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1M B AR T 165 RO IR E ST Y 5 ™
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W E HMN #Kiraed Mg A KB F 165 (vascular endothelial growth factor 165, VEGF165) 2 B 9 A%
7 ( Ad-VEGF165) #+ 42 .5 JUF 2m L3 3 & 35 VEGF165 B %vh, Jiik R B H 2 B
70 F 48 B8 ( bone marrow mesenchymal stem cells, BMSCs) ;#2155 BMSCs 75 JUAE 4w gL, My 32 45 4 VEGF165
ARAMEBEEBRN B EE SN ML, Lo A 3 4. Ad-VECF165 # . JUAE 28 oAk h S 20 K 35 4
VEGF165 3 R 64 B2 o 2 5% F2 o5 WURE G IOAE 4 =8 BAR AL R L B S AR G Je AR = x4, 2 1 A mAam &
28 VEGF165 89 % ik B PUAE am I ey 3 70 58 e, S5 VEGF165 £ S I 40T E% & ik | 5 F B4Rk xF 4k
EFAEAGTFEL(P<0.05); SMUAE MG ERE R IA P R, RER T T H KA B (P <O0.
05), 85 A Ad-VECF165 4534 £ . U fu e, FLA A 09 VEGFL65 7T 35 3% & URE 21 I 09 3G FH 75

KR VEGF165; A B8 AR T 0 e ; & WU 2m i ;-5 LR St

FE 5 E S R541.4 XERARIRAS. A 3XEHS:1000-9760(2017)02-016-06

The influence of vascular endothelial growth factor 165 on myocardial cell proliferation
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Abstract : Objective Vascular endothelial growth factor 165 ( VEGF165) gene adenovirus was transfected
into myocardial cells to investigate the expression of VEGF165 and proliferation activity of influence. Methods
Bone marrow mesenchymal stem cells (BMSCs) were extracted,cultured and identified. The BMSCs were
induced myocardial cells in vitro. The adenovirus vector carrying VEGF165 gene was constructed and trans-
fected into myocardial cells. The experiment was divided into three groups:Ad-VEGF165 was transfected into
myocardial cells as the experimental group. No carrying VEGF165 gene adenovirus was transfected into myo-
cardial cells as empty carrier group. Untreated myocardial cells were as blank control group. Within 1 week
between groups the expression of VEGF165 and myocardial cells proliferation activity was detected. Results
The experiments showed that the experimental group VEGF165 could be expressed, and compare with the
empty vector group and the control group with statistical significance (P <0.05). The myocardial cells in the
experimental group had the best proliferation activity ,and significantly better than an empty vector group and
the control group (P < 0. 05). Conclusion The Ad-VEGF165 was transfected into myocardial cells, and
VEGF165 could enhance the activity of cell proliferation.
Keywords : Vascular endothelial growth factor 165; Bone marrow mesenchymal stem cells; Cardiomyo-

cytes ; Myocardial infarction
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thelial growth factor 165, VEGF165) K H. H. A {# 4
SOOMEN AR 1 A A A A Sl e o AU 400 4R
BT, IE AL AE R TR R B R W
FEEHEAT VEGF165 3 Rl Y It 25 78 o038 Bl i .0
TERLO WM B A AR R W AR
JH VEGF165 J: X {&4fi BMSCs BAHIAT7 MI BHA —
SETTREC . BOBTR ST RS F 2 e YO ILEE 4
MRS HLIA ST /N RO LA B8 1T LA i 3 el 35 HL A B8 I
OBETRERLG LS 117 AR SCKEHE R VEGF165
FEP A IR 35 ( Ad-VEGF165 ) % % 25 2 434k 0 AL
FELHM , 0% HE A g ) K33k H 8 52 ma 1)
SLESWFSY, B AR HLE— 25 N H T MI IR T BB
WA AL,

