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A DT R miR-214 W5 & 8] 78 )5t 1 41 B X K SR £F 4E 4L

FY) 52 ]
2iFE% BEE

[(HE] 8 ALK mR-214 697408 LR T (BMSC) B K &
BF &5 e fb by Fom, SEIRITAR AR R LA, ik B 50 BT 4F 44 X R AL 4
20, 4 #13% % PBS 20 ( IT#AkiE4F 0.5 mL PBS ). BMSC 48 ( 1T # Ak Z 4 0.5 mL 4
A 2X10° 4~ BMSC # PBS ). miR-214 NC #8 ( 17 # Ak 2 44 0.5 mL A A 2X10° /A~ 4
% pcDNA3.1-NC # BMSC #) PBS) #= miR-214 inhibitor 28 ( I'7 #% Bk & 4+ 0.5 mL 4
A 2X10° /> 5 % pcDNA3.1-miR-214 inhibitor 45 BMSC # PBS ), 5% A 8 % b2 &
PCR # # M| & 20 BMSC ¥ miR-214 #9482+ %% %, & A Masson £ & i 952 & 20 I
YA DL, KA B G R IE kAR &R AT L b 4L A& K B F -Bl ( TGE-B1 ),
p38 £ FL )R & A& & # B (MAPK ) #= &% B 1L -p38 MAPK (p-p38 MAPK ) # % &
ki KF, £R 5 PBSZL4E, BMSC 4 fn i ALT. AST #9 & ik K-F, LRI
20 2% F TGF-B1 & & # & ik /K F 4= p38 MAPK/p-p38 MAPK W {A ¥ 5 4%, £ %34 A
%3t 3 &L (P3#<0.05), 5 BMSC 284 miR-214 NC 42 b %, miR-214 inhibitor 8
o iE ALT. AST #9 &5 KF, A BT84 7 TGF-Bl & & 8 % & K F 4= p38 MAPK/
p-p38 MAPK WAL &4K, £ 73 A %t 5 & 3L (P 3 <0.05), BMSC 215 miR-214
NC 4 f2 7% ALT. AST # & & K-F, VAR IF 4L+ TGF-Bl & & 49 & & K F o p38
MAPK/p-p38 MAPK sL 1869 £ F ¥ L %3t F & L (P ¥ >005), &# HBHLHK

miR-214 % BMSC T VA 47 4] kK ST 4F 446, X 7T 48 &5 8 3% TGF-B1/p38 MAPK 13
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JFE £ Y Al — Fh mT s R 0, e 4% B g R I
G R R IR R AL A 0 22 B B, AR D R Y
— b AT EIKR M, i R 7SR T4 (BMSC) FE
ANTRV RN AT AE AR N AR a3 w2 20 L g D 4
FEL. R R AN B R R A . h W S G S R B,
BMSC ¥ f# 76 T £F 4 Ak 3697 b B — @ 2R, |
HHLH M AR P, Yang 25 P AYAFSEEE H, BMSC
25 miR-214 W1 L Y Je, AN bs 35 138 il 42 5
[F] P 5 & BMSC 7 2P T 2 3 K SR i 3R 97 T
X278 miR-214 A] GEAE — & T2 BE | 5% g BMSC 1)
TRIT AR . AR TE M E CCL, 15 5 10 T 27 4 1k

HEEWH . ST RIBH (22ywa30)
YEH AL - 318020 BN — NREBHAMFE (RIR24),
BER ()

KB, FFEFEARDIER miR-214 ) BMSC XJ Ay
RITVER, IR SCAE I BLA

1 #R5RA%

1.1 553 4 A= dm FEL Ak

YEHL 50 H 9 H 8y SPF 24 ki vk SD KR, K%
BN 390~410 g, B A LigE KW EY R A
BRZSHL K LS 348 BMSC 40 itk I 11k T3 i
PeE R A RAF,

