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[ ABSTRACT] Aim To investigate the role of plasminogen activator inhibitor- 1 ( PAF1) antisense RNA in influencing plas-
ma fibrinolytic activity, and regulating the expression of PAF1 and the process of atherogenesis in rabbits. Methods PAF1
antisense RNA recombination plasmid was constructed by using eukaryotic cell expression vector pcDNA3. 1. Thirty rabbits were
classified into 4 groups.  Control group ( n= 7) was fed with a normal diet. ~ Atherosclerosis (As) group ( n= 7) was fed with
a high cholesterol diet.  Plasmid treatment group ( treatment group, n= 9) was fed with a high cholesterol diet and injected with
PAF 1 antisense RNA recombination plasmid (20 He/ke ) into the abdominal subcutaneous tissue weekly.  Plasmid group ( n= 7)
was fed with a normal diet and injected with PAF 1 antisense RNA recombination plasmid (20 Pg/kg ) into the abdominal subcuta-
neous tissue weekly.  Then the activities of tissue plasminogen activator (t-PA), PAF1, and serumal lipid were detected. ~PAF
1 protein expression in tissues was tested by immunohistochemistry.  Lastly, the extent of atherosclerosis was observed by patho
anatomy. Results In plasmid treatment group and plasmid group, the activity of PAF1 in plasma decreased while that of t
PA increased.  Although there were no differences between As group and plasmid treatment group in the activities of PAF 1 and t
PA at the beginning of the study ( P> 0.05), in the end the differences were significant ( P< 0.05). PAF1 protein only exist-
ed in endothelial cells in plasmid treatment group, while in As group, it not only existed in both endothelial cells and smooth mus-
cle cells but also outnumbered the former. ~ Compared with As group, the intima of the arterial vessel was thinner in plasmid treat-

ment group.  Plasmid treatment group had a lower lipid count ( serum triglyceride and cholesterol) (96 242 mg/L vs 123 £12

|Yim HEA] 20020728 [1EE HEA] 20030325

[PEH®NT] &I, 20,1955 FHA, L THLMETA, FATEN, 4, 0504 S0, §F 7807 F OV A R B R oS sin 1 5
BRI B 56 &, 1R R HE1E: 0451- 3644265 5463, Frmail: Fulu@ 0451. com. 254, 42, 1971 £ 4, BRILE M /RET A, LHE
U, A, RO I PR TAE, Email: almaxu@ yahoo. com. eno ZRFE, %2, 1958 4E 4R, IN R AN, #U%, Wi+ J5, L #F 74
S0, R ENEAEYE R T EMET .



CN 431262/ R + [E a3 ik if b 4% & 2003 55 11 #5255 3 #1 215

mg/L, 15F10 mg/L vs 46 229 mg/L) and a lesser degree of atherosclerosis than group B.

Conclusions PAF 1 antisense

RNA can block the translation progress of PAF1 protein effectively and degrade the severity of atherosclerosis.

21 v g IR V0TS P40 1) 75 1( plasminogen activator
inhibitor 1, PAF1) 52 2H 23 14 £F ¥4 Iifg J57 00 77 ( tissue
plasminogen activator, t-PA) Fl1 JR 3 B 8 21 7 g Ji 3
1% 7 (urokinase plasminogen activator, wPA) )42 4
TR, A7 AE T L3R L ML NARORI L A R, ) I
BN AR A AR . ITERT LR, PAFT LI KFH
18 v 55 A s 4 O JUURE BB AN J I A TV A
ST o A A TR R R B A R 2 3 B Bk K A A AL
(atherosclerosis, As) & J& [ E 2 JF K, 7£ As JE it
e E EZAE . AR, £ NI 3 K
PAF1 mRNA 7K~ 8 3 ok i # A A 453 07 £ R J5E i 2.
TI3EN, IX UL PAFL 5 As X RHE V] AW TR A
X PAF1 RNA FHIT PAF1 ik, W& 1ML 3K 4 i
PER PAF 1 85 R IE A DL I 7K ~F K B Jik o6 A i
WAERE, LA As PR 776 3R A8 1 S

| RS

L1 ##&

52 & &R pGEM-T ( Promega) , B 4% 4 Jif & £ 2
K pcDNA3. 1( - ) (Invirogen), Tag DNA % ¥ g
(Gibeo) , B & B4k KR 7= 41 55 10 B B b $2 B 48 1 IR
7( Promega) , FR % M /9 U7 B8 3% Apa I.Not I F2 Pst I
(Promega) » % 4 B8 & K K 5| 47 P1: 5-CAATCIT-
GAATCCCATACCTGC-3',  P2:  5-CITGICITTGGI-
GAAGGGICTG-3 (Gibeo) » PAF1 F +PA 75 3 2 34
FEWE L@AEERBEANF . SMH%BREXE
RIG T b RIEEEFH R
1.2 SHRBERERBGEINGIF 1 & XAZHERNAE

R BLA S JE 3 F 41 DNA, % B & W % % F it
AT PAFL 8 5 A B ¥ . R 4 B8 KA (poly
merase chain reaction, PCR) /& %: 1. 0 Ug % [F 41 DNA
MAEAR B 4 P1.P2 % 20 pmoL, 5 HL 10 x Tag DNA
F AW 4% o, ANTP (pHS. 3) % 320 Hmol/L. PCR
ROBL 494 CH M 50 s~ 56 ‘CIB K 50 s 72 ‘CHE f
50 s, 30 ANEFF, ZE# 10 min. PCR = #7 10 UL f 1.
5% BE A HE B R (2R 242 0.5 mg/L) B ik i &, &
ST TREER., NE PAF1 BB FF|.