1 METE

1.1 ##
1.1.1  SEEesh¥y 5 humss . e SD KE,4 J8#%,
A 80-100g, 1 F LLZR A8 B S bty o BRI 2
Ad-VEGF165 f“DUEAYWRHE ( L) A RA "
A A,
1.1.2 &% DMEM/F12 5373 1 x PBS.0.
25% WRAE W H 32 H Gibeo A F); H-BER R .
HFZE I B LA solarbio 23 Al 92 1gG1 [ FRIXT R BTk
4 H 92 Bioss Inc 24wl S K CD31-PE A di
KB CD45-FITC I B 3 Bioss Inc /z}ﬁj; /N KR,
1gG2a [A] B BT AA /N BT K B CD90-PerCP 11y
F 78 [ Miltenyi Biotec 23] ; /N IgG1 [R] 1%} B 47t
& JNEBL A B CD44-FITC 1 [ 2% [H Bio-Rad 24
w5 SD K R B 72 T An A i L Siig 75 54 1k
KEFR L B 26 [ Cyagen 723 A ; CCK-8 A I ik 57 &5
4 H HZR Dojindo 23 A ; AN VEGF165 B G5 57
& A L E Abcam 2 Fl 5 5-A A2 MY (5-AZA) B
PERLEF A4 i AR K I IR 2R 1 W A 26 1 Sigm
N SRR A SYBR Green PCR R &M H
JUMISEREREI A W 5 1 s AR AR AR (R
A BRA AT A (F 1) .
R 1 RBE# T3 A7)
AR Liasl 4 Tl m
ACTN-2  ATTTGCGACCAGTGGGATAG  GCTCTCTTGGCAAACTCCAG
Cx43 AACAGTCTGCCTTTCGCTGT GGGCACAGACACGAATATGA
GATA4  TCTCACTATGGGCACAGCAG GGAGATGGATAGCCTTGTGG
c¢TnT CCCTCAAAGACAGGATCGAA  CTGTTCTCCTCCTCCTCACG
GAPDH  AAGGGCTCATGACCACAGTC AGTGGATGCAGGGATGATGT

1.2 £Bik

1.2.1 BMSCs BY$H 558 SHERLAL AL FE 4 5]
1% SD K FRIFE T 75% LIEHEE Smin; #8554
2 SD KRB, BN E T 9em BiFRILA, FARBY
T B FFE i, 10ml 33 5 i i 08 G 1 K 7 A I
b BEE, R, i EIRE T 15ml &
L4 ,1200r/min 550 8min, # [ . BUUIEM &
10% f4- I35 A5 2R 5L B R ARG TR, A
B FRAA R IR, 24h BRI 2 ~3d SRR
38 5 B R AN AR KRS M Al 7 &2
90% FE AT, 1: 24548,

1.2.2 BMSCs FI%5E 1) B4 EE J1 .8 3 1%
BMSCs #EM 75 FLA (10° A/4L) |, 3 B i sl
WU BT R RUR S S 2) AR AR
R . BMSCs 2 1f1 1 )50 . BUA: KOR S R AP 9 3 4R
BMSCs (1 x 10°cells/ml) 1001, 43 B i1 A E 6 E b
i (9 Ht & ( CD31-PE ., CD44-FITC, CD45-FITC .
CD90-PerCP) FIAH XJ N7 i) ) 78 %) REPL A4, 1 57, 4°
BEOGIFE 30min, PR 2 Yk, B Am MU
1.2.3 BMSCs if5 55346 R0 IURE 40 ML BCAE AR
B RIFH 3 18 BMSCs, ##F 6 FLik (10° 4~/4L) ,
A 5-A M (5-AZA ,10puM ) Bt i 2T 4
41 i 2= 4 - (bFGF , 10ng/ml ) ol 4 175 ( FBS)
1% 9% KL 85 3% 24h )5, PBS vk, 8 & bFGF
(10ng/ml) 5% FBS M35 IR HARLE 157 3 A, B 2
~3d i 1 RS 8 B PO B WEE BMSCs
IHEIRES

1.2.4  qPCR Ao IURE 20 i S PR 1) 3 3
{5 ] Trizol 7 $2 BL BMSCs F1.0> ILEE 4 Y (1)
RNA PRI R RNA 5 FH 306 % S5 3700 G A 4
W31 1% cDNA , 3 2o {4 5 5 F ( GAPDH) fE
Skt B 43 AT O IUAE 48 AR S Pk 7 (ACTN-2,
Cx43 ,GATA4 , cTnT) B335, RN AR . AR P
95°C 10min; 28 ¥ 95°C 10s; 8 & 60°C 20s; 4 it
72°C 30s,45 MEH ; #4504 72°C ~ 95°C
0.5 °C/6s; [ 25°C 30s, fdi ] 2 ~**“ B pEAl A 56
i E STV O

