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(EZE) BH F PO SR A 48 SR 4 308 A U LA e L 1R A S AL, sk TR 50 RoA B AT £ 30k 5 4
% A (transverse aortic constriction, TAC), ¥4 9 J& J& ¥ 2 MAl o 4 B AL (TAC) 41 | 20 3% 41 9% (DH) 41 (6.0 mL-kg™) ,-F4E & Fl
(Captopril) 41 (8.8 mg-kg), %% 3L 10 R AR F A (Sham) 4, 4T 15 d & x4 4k RIEATH 7 0 20 B A ; Be Bk 4 7 35 M
1 7% 4, 2 R 3% I 4 Bk AT (N—terminal pro brain natriuretic peptide, NT-pro BNP)4-# ; HE Masson %2 W 200 AL 22 5 & 4 4k
B Western blot #8315 BILZL 4 W 2% 4k 2 K A F B1 (transforming growth factor—B1, TGF-B1). | # [ & & & (collagen—1, COL~
1) & & & & (collagen-3, COL-3) & o “F 3 AL AL 3 & & (a—smooth muscle actin, a—SMA) % 3% ;qRT-PCR #: 3| & AL 4 F
miR-378 TGF—B1 mRNA Col-1 mRNA Col-3 mRNA a-SMA mRNA £, &R 5 Sham 4t 3%, TAC 41 & £ 5t fr 2 % (left
ventricular ejection fraction, LVEF)#n 7 % 48 % 4% 4 & (left ventricular fractional shortening, LVFS) /U L4 42 miR-378 T/, £ %
475k K M ] 12 (left ventricular end diastolic dimension, LVEDD) 7 % % %4 K # 11 42 (left ventricular end systolic diameter,
LVESD) 11 % NT-pro BNP . TGF-B1,COL~1,COL-3 % a-SMA mRNA % & & &k 775 , £ 7 48 H1T % E L (P<0.01) ; 40 H 71
FH, A EMHE 5 TAC 413, DH 4 LVEF LVFS 0 L4 24 miR-378 7+, LVEDD LVESD  fi % NT—pro BNP TGF-B1,COL-
1.COL-3 & a~SMA mRNA B & g &3k T, 2 R0 R F R L(P<001); 2 HE 7] #a TR R T ENARME, Bk AaiE
SR 4 TR ) A ST Ay TSR K B LA b, AL 5 45 miR-378/TCFB-1 5 5 AR AE AKX,
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Mechanism of Danhong Injection on the myocardial fibrosis of heart failure

rats with stress overload based on miR-378
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(Abstract] Objective To investigate the effect and mechanism of Danhong Injection (DHI) on myocardial fibrosis in heart
failure rats with stress overload. Methods Fifty rats received transverse aortic constriction (TAC), and after 9 weeks of modeling,
they were randomly divided into model (TAC) group, Danhong Injection (DHI) group (6.0 mL-kg™), Captopril (8.8 mg-kg™) group. And

