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Angiotensin { 1 7) Affects the Levels of Soluble Fas and Reduces Restenosis After

Percutaneous Transluminal Abdominal Aorta Angioplasty in Rabbits
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[ ABSTRACT] Aim To investigate effects of angiotensin { 1 7) [ Ang{ 17) ] on soluble Fas ( sFas) and restenosis
after percutaneous transluminal abdominal aorta angioplasty. Methods Twenty four healthy New Zealand white rabbits
were divided into 3 groups: sham group, control group and Ang{ 1) group. Rabbits underwent percutaneous translumin
al angioplasty in the abdominal aorta or sham surgery.  Subsequently, an osmotic minipump was implanted for Ang {1 -
7) or saline administered.  Before and 3 days, 7 days, 14 days, 28 days after angioplasty, the levels of sFas in plasma

were measured by enzyme dinked immunosorbent assay ( ELISA) .  Angiography and histomorphometric analysis were per -
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formed four weeks after angioplasty. Results

cant reduction in luminal diameter (4 .11 30.10 mm vs 2 .88 30 .08 mm, P <0.05),
neointimal area (0 266 30 .009 mm’ vs 0 .408 0 .020 mm®, P <0 .05),
and restenosis rate (28 .13% 32.74% vs 40.13% 32.74%, P =0.008) compared with the control group.

16 .70 Um vs 448 .08 H5.30 Hm, P <0 .05),

Four weeks after angioplasty, the Ang{ 17) group displayed a signifi -

neointimal thickness (207 .51 *

Further -

more, the levels of sFas in plasma were elevated in the 3rd day after vascular injury both in control and Ang<{ 1 7) group,

then the levels of sFas in Ang{ 1 7) group gradually declined (1.023 3 30.063 4 Hg/L),
trol group achieved its peak in the 7th day (2.508 2 30.068 0 Hg/L).

were raised both in control group and Ang{ 17) group four weeks after angioplasty.

while the levels of sFas in con -
The levels of angiotensin Il ( AngIl) in plasma

However, the level of Angll after

angioplasty has no significant difference between these two groups (0.183 30.015 Hg/L vs 0.178 30 .015 He/L, P >

0.05).

Conclusion Angiotensin f 1 7) attenuates neointimal formation and restenosis rate after aneioplastv in rabbits

and this effect might be conveyed through advancing the peak concentration of sFas in plasma, which could promote apopto -

sis of excessive proliferated vascular smooth muscle cell and achieving balance between proliferation and apoptosis as early

as possible.
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Figure 1. Effects of chronic treatment with angiotensin { 1 7) on mean artery pressure and heart rate

2.2 MEEHRHER

ARG 4 BATHR B3G5, H A2 5 xR
g, Bk EAE Y 2w/ (2.88 10 .08 mm L
3.85 30.03 mm, P <0.05) , i B AR 7Y 4 57 5 s 11
Ang{17) AEREASHRAMREHEES, 5
BERYZH LA, B i N AR I & R B R sk (4 .11 39 .10
mm £ 2 .88 30.08 mm, P <0 .05), % Ang{ 17)
MK AR T B B 2 9 5 Bk S 45 1 1 11 L% 1) B 2, Ok
DEBRAERRAE(EL) » MNEREBR(E24A) F

A LAE H, Ang {1 7) 405 Py B A% 20 41 o S,
B> M2 A B R
23 MERKR(17) NMEHEANRBER. AR
MPREE . BREENZN

EEBh Bk ERBERG JG 4 A, AR Ang{ 1 -
7) AP BB B3 A, A HE et b Fr BT b
A B N R s AN RN, R B O PR AR, 43
P 3L AR EE AR, B A I P BB R St M A 2L, DA
SR4EdH 338 A B T, 41 0 55 2 4 1 HE B 3 AN B



CN 434262/R " EIN KL & 2011 58 19 4555 10 805

(E2B f12C) » 1H Ang<{17) AN EIEAEBMAA  MmMHEEELHEES. SR EEERE Ang{1 -
BRI, 2k NI AR R R R BN R 1), 7) HEB R (P =0.008) .

=1 RERGYLERNEMTEERE FENERR EEENENE(x &)

Table 1 . Effects of angiotensin {1 7) on vascular remodeling after balloon injury

9 H n B A2 ( mm) PR B2 (- Pim) R (W) PR T R mm®) S
payicee) 8 3.85 10 .03" — 384 67 15 .63 — —
TR 8 2.88 10 .08 448 .08 #1530 369 .32 19 23 0.408 30.020  40.13% X .74%
Ang{19) 4 8 4.11 % .10° 207 .51 H6.70° 393 .71 H1.12 0.266 30.009° 28 .13% 32.74%"

a N P<0.05, 5HAALLE,

bk MEE Ang-(1-7)#

o ety Sview

2. MEER EEK HE REYVIRFEAFLEREYIR A EREIR, b i 0B, R IR
AR B A I Jl B AN U, B 2 AR B AR R, BB BR AR DR Ang {1 9) A, BRI, Jy ALK P B 2w
. B.C 4 R EBK HE Qetab) fr A s R e e e Ul R (4 %), Sk AT m A I

Figure 2 . Angiography images, photomicrographs of HE stained and Weigert stained sections of rabbit ab -

dominal aorta
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Figure 3 . Effects of chronic treatment with angiotensin -

(17) on the level of plasma soluble Fas

25 MERKR(1T) MMRPMEZKEIKE
HIF M)

FERIZH AT Ang £ 1 7) HARJE 4 A H Ang 11
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P& X (0.183 F0.015 Wo/L Ek 0.178 %0 .015
/L, P>0.05; £2) .

R2. MEEHKE(1LT) MHMPMERKE RENSZNE(~
&)
Table 2 . Effects of angiotensin{ 17) on the levels of plas -

ma angiotensin I[

9 d n RAET( Ye/L) RJG 4 JH( Hg/L)
it R4 8 0.151 39.016 0.158 39 .007
A2 8 0.158 40.015  0.183 1 .015"
Ang{19)#H 8 0.145 9.019  0.178 1 .015"

aN P<0.05, SAREXEBALK; bNP<0.05, 51T HH .
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How d LA T b BT S B o AR T R
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mFas 5 H AR ( Fas ligand, FasL) 45 & 5 Al 404 ¢
WA S5 AN A, SR T, M sFas
TR TS, AAAE T I P, B S FasL 254G
TERE &Y, NTTEHEAR Y, LI Fas 5 FasL )
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