1.2.5 Ad-VEGF165 JE&YL.0 R4 ML 3557 T 6
LN 255 3 RO NURESE I, L) MOI B 80
HEFT R 5 Iy, SR04 3 4. Ad-VEGF165 J&&
YL o3 Ak 1 O ILRE 20 AR R S5 A oK Al
VEGF165 5[ ) i 22 B e T 434k 1O JILRE 48
YR as FR AL B4 AR GO LB G A A 2 ) B
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4, TR 24 36h 5 EIE VO WM N WS
2 2SR DA G O, VAR IR 5 X 431k
(18 FTUARE: 200 ) JER A 50%
1.2.6 DA IE VEGF165 Kk Hoig P i)
SEM I3 2H0 URE 40 i 2 il 4 1 96 FLAR (10°
/AL AR 3 G BUE | FNASL ISR,
ELISA A6 .0 (ILRE 41 il 36 35 VEGF165 1% I ;
FE AR 3 41O IURE 40 B2 R0 F 96 FLAR , B
Hik3 NESL, TR 1 ~7d 409 H CCK-8
TR O LR 40 B 35 2
1.3 %itF o4

HER H SPSS 19. 0 St #4471 Si 112245
B R GORMEH x £ 5 2R, 240 0] Fb i R H 2R A
Rl LN, AN ZH L. 5B 257, R
LSD-t K ; 5 5B 7 22855 2R A Tamhanes T2 £
55,P<0.05 BfAFIEE X,

2 #HR

2.1 BMSCs R 3%k %57

{308 A 22 10 T BE S LEE, 4580 12h BMSCs A UL
IyMEEA K BRARRARIE , 24h 1 WK B, BE
KrFRnt R ZE R 20 6 Jm) 008 AL 75 , 4 A S22 i XL
FEHED, 1 B A2 AT B AT 3k 3] 80% @l & (& 1A)
BMSCs 8 8 AR5 5 40 AL 2l (B 1B-C) 5 ik
20 1t A 200 i % 1 T SRR D 6 355 BMSCs 1) 4 Jfd 3%
#l. CD44:97.97% ;CD90:92.69% ;CD31:0.45% ;
CD45:0.28% , Y3554 BMSCs 40 it (& 1D) .
2.2 BMSCs %4 A w5 WU 20 L% qPCR A 45 5+
PR T 69 RGA

253 5-AZA AL 5 BMSCs 1% 4 734k 0 L
FEAMY . 7EHH S-AZA Kb PRI 38040 i i 7% , )
AN A, 1 G, K2 30% RFIA A E 52 AL
PRI AT CBRAET 254, 3 RS A A ]
HAEEITHBIIVE RS, Al AR, A
FHITIAE (K 3 A) . qPCR AL JURE 20 B s 5+
PR P23k B, & 5-AZA ZEFR S A9 E k0
HILEE 40 Bl ( ACTN-2, Cx43 , GATA4, ¢TnT) mRNA 7K
SRR T ARAL B BMSCs WLIE 2,
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Markor % Gatod Marker % Giated Masker % Galed Markor % Galod
AE 10000 Al 100.00 AR 10000 AR 10000
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iE:A.3 KX BMSCs(40 x ) ;B. 55 BMSCs 24t A B an it ( 3 £ 3 & ,400 x ) ;
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ACTN-2 Cx43 GATA4 cTnT
> * * *
5 6 20 2.0
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2.3  Ad-VEGF165 #& =& UK 28 gL,

Ad-VEGF165 # 4L 0 AL 4L, 24h J5 GFP &
IRFAIE 70% (I 3 B) , H 5 KN VEGF165 %
PR R B S 14O LA 40 it R 3k 2 (50 B (G
B2,

E AL S IUAaa I B. B E R AR £ R T AL GFP 89 &k
B3 LA IR A VEGF165 A B s &
B e U 2l A8 (40 x )

2.4 HFE UM VECF165 # &k ik

ELISA #:ill VEGF165 ik, & M2 A X} B4
AR R ARER A A R m kA, HEFH
At E L (P <0.05). ##— P KT E,3
HAES 2 Kt VEGF165 R EMEZER (P >
0.05) ,2d JF il L #1225 (P <0.05) WA 4,