another 10 rats were set as the sham—operated group. After 15 days of intervention, echocardiogram detection was performed on rats
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in each group. Serum N-terminal pro brain natriuretic peptide (NT-pro BNP) content was determined by enzyme-linked immunoassay;
myocardial pathology and fibrotic change was observed by HE and Masson staining; transforming growth factor-1 (TGF-£1),
collagen—-1 (COL-1), collagen-3 (COL-3) and o smooth muscle act (@—SMA) expression of myocardial tissue was detected by
Western blot; the expression of miR-378, TGF-1 mRNA, Col-1 mRNA, Col-3 mRNA, and «—SMA mRNA of myocardial tissue
was detected by qRT-PCR. Results Compared with the sham—operated group, the left ventricular ejection fraction (LVEF), the left
ventricular fractional shortening rate (LVFS), and miR-378 of myocardial tissue in the TAC group decreased; the left ventricular end—
diastolic diameter (LVEDD), the left ventricular end systolic diameter (LVESD), plasma NT-pro BNP, TGF-1, COL-1, COL-3,
a—SMA mRNA and protein expression were significantly higher (P<0.01); disordered arrangement of the cells and obvious fibrosis was
shown. Compared with TAC group, the expression of LVEF, LVFS and miR-378 of myocardial tissue increased, and the LVEDD,
LVESD, plasma NT-pro BNP, TGF-B1, COL-1, COL-3, a-SMA mRNA and protein expression decreased significantly in DHI group
(P<0.01); cell arrangement tended to be neat, and the deposition of collagen fibers was reduced. Conclusion DHI can reduce
myocardial fibrosis in heart failure rats with stress overload, and its mechanism is related to the expression regulation of miR-378/
TGFB-1 signaling pathway.
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18 VE 0> 71 523 (chronic heart failure, CHF) &
& HLOIEZA SN RE S, 300 2 SR UM 1M BE
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PEERUA ML PG IS 2528 B HAREE AR, 2
AL MA BRI A B, CHF J2 4 3RPERY.O I
PR g, BTt i g B 3770 1
N Hoh  FR L Ty v A 2 400 5N, Fiit 3
2030 44 Bk 7 e vl S ARSI 25% , HAHOCHY
By SO B 0 1A LA R H, O )
RTT BUS— € TERE (B R R FIFE T4 (5 4RFE T
LY 50% )RR | A AR 3 TUAR 1 — JROdE
R O B R 2 ) R 1) T D BRRRAIE O JULET
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MicroRNA Ji& TR #EAE i % RNA, #5040 g
AT IS 5 5 S Jm B PR P9I S, MicroRNA
TEN AN R i 30 ) 2 s ik #rh S i 3Rk
JE U0 M E A AT AE AL B SSRGS, MicroR-
NA-378(miR-378) 7E.LoIEZH L b i ik, AT Bes
IR (1R 1 PR L Y LN Y S (YA E
O WU HEAL VAR T b BE 2 O it S s | ik
PN BARSE ATRALE A JE N B A7 1, BR S h
PRI L, H A MR O WLEF 2 A 728 2ok 7 v Y
HERHUAE B . RO, W AR 45 52 5
HA, AR AT AT IR Rk S 5
Wk = 45 7|§7ﬁ(transverse aortic constriction, TAC)IIL‘jﬁJ
R B O RS BELIE , ¥ 1A AR SR 25 ) P20
STRREAS 1 & 23 TAC O 10 R RO WLEF Ak,
PRI, ASBHFFE AN miR—378 HR 15 e 7 67 faf 0 ) 08

O MU BHIE O ILET HEAC AL B T 200 S T A
Rl RBIG O ) i f BESC e

1 #r#4

L1 SE5EhY)

SD R U 1) R 3k ve e is S sh W A PR A
a4t 60 L HEVE, 6 JEIS AR (210£10) g, BH%
JIE 5 - SCXK (3 )2019-0004 , 17 3% T i # H B5 24
KEFSLI Y 0 SPF LI = | fF5E Ir Z4H)
B EE 2y R SR s (e B By st i
L1.2021011302,

1.2 FEAUE L 259

SonoScape—S2N 4 712 WA (TRINFF 37 BHEL
AH]) ,MB-530 BIAGEHRAL CGRINCAN B K e 2
A) ), RWD407 5 I 0 ML (BRI B 0k 18 A BB A
), DYY-6C BIHIKAL (AL RN — LW RHE A R A
H) ), DYCZ-40D B EAL (JL 5t — A MRk A R
INE]) o I Vi ik 4M K TR (N—terminal pro brain
natriuretic peptide, NT—pro BNP )5 & (2783
W TR R R 1S G28032936) , — kbl
K B1(transforming growth factor—B1, TGF—B1) |

I BB )RR H (collagen—1, COL-1) | I Jie S 4
(collagen-3, COL-3) .o “FiF LILEN & H (a—smooth
muscle actin, a-SMA) , % HRP goat anti—mouse
1oG Y404 H 3 [E proteintech, 1754351 21898-1-AP |
67288-1-1g.22734-1-AP 14395-1-AP .SA00001-1,
FHLESR (LR FHELH 2545 FRZA 7], BA% 20 mL/
3,445 :20112012) , RAEE R A (FE OB ] 25 4R
WA R B 25 me/h 15 :641003) 1
HRMOUAREIEZARA A, B 0.48 g/,
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#5:43200009)
2 ik
2.1 AL A