HEmERENWEAN 1 AR~ 7% #
PCR %51k 7= 4 | T4 #% ¥ 8 5 pGEM-T Vector i .
ANTEEF L Top 10 RZSHHE. EES WA
RZAME, M 10mL #4H, %A TOHE&FHNE
B LB PR £, 37 CEHR4h. BMBEEEE, ¥

¥R, REFR DNA, 2 Al AN EAN &5 #
#AT PCR, # & % & =4 & & P % A 8. #4T DNA
WM 7, #IA A % 2 B AL & N #F BT % PARL
I 48 N\, FEE LA UF 5 R 46 7 5 — 3.

AR BIEMIMHA 1 R R LA E H
e Fl Apal #7 Pstl *f pGEM-PAF1 E 4 R fo
pcDNA3. 1( - ) FiAr #E 4T W B 477, e ok B K B 89 %
FRBEMEEFR T4 EEREE. BUARZA
I, LL4 Amp B9 LB 3 b B3 5%, ok HIk ik [H
WEE, NEEBTRE, BT L EEHET. AEEM
AL, LB SR A & sith. UERAEE 59 TT
Primer f2 B 84 i B 4 7 51 47 P1. P2 % 5| 4 ¥ 17
PCR. 1.0% 3£ fig ¥5 %% I = v 4 M. PCR 18 2R U 57
LremENNEN A&,

1.3 RXAFEEFEBRDINHEIF | RNA BRI
HEFn$Z BY

Z B CHR[2], K BB AR % 34T R L PAF1
RNA Bk By 3 3 Fn 4% Bl
1.4 =54

SfEe RIERE R 30 R, R E 2.0X0. 4 ke, #
MR R EREA R 4 H. EHEXEA(n=7)HL
T BURL R B RO AR LR R (AR As 4)
(n=7) "R 17 & RE [E B B4 7 A R X PAF1 RNA &
ITH(E A ETYE) (n=9) B & EEERL, A
B, & B % T B T E 4 R X PAF1 RNA E 41 i 47 20
Wo/kg; R X PAF1 RNA FURL A (A FALA) (n= 7)
AL B AR, & E% T X T ES R X PAFI
RNA E4 A 20 Vo/kg. Zh4 32 %48 5%, & H# &
EAH 150 g, KATIR, £h + & HWE 4 # &
FAT A, EEHAE G, LR 12 B, &4
e EE, A KATRF. TRhIBFEAY
MEHGREENLTEEZR.

1.5 HAamgEBGEMINGIF 1 AR B A AR
5 7755 14 F0 10 AR 7K S 593 E

LHEIBRF R IR FE2 B b AT &k
K2 mLo KBt E] 4 _E4 9~ 12 B, DL 4% 14 %
BRANHLEE(9: 1), BT - 4 CHE QAL+ LL 4 000 r/min
B0 5 min, B2 200 UL 4 % 5 3 T - 70 Cuk 48 o
RAF, Al & &R N E -PA 1 PAF1 FE .

IR A ERIAEF, FAEAFT LKL
3mL, & T 4 000 r/min & /2 10 min, B 1. 5 mL
MEEEE . &&EREaH il =Z8AT,

1.6 REBERGRABALUFKRE



216

ISSN 1007-3949 Chin J Arterioscler, Vol 11, No 3

REABEAREARRK, REFKEERT
B XA, BT, M RER AL BB 4 HEN, aEE
Z, VA, HEZ3 &, EHETAL, BHALERE
&, AN PAF1 ik (L FHRATR) foad 4=
#, DAB 26, BHME T UL,
1.7 GitERE

FERM U« £s £F, KA« 2B ATE L
g Bk, P< 0.05 k" Z7F R EF K, P< 0.01
ETREFHEEERE..

2 g R

2.1 HARBEHEMINGEIN 1 R XFRIESEHE
EEA:

RV IR R EI) 1 B 7 B peDNA3.
1 et pbi g iR 5, H B B Bike = sl k47
PCR ¥ 3 [ BZ, UESE R N AFE B HRAN B it —
5 R FH 2R B I 5 7 3250 o B ) Rk R EAT I T 4
Hr, 45 SR B 3 N\ TG Rk FES L, A7 AE SD P
FIFIHL UGB F ATG A7 55, 38 AN J5 TN S AN o
2.2 HREEBFEDINGIN 1 RARBAREE
BUEFIEMENT L

5seiG T bR, 9T 5 AL PAR1 VT BE
flK(P< 0.01), T As ZH¥E MG N(P< 0.05) » +PA
EHAERTH S AL B S (P< 0.01), As 41
FEK(P< 0.05) (K 1, Figure 1) o

< ERSME - ETE
0.8 - as @ - FRE %
o ...
. Y - e o e ¥
0.7 Biric g, . * .
AT e S e .
0 o . ’

PAI-1, t-PATEME (kAU/ L)
o

Bt (Jal)

. BEFFEFERHFVINEIF | MARBAREERBE

FIEMER L P v sl £k Dy 2H AT 41 i DS 7, KB 2 O £
W EBOT M AMEI 1. BRHALWATHE, *: P<0.05, *
*: P< 0.0l

Figure 1. The changes of plasminogen activator inhibitor- 1 and

tissue plasminogen activation in four groups
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Table 1. The changes of total cholesterol, high density lipopro-
tein and triglyceride in each group (; *5)
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Figure 2. Patho anatomy results of the artery ( HE dye)
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Figure 3. Immunohistochemistny results of the artery
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