1.2 BMSC %%

& B4 3 4% BMSC, 7E DMiS-M 8] & %¢ )¢ i
e (I F 5 E Leica A A ) FMERIEIES., &
0.25% MR & I BEIE fb . 250 0, i B AE e %
1X10° 4~ /mL (1% 541 g A2 . B 100 pL B 200 ffd BV
TN T EP 45, AR i 20 2 PR D0 3k ) 8 84
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BRI AP K BLCD29, CD34. CD44. CD45 Fi 3y
BEPLIAR( 45 2 uL, 0 [ 2% [F Gibeo 24 7] ), 78404k 17,
4 CH¥E 20 min, i1 i U240 I 2% & BMSC % 1H
SR
1.3 BMSC # %

TE A 318 BMSC, 4 0.25% fif 2 (1 il 314 1k |
B JE, BT 10% 648 75 /) DMEM K 52 5 4
AN, VR A R 1X10° 4 /mL,
Femh 2 6 fLAR, for 4 M PR IR Al G & 70% B, 2R
Lipofactamine™ 3000 3% 77 & ( Wy [ L i 7 ¥ 6 24
BEARAG WA Ui W] 15317 40 M 4% 4. #4 2 miR-
214 UL 3R RNA & 4 H #% %k /K pcDNA3.1-miR-214
inhibitor A1 B 4 % B8 2% /& pcDNA3.1-NC, Jf-#% e &
BMSC, 435l R iiEkal . BIH xR, 55 BAE
A PR BMSC 1% 7S IR . 3 i 5 AN E AL,
37 C. 5% CO, 55 %% 6 h J5 F 3} & 10% Jf 24F L5
() DMEM 5¢ 235 77 5, AR 23557 & 48 h
1.4 BMSC F miR-214 % ik /K F 84 4ol

K FH S i 5¢ 6 52 & PCR 5 K611 4% 41 BMSC
miR-214 (1A X 3235 &, BRUTER AL . 991 % HE 4
25N ML AN M, 4 PBS PEU&, R A TRIzal 3% #2
AN A S RNA, 122 B RNA R 3 gl i )5, il
FH % S50 8 45 2 X B Y cRNA, i ] StepOne™
Puls 92 1t PCRAY (14 [ L8 ABLAH] ), i
ZAEN 2 95 CHUEE 6 min 5 95 CAEE 20 s, 60 C
Bk 30s, 72 CHEfi20s, Lt 40 MG, Ll U6
YERINZ, K225 20T miR-214 (19 A0 X 2 34
o SIS YLEE 1,

xz1 5lYF5

EIRZE gl

IEM : 5-TGCATGTCGTGTGCACGTTGCACG-3'
JZ 1) : 5'-CTCGTGCACGCCATGTGCGTGTGC-3'
£ : 5'-AGCTTGTAAGCGTGTGTGCAACAC-3'
JZ I+ 5-GTGACGTCACACGGCCGTGCACAC-3'

miR-214

[8[9

1.5 MR A i K KA A

50 HRRUm SR 1R, £ RS K T E
SR B0 Bk 30% 19 CCL, 48 A= 3l s i () & o
3ml/kg), HBRTES 20, &2 8, HHKER
PR S8 R 50 KRR BEAL S N
PBSZH (12 H ), BMSCH (12 2 ). miR-214 NC 4
(13 2 ) F1 miR-214 inhibitor 21 (13 H ), 4b%E 5 M
ZERBRFLFAE A B0, 5256 45 0 5 R e 485 5% g K

B A BMSC Ja AL T2 K B . & & A g A
10 AR R,
1.6 FFu X

PEHUES 3 /U BMSC, 7RS0T 48 h, £ A BrdU
I fdi 2 4k B 9 10 umol/L., PBS 2H 25 1] # Ik 1
%1 0.5 mL PBS, BMSC # 28 '] & ik i 5% 0.5 mL %
A 2X10° /> BMSC A PBS, miR-214 NC 4 £ ['] i
Jok 1 5t 0.5 mL & 7 2X10° 455 4% pcDNA3.1-NC )
BMSC f#] PBS, miR-214 inhibitor ZH £ ] # Ik 1 44
0.5mL &% A 2X10° 4 % Y pcDNA3.1-miR-214
inhibitor ) BMSC () PBS. i JH] JC B A 25 F 381 1k i
5min, ¥JR—RPET .