SPF 9 S50 2 35 W PEME SRR 7 d J BEHLEE R
U AT A (Sham) 4 10 HAIEAL] 50 2, TAC
B (1 ] 5 2 BEOSCRR[ 11, SERRIBOR BUAR B &, R
10%/K 5B 3.5 mL-kg™ &R SRR R, A
MO 31 5 A BRI PR S Sk 3 T PR 75, M6 8 % 9
B AL RS T dE A e, WY AU I FR R W R P
PEIT BB A 4 A SIS e
IPAERHRE IR, T2 2 55 3 ARl pAE
T B VS B TR o3 B i DL S R R B
kB . RH 4-0 SFARL S AF RIS 4
BIKIA], FFEER F Bk | i S B0 E Bk i
FTE5FL, Gliehn R RO L 4675 2658 60%~65% , 4541
SRR BREEEIMER LR KRR I
FHER 4 B W 75, KRR E A ErF0E 77 LABE
Bl, Sham A EFk= HFELARGEFL, KPR STAC
Tl R — 2, WARSFES: 3 d IINES T EHE
#2077 U,
2.2 DI 51k

ARIGEE 9 J8 BRI BT 75 0 2 R K B
O JEZE 28 I 235X (left ventricular ejection fraction,
LVEF) | /& % /8 51 45 %65 %% (left ventricular fractional
shortening, LVFS) 2% &5k R NAE (left ventric-
ular end diastolic dimension, LVEDD) ZEZ5 it A M
W42 (left ventricular end systolic diameter, LVESD),
AR I B I KG: NT—pro BNP & &, 5 Sham 411,
TAC 4 LVEF LVFS & Z %Ik ,LVEDD \LVESD &
Z FTF, I NT—pro BNP 5 23538 =00 k00 ) 5 |
BEAY A il
23 5%

AR K B B ML 26 12 43 AL (TAC) 4 |
P 94 (DH) 2 AR 3635 (Captopril )24H . KR,
ZAZGRtaI R 15 d, A 24D, (1)DH 418 i
S, BRI 6.0 mL-kg™, JFH% 4.0 mL-kg™ #EH
A HER K 5 (2) Captopril 2 ; R HGE R % T4 B LR
K 4% 8.8 mg-kg! IR, Jf4E 60 mL-kg' IEIE
VESH RS FAK 5 (3)Sham ZH TAC 41 .3% 40 mL-kg™

TEE AR BEERK 2 6.0 mL- kg™ T S K I S
FK
2.4 FRACRAE S AL

YEST 15 Kg 5K R TIRIT AR
PO B RS K M3 OIS EACRSE . RERZGIK
B AR 5, TTIFIE I AR BRI O o3 2 i
N 2GR BNk, A TIE 3= SR, B
IR A HBUNZ) 5 mL, BCJ5 (3 000 remin™,
B4R 12 em, IFE] 15 min) BR4EEL 6 MEEAR
RFEAH 200 wL, 522K H ELISA 35K NT-pro
BNP &8, B e S /I 5 o8 B0 e
B0 E PN ML T 22 PBS YRR A7 MU, IE4RIE T
Jo PEBLC ISR A7 BTEL 24 200 mg 77038 4140, A
AR 5 AR, JF 7 BB T AR f
1E, 1T 54 Western blot 2 qRT-PCR A A6 |
IR ERAEY AR K AT AR A 4% %
W W EE  JS 22T HE 44 (40 Masson 44
0, K Fllmage J #3647 8 UK BE 00T
2.5 qRT-PCR Azl LLH 2 miR-378 \ TGF-
B1 ZEAHICHE bR

B 0.25 mg D HLHZ, A 1 mL Trizol, 5843
FFRES RS Z 24 5 min, 2HUE RNA, DIZHZLEmRNA
SRR, W S cDNA (JR B IAZR ANTP Mix 4 pl,
Primer Mix 2 wL.RNA Template 7 wL.5xRT Buffer
4 pL.DTT 2 wL HiFiScript 1 wL),42 C#¥E 15 min,
85 °C M¥H 5 min , HHP miRNA SR ARYE
JIT 75 H RNA 9, ¥ ATP % B 2 £(=5000/(RNA £
aE), 1 mmoL. Tris(pH 8.0) £ B 10 mmoL
ATP AR Z (3L RNA 3 L, 10xPoly(A) Poly-
merase Bufferlx2 wL #iE/5 0 ATP 0.8 pL E.coli
Poly(A) Polymerase(5U/uL)04 wL RNase—Free Water
11.8 pL, M 20 wl),37 CHZEMTHE 15 min,

