.5 &4 Kk S4B F miR-193a-5p & & &
HaFARA LK, B8 A K B ZH 20 miR-
193a-5p R iAKW W & (P<<0.05), HHEEAIA
I A, Antagomir 20 K il 41 21 F miR-193a-5p #
IR B B B (P<<0.05), Antagomir-NC 4 K
SR 20 21 miR-193a-5p Rk K F2EZ R LRI E
X (P>0.05), WFES5,
2.6 XX RAMALF B-catenin,Snaill F+ a-SMA
EORZEARTE HSERTFARALE, B KR4
Y1 B-catenin, Snaill Fl a-SMA % 1 235K P-4 i

'P<C0.05 compared with sham operation group; “P<C0.05

compared with model group.

FtE (P<<0.05)., SR LA, Antagomir 4] K
B 2H 41 B-catenin, Snaill il a-SMA & 1 ik 7K
S i AR (P<<0.05), Antagomir-NC 41 K &
FiRAEbR 2 R TG AR X (P>0.05), WA 3.
3 3 R

AL —Fh -5 il 76 7 40 1 38 5t B 26 09 % UL
RESEHERE, H™ERE S ARDS BEMIET KA %
PICHE 0 GEAE Rk, BB LPS Y ALT sh s Al
PR IR A, A L ALTRIARDS &% 15
T3, 0 H T TC R IR YT Tk . A S
HWR : LPS A5 RAE 199 0T i A WL 5 DLk 5
B REBRIER L, FEORKEM. BOWMANS
WFoE R . i 4ifb & ARDS By G4 P 2,
W B AE A A —, REHSTE[R] — AR A5
Y PN 08 5% 38 0E R AL L Ml R A AE L T 4 H A
06 5 i ) A B A, A i R B B X el AR
PR Ry I o il £ 2 b o 2 I A M v RE RS R, )
B B SO L 200 i A 356 I 1 o Rk R A 2 iR
iU AR AR R . KRS LPS
V5 I H I ) fi I 0 R 2 4 48 Pk VR U B L 4T 4
A1 R B, il 20 21 miR-193a-5p % 15 /K F Al Hyp /K
FI R SR, H BALF & AE A F TNF-a, IL-6
IL-1B7K B Tk @r, 4878 ARDS B8 i 45 iy o
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1 2 3 4 Mr

B-catenin | — ..- 92 000
Snaill | S - ) (00
a-SMA *. 42 000
GAPDH | # S S e | 36 000
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Lane 1: Sham operation group; Lane 2: Model group; Lane 3: Antagomir-NC group; Lane 4: Antagomir group. 'P<C0.05 compared

with sham operation group ;" P<<0.05 compared with model group.
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Fig. 3 Electrophoregram(A) and histogram(B) of expressions of -catenin, Snaill, a-SMA proteins in lung tissue of

rats in various groups detected by Western blotting method
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