1.7 AL

Pt 3 FJa, MRS T 5 8 2 LU 2 A RR I K B
BUME F3h Bk il 5 mL, 5.0 J5 R R AT 5 IR 4R
SEHEIE, SR I BMER VL AR FE R B, ], 4
BFE, VI 4 mm 22 A7 R AL, H 4%
ZRWEEEE, HT % d 242 4 4 ) Masson
Yefn, HAAHL MR TR PR,

1.8 K RAT o 4k 45 AR e )

L7 /NS e R AR A 19 I, Mindray
BS-180 4> { 2l 4E W4k 4 43 A A (1 3 BRI K S A=
YIBEYT HTAA R AR ) Kzl ALT F1 AST 193
KK, TERS IR ALT . AST Kl & (¥ A
i EG AR A R A ) Ul A ERAE,

1.9 BMSC & #iH oL # )

K I A i 20 24k 2 L 8 46 T BMSC 11 22 8
Tl HUZE 4% 22 3 [ 48 h I IFAEZH 4L,
AHE R AL A (JREEZ 10 pm ), KGR
A ALY 5 248 HCL AR 38 i DNA 72 1 5 i B HCI,
A B 2 2% o AR = R 2% AR T R R 10 min,
PBS 754 M, 5% BSA £} ] ¥ £ ] 20 min, i
Pt BrdU Z s BEdifk (1 : 100), 4 ‘Cik#i, PBS
FE oy ME, TN LA PR 1gG, 37 CHEF 20 min,
PBS T4 i %k, DAB & {4k 5] & i {4 15 min, i
AKEEG, 2 -HREWNGEH . 2O6RME T
NLEE ML, A R A% 22 A €0 oAy B 40
1.10 BMSC 54t tf LA m)

K FH B 28 41 204k 2 XUEE B €6 7 46 1 BMSC 1)
ARG L. FEEZE 2] R 5 i n Bt BrdU 22 o [
Podk (12 100), 4 Cid &, PBS FLor sk, —4t
J AR B BrdU FLik . LEPi e Alb fLik, =9t
S I 2B e FITC A id Bt i S S 1 3 RITC bric$t
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Ao Ha HRUE B A5 S TR 28 3R, 5O W B T AR
1E Rl — ML EF H 2 Fh e Je4n IS S B %% BrdU
Alb R IENE L.

L1123k fa B A = oL m)

% F TUNEL 1 a-SMA . %2 20 44k, 2% 3 8 Y
VLRI AR A M PR T B, IR R s,
KA N R M A AL Y, 4 HCL AL Bl DNA AR
P, EEF K JH AL 10 min 5 IIAFRICZE PR S5 FRiC
W, 37 CHRIC 2 h s A RARiC P b = 2F Pk,
37 °CJZ i 30 min ; il A SABC, 37 “C i 60 min ;
NBT/BCIP i %, 20~60 min, Ifil. 7% % 4], o-SMA 4L {5,
MK, BEBJEE R, BT W I
112 B 2T 4F 4 AL A2 2 Ao )

K Masson 4 (2,75 W 52 45 20 19 JF 21 4 AL R B
BOL7 /N8, s, viA . %M
Ji il IR AR YL U £5 10 min, ZEAE K YR 5 1%
R AL 5 s, ZEME K Mk ; Masson 4t {57
ot 10 min, ZE 08 KRR 5 0.2% VK R ¥ W= Uk
2 min, 1% 51 B2 % W IR U 4 min 5 8 i 85 U 18 W)
YL BT 02% KBS MR W ; /K CBERK, —
HORE I, W E R G, 2065 U U8 1T 41
AL FREE ., WG L4z b ayr 4Ll (2019
AE)) FIW LR 43I0 ¥ 0 FE LR difl 5 T )
BILAE XY K, RS S/ 244k 5 1 #Wi4s
LA X4 fh, B> e 4kl bg s T35 2 %