M 5 7 miRNA ¢DNA 55 —55 & iy #2
AR Z[Poly(A)UVIK 4 L #84l ANTPs(10 mmol
each) 1 pwL.25 wmoL RT primer 3 wL.5xRT Buffer
4 wlL.SuperRT Reverse Transcriptase 0.5 pL RNase—
Free Water 7.5 pL], 7E AR H 50 CK 85 C
M T4 E 50 min M5 min, 255190551050
%1,
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x1 &E31MF7F

519 izl G bp

GAPDH  [i#:5-ACAGCAACAGGGTGGTGGAC-3" 252
TS ~TTTGAGGGTGCAGCGAACTT-3

MiR-378 b#l#:5-GCTGTCAACGATACGCTACGTA-3 75
U5 ~CTCCTGACTCCAGGTCCTGTGT-3

TGF-B1 5 ~ACTACGCCAAAGAAGTCACC-3 125
U5 ~CACTGCTTCCCGAATGTCT-3

a-SMA  _EE:5~ATCACCATCGGGAATGAACGC-3 79
Fii#:5~TGCCCGCCGACTCCATTCCA-3

COL-1  _Ei#:5-CTGGCTCTCCTGGTACCCCT-3 160
TUiF:5~GGACCACGTTCACCACTTGCT-3"

COL-3  _EJi#:5-CCCCTCTCTTATTTTGGCACAG-3" 19
TUiF:5~CGCAGACACATATTTGACATGG-3

58 _E##:5-GCCTACAGCCATACCACCCGGAA-3 116

i#:5-CCTACAGCACCCGGTATCCCA-3"

DA b 3R Rk v i 41 B 1R 7 571 S A2 £ PCR, 4%
MRS C A A S W AT g . TR 2,
95 CHHIZEM: 10 min,95 C 15 s.60 C 30 s, H
BG40 MG, BCEERBIERRE 3 MRV
S, IV EEHRE L Cu ., ACt=H R CrE-
WS CuE, -AACt=XT 4] ACt—45#F 4 ACt,
270 17 W% il AR R T FR ZE AR S A IR f
K A 3 B TS5 .

x2 yIBER

120 AL
Template (5% 5% 7)) 2
Primer R(10 pmol.) 1
Primer F(10 wmol.) 1
ddH,0 11
2X SYBGREEN PCR Master Mix 15

2.6 Western blot il & (1334

FRERZ) 25 mg CIZHZUE T200 bp RIPA 2K
BB Tk EZ4#10 min,4 °C 12 000 r-min™!
BE 15 min(B02EAR T em), WL 35 122 A5
f£,Z 88 BCA IR G Ul B B0 8 vk B L AR e
VK IR B —HiEE , I xTBST $% —Hi 4% IR
— & Fe B B, TGF-B1(1:1000) .COL-1(1:5000) .
COL-3(1:500) ,a—SMA (1:1000) , GAPDH (1:3000) ,
BEAENES —PUTRHE &, BT 4 CHkKAEI
B 12 h, FEEIR2S COfE 1 h IFELRE, ik
—B, SRR S E TR L] IXTBST Y% 15 min,

HAE 3R, DRGSR W B R ) — e S e
THER FEE FE 90 min, WESHRGHIEE &
B THIRH IXTBST P 15 min, A 3K, AL
B ECL A2 RO, B BB 78 524, W iU
S AIEAERE L, SN2 1 min, SR 54 5530 £
ARG TR, 56 b WAAAUTE R &N b g
29 8 min, BEGTEMUE A AR R, s o A
K Image JEAF
2.7 Bt

IR R SPSS 25.0 AR b, 8 Wk
B R “xs " e, WAL IR] S EHE HL R Al ST
FEAS ¢ K, Z2 20 ] LU AR FHEA IR R 5 2250 B =R
J5i 22T FUBER T LSD 5 2B E AN 2 IE 25 /0 A
5 255, MR FEHE S8R 5% (Kruskal-Woallis H),
PL P<0.05 S AT L,

