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[ ABSTRACT]

injured by catheter, then to observe the influence of the transfection on the stenosis degree of the vessles.

Intimal Catheter Surgery of the Common Carotid;

Endothelial Ni-

Reverse Transcriptiorr Polymerase Chain Reaction;  Rat

Aim To transfect the endothelial nitric oxide synthase( eNOS) gene into the rats’ common carotid arteries

Methods 55 male

Wastar rats of 3 months age were divided into nommal control group ( n= 10), blank control group (n= 15), pcDNA3. 1( - )

transfection group ( n= 15) and eNOS trnsfection group ( n= 15).

common carotid except the nommal control group.

spectively into pcDNA3. 1(— ) and eNOS transfection groups by carrier of FuGENE 6.

45 rats were accepted the intimal catheter surgery of the left

After operation, pcDNA3. 1( - ) and pcDNA3. 1-eNOS were transfected re-

The rats were executed 2 weeks, 1 and 2

month after the operation, the transfected common carotid arteries were took out and stenosis degree of the arteries were measured.

Results The eNOS mRNA could be detected in cultured smooth muscle cell and the stenosis degree was significantly de-

creased in eNOS transfection group ( P< 0.01).

Conclusions

eNOS gene could be transfected in vivo into the smooth mus-

cle cell succesefully and the transfecton also could obviously decrease the stenosis degree of the catheter injuried arteries.
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(Roche Molecular Biochemicals /2~ &]) \PCR 5| #7 & £
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7 & ( GibcoBRL) « # % 5 —R & B #& K I ( reverse
transcription polymerase chain reaction, RT-PCR) i 7|
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& 0.3 UL, 4D R A E 20 UL, #% T # £ % # 17 PCR
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Y11t rh i R A eNOS mRNA, T 4 P9 X6 R 41 e 25 3
pcDNA3. 1( - ) #A P 5 YL 4 U T2 eNOS mRNA ) ik
(B 1, Figure 1) o XK HEZH pcDNA3. 1-eNOS Jii Fi
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T HIH RRIE .
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Figure 1. PCR results after the gene transfection in vivo by
pcDNA3. 1-eNOS
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FREZHZERAEZEE(P< 0.01) (H 2A, Figure
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0.01) ( 2B, Figure 2B) -

cDNA B FE L3 KR

pcDNAJ. 1-eNOS MEX PSR 4E

B2 —SKERA

R=aRE

pcDNA3.I(-) BEEAIFERLE

cDNA B EH RN ZEXRIKERAREENEKAIRBIRME( x 400)

Figure 2. The influence of nitric oxide synthase gene transfection on the injured rats’ carotid arteries after intimal catheter surgery
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M 1(Table 1) 0] 1L, f4 N eNOS 4H [ I Bk 7
TR FE W 25K T 44 9 25 |1 X 8 2H A 25 2 pcDNA3. 1
(-)H (P<0.01), M =FHZIAZFTLREMEP
> 0.05)

xR KERGAESERRRENEEEEERELLR
(x £s, Um)
Table 1. The comparison of the vascular stenosis degree after

catheter injury

ol n RE1TH ARE2H
NR-POpGE:l 5 47.7%2.9 47.7%2.9
75 0 AR 10 110.9 £11. 4* 166.9 £13.9*
pcDNA3. 1-eNOS 4 o 4o <o
PR 10 75.9%3.9 79.7%9.5
peDNA3. 1(- ) + . + i
R 10 112. 4 £10. 0 166.7 £12. 1

a: P< 0.0, 5IEHMHBALE; b: P< 0.0, 55 AXRAA
peDNA3. 1( - ) &R 4 L L .

3 Wi

IEFRAET, &N EARER, KNEAEK
eNOS {1k T- K& B4 i NO . NO 9% B 2 J& [l (1) 1f.
BT VLA B R, s AT S E R A LS, A GTP
AL GMP, NI/ T T I FIFA SN, NO ()3
ity A 9 2 RN 3B H 1 I /N BRCR B RSP0 L2
RIMEE 5EREY o S84 A T LA Al 34 A
IERE I RERL/N, T A 3R B K ~F 3 L4 il kAR 5B
b, NI 5 K A RE AT . W ATAE I NO 7]
PAIE 5 cGMP A5 1T 0L/ &7 51 F 400 1) <7 ¥ JUL 200 A 1
HETE TR S AR A R BT R, [FIRE NO 3R Af LA
SRS A~ UL A0 B D 44, AL ) T A JE
cGMP A5 5 i) B I e A2 SE I HT . PTCA fiff If 5 B
N AR, T RS, BRI R, 5]k RGE
JRSE I W4 LA T AN P R 40 i T g 2R AL, A
AN 5 500 1) L A~ UL 400 3 B R PR e 2
1o BT LA 366 B ) R B B, T ELOE T 91 & i
BT I LA M 2y BERE RS 1 2 RS SR s
SCHR[ 5] #IE7E PTCA R J5 N R IEPE NO A= e e /b
o FEFEEGR T A2 T, KET 508 FEw
I FHEER R — R RN RE W L
SR DL B N BRI HE R e —— B S L IR

RSN T E. H i sm s RA B s
DNA B4, n] i K i A Hh R 08 H 58 [N, 5 A] #%
YLt DNA B BB, HE % 5 mT TR r 5
WEEBAR, R T e . SEAVESREL
6, TR B 1005 25 0 P 3 e, T EL AT A Gk A1k 4
SR B2 B A BRI B, 5 51 LR 1)
SR, M TS0 e G R o i AR AT DU T & Fl 4
ST, 2 AR AR R BRI R R il e 2>,
M H % S AR 0 5, 3 S ki, DRk B iR B ik
BN AR B N 3 e Bk 2 —, T PTCA R
JE TR — A0 0] /R, BRI BRATT R A T iR
M| 224 BRI B T AR Fugene 6 A#AEK, KA peD-
NA3. 1-eNOS F [K [ #5 5L,

ARSI eNOS 5= [F 4 Gy T BRFE 4% 5 1K B
S B KCEIE A, R GG 2 B, B R T
pcDNA3. 1-eNOS J [R] K bR H A 4h 3% 77 19 ifL 8P 1
WLAR I ZE mRNA 7KF L3568 H eNOS 2 K (1) 78 4
Rk, XATRE R H TER T R T & WAk B
pcDNA3. 1-eNOS Ji bz ) % G4 i, 7] B 4 35 B % £
B VEE R I 6 Y 5 VA BRI, B GRS 1) eNOS R A
ERRAFIENGE R8T R RE. 54,
YT eNOS JEFI MK R 7EZR 2L 1A% 1~ 2 N H a4k
Y., I L3R B Ik 75 BR B 451 407 5 2 Bk I B
BRI ALY [ pcDFNAZ. (- ) #ge i1y 5%
> (P < 0.01), B8 R AR B4 Fugene 6 /5
pcDNA3. 1-eNOS H: K] {44 N 4% e AR Dh 332, T
B TPk EER, X NIGK G PTCA KRG
PR R AL T AT SR B SR AR
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