AR, /25 R 2L IV R A AL
1.13 FF#84 % TGF-Pl. p38 MAPK #= p-p38 MAPK
8% & Rk R A

SR FHER P B 30 3 G ) 21 40 e A A K R
+ -B1 ( TGF-B1 ).p38 22 % i 1% {1k 25 1 4 1 ( MAPK )
H1#% B2 1k -p38 MAPK (p-p38 MAPK ) % F ) 3 ik
Ko H100 mg PRAF TR A T4 2L, il A RIPA
2w, MHEEAIK, BEBLOE, ETIKE, B
O WS, R BCA @ A& . B0 g
EAEARSE D - SHWHS FHEZWRIES, BT
7K 5 min, B0 B EVE W, 4 TY-80 AU HL 3k Y
(14 F FE a3 PH R A AR B 98 ) Uk e IR =

HER LT 4t 2 I, WAAR 4= Wi 2 b, in At KR
TGF-B1. p38 MAPK. p-p38 MAPK — 47 (1 : 500,
) H 22 [E Abcam A #] ), 4 CHEIRKEF Z, A
W 2E B9 1gG 4t (1 2 2000, W [ 5 [ Abcam
ANHE), BIRBEKBEE 2h, TBSTUYL 3K, BT
2 N &, {01 Gene GENIUS #EJiE 2 248 (1
H % & Syngene A H] ) HHifE, ST KEAE, H5E
TGF-B1. p38 MAPK . p-p38 MAPK #& [ F{AH X 26 15
1 & p-p38 MAPK/p38 MAPK [ fH.
1.14 %itsa

N SPSS 19.0 Ak F#E 4T Ge it 2% o3 b i ¢
BELAE + bR 2 (x+s) FRon, 2 A0 LBk H
LSD-¢ K 5, 22 41 1] Aok FH R 28 07 22 e I 56«
P<0.05 MZES AR L,
2 #R
2.1 BMSCWHENKAR R @HFFEAFESLERT

25 B B EE, A5 R WoREE 3 A BMSC 2
WK, RS Z M, H5 %%, o miA, It
PESR 5 (B G AA K 5 HRE T e, LR
H I BE A K, B T R EES B >80%, HK KR
oo i = 20 SRS I 45 2R 8 /s, BMISC # [fif CD29
1 CD44 1) % 1k F 1 >95%, 1iij CD34 1 CD45 K [
PERIE,
2.2 BMSC ¥ miR-214 # & ik K F

B RS, U0 ER ZH A miR-214 A X K ik BN
0.41+0.02, ik F 25 A X M4l (1.124+0.08) F1 A
PEXTREAL (1.0740.07), ZRHEHRIT¥AE XL (P
¥1<€0.05 ). 25 X BRZH 5 [ % B 2H 1Y miR-214 AH
X GE R 2ZE TG E L (P>0.05),
23 XMk AR IR

5 PBS 41 Lt #¢, BMSC 41 Ifil i ALT. AST A %
KKK, ZRYAGIHFE X (P<005); 5
BMSC 4l 1 miR-214-NC 41 [t %, miR-214 inhibitor
ZH MG ALT. AST [ RBEKFHML, EZRYAESR
i 2% B X (P 3<<0.05), BMSC 4] 5 miR-214 NC
ZH UM ALT. AST MRk K F2EF L it#E X
(P>0.05). L% 2.

T2 HKAINTE ALT. AST R IEKF LI

il 1%L ALT/U-L™ AST/U-L
PBS 4 10 572.10+68.70 126.57+36.91
BMSC #H 10 289.74+35.50" 82.31+12.42°
miR-214 NC 41 10 293.454-40.18 84.76+11.95
miR-214 inhibitor £ 10 103.04+21.13" 65.4247.19™
F1{§ 185.933 15.802
P i <0.001 <0.001

1 SPBSALIA, “P<<0.05; 5BMSCHIILAE:, °P<<0.05; 5miR-214 NCZ LA, P<<0.05
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2.4 JF#a2Rd BMSC % &AL L