3 &R

3.1 REUSIETEL

KREFESIKS FAREA SR pIIET: 12 B 4
fiff i) A BUCAE T TR R I 2 sk 5 ALt B S 80
FSNE NS e R A o) )i G e N ] ]
e SR 30 <) R i B8 45 405 55 PR 2R 5 e 2 U B Be A a
T2 9 H HIET R R S G fig 0 ) 30
4 TAC A4 29 K HMBEHLECF R %50 N
TAC 44 10 5 ,DH 41 10 2, Captopril 41 9 H ;Sham
2H PR T M SO B B JEE s AT 1 R 9 H
3.2 KU BESE

1A 9 J)5 , 5 Sham 41 M4, TAC 41 LVEF #
LVFS i 3 FF#%(P<0.01),LVEDD I LVESD i # 7}
= (P<001), 291 15 KI5, 5 Sham 41 1AL, TACAL
LVEF il LVFS &3 FF#(P<0.01),LVEDD AILVESD
BF FTFH(P<0.01); 5 TAC 4H %, DH 4 H1 Capto-
pril 41 LVEF #1 LVFS 3 [ J}(P<0.01),LVEDD A
LVESD i FR#(P<0.01), FEWLFE 3,
3.3 FZHIMIE NT-pro BNP 25 5%

JE TR A 9 J S, 55 Sham 41 b4, TAC
2 NT-pro BNP 3T+ (P<0.01), 25910 15 K
J&i , 5 Sham 41 448, TAC 20 NT—pro BNP %375
(P<0.01);5 TAC 41 b5 ,DH 41 Captopril 1 NT—pro
BNP 3% T (P<0.01), FEILF 4,
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®3 BEXREERRE. THEOEXEIEIR (vs ,n=6)

205 Fisf ) LVEF/% LVFS/% LVEDD/mm LVESD/mm
Sham 41 g 94.1743.31 63.67+7.58 5.28+0.88 2.32+0.86
THE 89.00+5.51 56.83+6.97 5.50+0.26 2.42+0.39
TAC 4 g 67.5027.42%% 33.00+4.86%* 7.08+0.64%% 5.03+0.48%*
THE 69.0022.37%% 34.00+1.79%* 6.75+0.52%% 4.63+0.54%%
DH 24 RS - - - -
THifE 83.33+1.97* 47.00+1.90% 5.55+0.43" 2.93+0.21%
Captopril 21 RS - - - -
THiE 82.17£5.38" 47.33+5.28" 5.45+0.60% 3.18+0.56"

7 : 5 Sham 41 FLAL, ##P<0.01; 5 TAC 41 HeA:, #P<0.01,

x4 EBEER FTHRESHEKRIME NT-pro BNP
Lb3R (345 ,n=6)
NT-pro BNP/pg-mL™"

i W TR
Sham 1 308.06+39.19 198.47+28.28
TAC 41 422.52+24.43%* 381.45+65.03**

DH 4 - 272.80+45.28"

Captopril 2 - 249.35+40.78"

1 5 Sham 4 HL#E, ##P<0.01; 5 TAC 4H b4, #P<0.01,

3.4 HE Qefazghh

B N AR HE 44, Sham 4140 i HES 8 5% |
FE RGN, FE A M SOE AT UL 20 A /MRS IE
W5 TAC ZH 40 M HES) B 2 ZE BN 55, 20 1] it ] 4
B T8, FR 53 AL S BRI A 20 A% T 2R B Bt T
KL ; DH 2H ) Captopril ZH.ColIL4H A9 HES #3455,
Y USSR e AR W] R AH K I S IARFE L
K1,

3.5 Masson YLt gk R
J65E N WLEE Masson Y4, 55 Sham 41 A, TAC
AR AEHES ZEL , L) ] DA S R R AR i
TAC 41 L%, DH 41 f2 Captopril 415 Y 12 [ 21 4 B
W, LA 2,
3.6 HU KR THG 4L E ARk
BT 15 K, 5 Sham LS, TAC 41001
4 TGF-B1,a-SMA ,COL-1 ,COL-3 & {4
T (P<0.01) ;5 TAC 41 L%, DH 41  Captopril
HOoNAHLH TCF-B1 H I .a-SMA H [ ,COL-1
M COL-3 B E N (P<0.01), TEILER S,
K3,
3.7 BU KRR TG4 A TR 2k
BT 15 K5, 5 Sham 2 HE, TAC 40
WL miR-378 ik 2 T [ (P<0.01), TGF-B1 |
a-SMA ,COL-1.COL-3 mRNA #ik 3 F} & (P<