200+

., O xmEa
- el Pl o zaua
1 M ETy

VEGF165%i4/pg.ml”
g B8

o
[

N o

L -] o A
B 1] /d

E: % P<0.05
B4 P AR B BEAR S VEGFL65 #9 & A,

2.5 HFEESIA Ml R E R
It CCK-8 4G I 3 2H 4 A 3 4 % 1 , & R
B G i o JUUASE 200 JEL 8 8 B 355 P 000 T X IR R s

HikH, 2R HEA5I¥E X (P <0.05), i
VEGF165 X0 [IURE 40 I 3% 1 2 A — & 1) 4 U 1
., WK s,

B 5 Ad-VEGF165 s WUAE 4a i 42 R ) B AR 664 38 74 76 P&
3 g

MI 22 0 A e 308 i A 3 o, o i BOCHE
PR DX IO LA 20 B A o i i 2 ) — &R
GNEREAE, T 41 MRS A8 A n] AR B SZ 3100 AL
200 ST 4 L R AL i A2 S R SE T M
SRR Ay A FE 2R AR A 1Y BMSCs X MI
BV BB A 23 f i BMSCs R 4MNeE g% H A A K K
TP T RAV A AR L A 2 B AT DA R B
YRR eh RS I X M BIG ST T, SR TR
WS g Ko i PR R 5% I T A AT 2 0 B Y G IR 8L
SRR 32 B N ] BEJE BMSCS 5% A8 R 41k
U WILAH M B 8 185855 , ASBE S AL 2 A8 1B A= O L
A AT B R B R BB B 5E 2% W . BMSCs
5 o A0S 00 UL 20 L 7 0 I D e el 38 b 2 1k
oAt BMSCs HA W MM,

M58 Pz A P F- (vascular endothelial growth
factor, VEGF) ,/E~ —FRRRER B9 4 g 4 2 43 M &,
PRIFCELAT 1 A5 B AR A A S A ke 7 I 2 Sl gl )
ZRFFEY L BRI, VEGF165 /N4y T4 11,
Y S EORSE AR AT BRI H:
HE—2E N, FE AR ] DL v AR — s, 7EVR Y7
Sl MO EG T, #57 VEGF165 1Y 3 R 3% /A
AT LS A AT D T RE Y I8 AT LA
PE 20 BG5S I8 20 B PR 1375 R 0 PN R R AR
W RAE ™ IRATH EE Ad - VEGF165 i
HAT DA se IR B B2 5 1 S B0 R 58 4 148
ARG FE B O LR A I, SE56 3R AT & 3R
VEGF165 750 WURE 21 il o2 AT DUIE 8 3R89, 5
RN A L, 2R BA Gt E (P
<0.05) ; 7 AN FRATTH H CCK-8 K Il VEGF165
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X LAY 200 e 88 355 P, 2 I o 0 40 M 448 7 35
B S0 23 2R LA BRZH (P < 0. 05) , #2R 0 AL
FEAMMIFRIR VEGF165 J&, Al L3 5% O IUAE 40 it 19
AR IEE A BT O WURE I A A AT

TERXAS B, BF 5T 10 22 H B2 T Ad-
VEGF165 J& B 43k U LR 48 i S 6 H H
) 3 B 20 R 4 5 0% M A2 ) S 6w IR
PEHL K537 BMSCs; 1 FH 3 40 MR %522 BMSCs %
THITIE, I TS 50 g 1 200 e | BSGB 240 e R
WIEEZRND, 3RS Ad-VEGF165 # /ARG 2= 2 45
FR 1O ILRE 40 i, ELISA #:30 H (19 8 11 VEGF165
(23R L CCK-8 74 K6 I 40 it 3% 5 06 P, AiF 55
WESIERG S5 ORI R VEGF165 B335 X3 5E
WS IR s 2Rl B R AT TR i
Ad-VEGF165 U L # 4 Jg A A 7] LA IE & 3R ik
VEGF165 , H 4 HA0 g 16 Pk B A — & AR 5 4E
{528 R X Ad-VEGF165 .U JIUEE 48 i 76 20 i 35 1
DL H R 2R3k 7 AR AT (2w 3w 4w)
(RIIREEIIFFE | A H 5 TE O LA AR s 0 30 UL
YA 15 SR 5T AR EAE [ it AR 54 7 sl i 5
B, WOTEAH G A T E— 2 g, A e L AE
MI AT 5 T A PN A0 L RS A B AR Sh B ik B2 (L T 4
T A9 S 56 FIELS A |
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