TEDE BB T WEIFAL T R, 458 B8R
7& BMSC 41, miR-214 inhibitor 2 Il miR-214 NC 21
5 AT U BrdU A ic A9 BHME 40 B, 9% 40 i 2 RDE
KEAR S A, A MR AR A, X ROR R AR AL AE 1Y
BMSC ] 7 JH 241 45 1
2.5 FF4 L d BMSC #9548t oL

R B M NP8 fr, 458 BoR
BrdU #gic (1 FH 1 40 B 52 AR 2 A, Alb B 3c 11 BH
PR A A 5 R R T8 P 3 A, FF BrdU M2 Alb AR ic (1)
Il & e w] WL 37K 43 24235 BrdU A1 Alb 2 i,
o &R oA i 52 R, 5 A OB AR AR AL, X 4R
7N Jay B8 A 1) BMSC W] 434t A A DI RE 1 T 40
26 BUAAFE KM T R LE

BMSC #41 i & R 40 i 09 98 - F R (1.73+
0.57) %, i T PBSHI[ (1.24£035) %], 7 1f

it L (P<0.05). miR-214 inhibitor ZH JIT F2 4R
A0 98 TSR N (2.5940.57) %, = T BMSC 4
I miR-214 NC 41 [ (1.75+0.62) %], 2 F ¥ H 4
it 2 3 X (P #<0.05). BMSC 41 5 miR-214 NC
AR TR 22 R G L (P>
0.05 ),
2.7 BLLAFLF Y ALAR AR
Masson 4t {0, 25 5 7R, PBS 4H 40 Jif HE 51 Z L,
20 it 190 B A7 7 B S0 M D A8 1, R D 2T A 21 4
B, N SR 8 AR O /N i BMSC 4 R
miR-214 NC 41 41 i HE 51 25 &LA5 Ol A fr el s, 4 g
] B AE A D I AR M, A 4 21 408 A R BN
JE B3 4 T 9 /b ; miR-214 inhibitor 41 44 ffl HE 51 25
BLG S — 20 03, KA, A /DL
A BB A R AR/ NHIE . W 3. Bl 1,

R3 BMNTAYECRRE B/ ]

21 5 % 039 13 13 [UE:4 Vi
PBS 41 10 0 0 1 9 0
BMSC 41 10 0 8 2 0 0
miR-214 NC 41 10 0 8 2 0 0
miR-214 inhibitor £ 10 0 5 5 0 0

B 1 HHNLTYEREPEE Masson i, X200 A PBS#4 B BMSC4 C miR-214NC% D miR-214 inhibitor £

2.8 &4 P TGF-Bl & & & ik K -F & p-p38
MAPK/p38 MAPK JtA# b 25

5 PBS 4 b %, BMSC 4 121 41 TGF-B1 &
H i 2 35 7K F & p38 MAPK/p-p38 MAPK [t 1 #
ik, ZRAGI¥E L (P<0.05), 5 BMSC 41 f1
miR-214 NC £ b %¢, miR-214 inhibitor £ Jif- £ 21
TGF-B1 & [ 1Y 235 /K F & p38 MAPK/p-p38 MAPK
WEBRMNK, 2285 %8 X (P¥<0.05),
BMSC 415 miR-214 NC 41 JiF 4141+ TGF-B1 & H 1)
F 3K K K p38 MAPK/p-p38 MAPK [ 1H Y 22 5 0

GiitE X (P>0.05), W4, K2,
3 i3t

I £ 4 A2 i 22 s PR B0 e ) 5 B0
W AR A2 w A B B EACh 2 R AL
JE JFFE o 4 B A0 R o G S G i A, BUOL K&
DUBUTIFME, B REr4Efk . S48k 30m 259 ik
7 T B i OF 5 5% I e e fb a7, 5 T IG R IR YT
6P P K T30 i s Ak HL A H 2R L. BMISC 2 i
R Z IR T4, ¥4 Z ) oA 3 R RE T
TEAE S A 2V 0 v & 5 E AR L, o] 40 AR
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R4 BHMHL T TGF-B1 E H AIAH Xk i & p38 MAPK/p-p38 MAPK [V {H [b %%