W % . )
- 4 » -
.' A ] mdll " ,? / W

B 1 |BAXROINEALR HE FEMEHIERE (x400)
1 : A.Sham 2H ; B.TAC 41 ; C.DH 4 ; D.Captopril £,

B 2 FAEKXROAELR Masson B MEHLEHEE (x400)
1 A.Sham 21 ; B.TAC 41 ; C.DH 41 ; D.Captopril 41,
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Sham#l TACZl DH4 Captopril H

TGF-B1 e SIS S s 44 kDa
a-SMA - — — c— 43 kDa
coL- S S e 120 kDa
coL-3 — e 150 kDa
GAPDH "D T AN W 6 (D

3 HAKBOIALR TCF-B1,a-SMA,COL-1,
COL-3 EHHXE

*5 BAKRRFHREONFELETBEIT
FIEIKE (345, n=3)

215 TGF-B1 a-SMA COL-1 COL-3
Sham 41 1.00+0.44 1.00+0.26 1.00+0.39 1.00+0.18
TAC 41 3.27£0.19%*%  2.99+0.36** 3.08+0.80%* 3.24+0.48%*

DH £ 1.86+£0.12%  1.66+0.46"  1.68+0.37%  1.45+0.52%
Captoprild]l  2.09£0.47*%  1.87£0.46%  2.07+0.11*  2.05:£0.21*

1. 5 Sham 2H HL#R, *#P<0.01; 55 TAC £H IbAR, #P<0.01,

0.01);5 TAC ZH b %%, DH 41 Captopril ZH.00JIZHZY
miR-378 FERBET & (P<001), TGFB1 0-SMA .COL-1
COL-3 mRNA ik #E TR (P<0.01), TEILFE 6,

Fo FAKXRTFM 15 REOMAFLENEF mRNA
RIEIKFE (x+s,n=6)

3 miR-378 TGF-B1 a-SMA COL-1 COL-3
Sham 21 1.36£0.27  0.98+0.51  1.31£0.55 1.58+£0.55  1.96+0.99
TACH  0.21£0.15%* 8.71£2.37** 5.58+1.34** 6.20£0.66** 15.93+5.09%*

DH#A  0.68+025% 2.73£1.09% 2.59:0.80% 3.72+0.84% 5.97+2.98"*
Captopril 1 0.71+0.37%  3.65£1.67% 2.79£1.16%  3.69+1.08% 7.38+3.67%

1. 5 Sham 4 FAR, *#P<0.01; 5 TAC 4 HeA%, "P<0.01,
4 g

O SRR TR B DR DR K A
W, O SR A AR AR < A
PIRE | FHEE , PR RAK S IR KER . IE (R 1] -
IKIRTED I 7K, R IR, b A i I A
TN AR IS T B SO L R0 ) %
B B ALI, Ui AR R TV AR
MV TE A, TR, < MLARBE A HK TR,
ALK, TR A KR o BARER ¢ 22 IA It R 2
TRHLSORG B, 5200 1 I R IR 2, (e
P S 38 h RS T L R R (e ) 3
TR S5 2T R IR0 IR O T 5235
KL, O MR B LR B T

T WA GEARAR SGIC 3R, 2 T 489 Ul O ILEF 4k
ALY “ 28090 " YRS IE AN BE AR S Y ic 2. “ AR
NEE RS S R ISR O JULET 4 Ak S S0 FRAIL ], 4% 1.
A L OCEEIE I, BB SR [ R 230 i fb i v
AEf% B B D WLET e AL Ko 38 B RUe

TAC TR S IR A= el | 38 liAe %
Je ST N, 4 Y s BT 3 e s AR B
WET4EL, e ROCKMAN BREI TR oz Eas,
AHRGEAE AR 9 J 5 X P 2 K SRR FIE BN, Elisa
KK UM NT—pro BNP {8 ; H-#A 74875 .0 sh KK
A 25K 5 Sham 41K, TAC 41 NT-pro BNP,
LVESD .LVEDD {4 J} & ,LVEF \LVFS % 2 (% |
LVEF Z PO RE B E48h5 . 0 1 R YE LVEF
3R =200, S I A3 B A O T v S il A
(L8073 0 ST 10500 OR B )0 ) 30t AR I PR
TESWLG 1B ] | IR B A7 AE— s FUE B
A5 18 Bl NT—pro BNP {E X0 ) 562 Ui il 4 #E 6 H1)
Wi, NT-pro BNP fh 22020 L5, A ) 728 5 %
I AR R I B 70 M3 B R e ™ 4% K4
2K NT-pro BNP {E A0 J) 02 Wi () S Zebric
P2 AR SRR TAC 41 LVEF \LVFS R,
LVESD .LVEDD 34K NT-pro BNP 3455 il 3
WK 475 B00 77 3 VR BT A2 ) i) , 5 A G SE R A
FEHA—F,

