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ABSTRACT

Aim To study the relation between vascular an-
giotensin converting enzyme (ACE) activity and inti-
mal hyperplasia in rabbit restenotic model and the ef-
fects of different doses of benazepril.

Methods
artery of 28 New Zealand white rabbits. Benazepril

Angioplasty was performed in the left

was administrated to treatment groups in low-dose(n=
9,1 mg/kg) and high-dose (=19, 10 mg/kg)respec-
tively.  All animals were sacrificed 2 weeks after an-
gioplasty. The vascular morphometry included intimal
and medial areas, thus ratio of intimal area to medial
area. Serum and vascular ACE activities were deter-
mined by fluorimetric assay.

Results The vascular ACE activity of angioplasty
subgroup was 2. 7 times higher than that of the non-
angioplasty subgroup (P<C0. 01). The high-dose be-
nazepril significantly reduced the vascular ACE activity
and intimal area, compared with angioplasty subgroup
(P<<0.01).

ately inhibited the vascular ACE activity (24% down,

But the low-dose benazepril only moder-

P <C0. 05), and the intimal area did not alter signifi-
cantly. The significant positive correlation was dis-
played between vascular ACE activity and intimal area
(r=0.708, P<<0.01).

Conclusion The excessive expression of vascular

ACE may play a pontential role in restenosis. The

high-dose benazepril could inhibited intimal hyperplasia
by suppressing vascular tissue ACE.
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Figure 1. Focal intrumural hemarrahge, and dissec-

tion seen immediately after angioplasty (HE staining. o-
riginal magnification X 40).
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Figure 2.

Table. Comparions of intimal and medial area, inti-
mal/medial area 2 weeks alter angioplasty (10* pm?).

Treatment Intimal area Medial area Intimal fmadial (%)
Angraplesty L.T140.33 4.3140.45 68.8.45.58
Noa angioplasty 1L1940.22 €. 68+0.41 28,64 46.63
Low-dase 2.31%0.22  Gazzo M 52.5£5.69
Hagh dose LS0£0.20¢  4.74%0.18 1. 8+5.0m

o, P<0.01, compared with angioplasty group.
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Figure 3. Comparisons of tissue ACE activity among
groups. =~ : P<0.05, = =, P<0.0l, compared with an-
gioplasty subgroup.
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Figure 4. Change of serum ACE activity in each

group. Angioplasty was performed 7 days after administra-
tion. * : P<0.01, compared with the ACE activity at 7 days
before angioplasty. '
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Figure 5. Correlation of intimal area and tissue ACE

activity after angioplasty (z = 28, including vessel seg-
ments subjected to angioplasty with or without drug interuen-

tion).
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Figure 6. Correlation of intimal area and serum ACE

activity after angioplasty (n = 28, including vessel seg-
ments subjected to angioplasty with or without drug interuen-

tion).
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