21571 15155 TGF-B1 p-p38 MAPK/p38 MAPK
PBS 4 10 0.61+0.06 0.97+0.07
BMSC #H 10 0.52+0.04° 0.51+0.04°
miR-214 NC 21 10 0.50+0.04 0.50+0.03
miR-214 inhibitor 41 10 0.2740.03" 0.24+0.02"
F1H 108.918 472.650
P <0.001 <0.001
1. SPBSA L, 'P<0.05; H5BMSCH L, "P<0.05; HmiR-214 NCH LA, ‘P<0.05
B
R \Q\ w

&3‘
Torp | — — —

B2 B G I 5 4L AL 2R TGF-BL. p38 MAPK. p-p38 MAPK Al p38 MAPK # |1 Y 2 iA K-

A R R B 7 N R ) e O TS K )
165 K1, A2 0 JF 40 B 72, AT 0 o1 JHF 28 2k T

miRNA J& — 28 U 1 A 4 i 4 7 51 RNA, R
AAEIEEGERY, 4 RTF5E & B, miRNA
7E BMSC #5434k, i 8 K 40 i X 1 55 45 W 45
AL AR R R OCHE N, JF 2 5 BMSC
2 AU 05 18 52 i #2 1, Wang 25 U FE BIF 5Y BMSC
XiF 1 AR DR N 4 A B AR T & B, miR-214-
3p ¥4 3 7 AgomiR-214-3p A 4 il BMSC 1 il B 5>
fk, T miR-214-3p #ll il 7 AntagomiR-214-3p W] o]
1 5% BMSC 9 1 43 AL A/E FH L #fE U miR-214 AJ A
1 BMSC 1 B 43 A il 56 5 08 1 7). A BF 9% 4 2R
7R, 5 BMSC 41 Il miR-214 NC 4] [ %, miR-
214 inhibitor 21 Ifil 7§ ALT. AST F ik K FE AL, H
Masson ¢ {8, 2% % i 7k miR-214 inhibitor 21 T 4 i HE
B ZE LG AT B, A 412U A R BN IR
B /L, 3 i R B A DT BR miR-214 1) BMSC AJ f£
P £F A K BB HF DI RE, IR T £F 4R L 72
UL HEI, 2R miR-214 RJ 34 55E BMSC 4304k M T 41
MR RE T3, DA S0 B8 4k £ a2 i

TGF-B1 Je—Fh Z WAy A K I+ 12, e &F
“i bk A2 v, TGF-BI 3 i 8 ¥ TGF-B1/p38 MAPK
17 5 3 I R T LR AN TG Ak, i p38 MAPK i iR

Ak, A A KA S L, B A R i R AR
JOE I A 1B B, P PR 0 34 5 R S
Jin o £F 4 AL FE EE Y. Ghafoory 2F M 56 T/ R
BT 451 43 00 BF 9% 2 BH, TGE-B1 it = a] 38 4% /)y BT
AR, S AR, i TGF-B1/Smads
15 538 1% 0T A 5B 1k 40 i & A b R - ) i R
fb, BEE LT defb ik Je U R g R R, 5
BMSC 41 1 miR-214 NC 41 [t %, miR-214 inhibitor
20 41 21 h TGF-B1 & 1 1 3R 35 7K f p38 MAPK/
p-p38 MAPK LU AH AL, X 4 7 # AH T ¥R miR-214
i) BMSC X K BT 25 4 £k i 47 i 76 F AT 68 5 o 4=
TGF-B1/p38 MAPK {5 5 il A <.

25 FRTR, BT miR-214 ) BMSC a] 1)1
K& 4k 1k, X Al 58 5 94 #2 TGF-B1/p38 MAPK
55 B A G, ARFFFEALK I T TGF-B1. p-p38
MAPK 1 p38 MAPK W& 1R kK-, KEE5E 4
HH 7% A 30 2k miR-214 (9 BMSC J& % JIT £F 4 1k i1 EL
RAVE ML, 725 5 A sE b s i — DR

Z £ X W
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