LHEA TS5 A B, 2R AR AL TE B A Bk BT
TR DA O E B E LR, RO
Uiy A R R OGN 3R BU AT AR AT YT R H T 5
YRS SOHE R, TR 2R YT A AT A R 3 T
TAC K ERC Iy g g B R T ) IR AR 21—
LLPEEUE S IRAEIR YT DA 4Ry T ol e 2, &
T, AR P ST TAC KRG T
VA

miRNA 7> J7 355 1 A L vhole 5 J A
FH , BEAE R 7 38 07 P RN AN 7 10 2 A Ao A )
PRI R K, miR-378 S D AT AL i R T2
—  TEF IO ) A ) miR-378
A LAMGE OB FE SO IIRER, LIU SF97E TAC K
AL R BIF 9 &% B, miR-378 5 ad ik MAPK (1)
mR Ak O T4l . AR R B, 5 Sham
HAEL, TAC 20 LA AL T R B B, O LA 2
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miR-378 W& Fif; 5 TAC ZHAH L, DH 4.0 JULEF 4
feel g B i, O LA 2 miR-378 3% 1A, miR-
378 W REAE S LTSN YT O WLET 4EAL 1 7] BEHL A
KRR A

O LA AEAL R e B s 00 B AR 2T 4L |
Vi) 5 2T 24 A R L7 8 T 27 AR FE R T S
b AR AT 4EA . AU (extracel-
lular matrix, ECM )i R B2 4F 4 fk 3= 22 L 3k
b2/ o TSR Sl s S A BN o S e P
A 5 i 7 07 Ao S RT3 A S A bt
JE R Lo A5 Ay | e 2 BB BT 4R Ak, O D RE AR
2, OME ECM 2 e T AU IR S5 27 2k e B 4 A
1 AU A 5 2 A e D A At B AP B S i) 22 25
MR, IR DR, T BRI G SR R )
85% , 1 TR T AR B (0 AT 4 T 28 e it
B R R PR 1%, B0 3¢ 32 S I 245 g
o= SMA 2 I J T 2t 4 6 5% Ak JIURCET 4 40 M b
R TR LT S 40 i T A S 43 I e I R
PR A ZEfL,, TCF-B1 J& 0 IE R £F 4 4 i 15 1k
() SR PR S R TGF-B1 J2 B 0 LA 4Rk
RARPITE AR SL IR ZE A 7 . 5 Sham ZHAH L, TAC
H TCF-B1 )i 1 WA I A a-SMA mR-
NA KB (¥ 205 . 5 TAC 44 1, DH 41 TGF-
Bl i I WA I A a-SMA mRNA KR
HRETH, WP ESSRATH miR-378 5 TGF-
B1 F AR, HI TAC 4 miR-378 .35 R, TGF-B1
B1 5% F% , DH 20 miR-378 .3 [-94 , TGF-B1 411
R R SOHEN PRLLVE ST BE 98 1RO L2 2
miR-378 7K, ] TGF-B1 ik , M ie.0 LET
4tk

ZE LA AR kS 4828 5 R )
R 70 i o ) 3 oy R RS ARY | AR5 PR AT T SO 0
B R RO N AEA BB LS, SEOR S R,
PSR T IRCHA SRR E T T R
B K a-SMA &1, s 0 LA dEAk, AR HIBL
il 7T AE 5 4 E O LA 2 miR-378 Kk, T M
TCF-B1 A, Lo UE LT 4 40 i 3% Ak 2 O LT 44k
() SE SR, AR DG B 58 2 W] miR-378 7.0 L4 g
WK KA 7RO E LT 4R 4 i AN ik PR
SR S EO NI T miR-378 Kk, i
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